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I'naBHbI pegakrop:

Tamken6aeBa JaeoHopa HermaToBHa
O00KMOP MEOUYUHCKUX HAYK, npodeccop, 3asedyiowas Kagedpoti enymperHux 6onesnetl u kapouonozuu Ne2 Camapkanockozo
Tocyoapcmeentozo meduyuHcko2o yrusepcumema, npeocedamens Accoyuayuu mepanesmos CamapkaHocko 061acmu.
https://orcid.org/0000-0001-5705-4972
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3amecTUTEIb IJIABHOTO peaakropa:

Xaii0yauna 3apuna PycianoBHa
00KMOP MEOUYUHCKUX HAYK, PYKOBOOUMENLb OMOeNd OUOXUMUU € 2PYNNOL MUKPOOUOLO2UU
I'Y «PCHIIMIIX um. axao. B. Baxuodosay» https://orcid.org/0000-0002-9942-2910

YNEHDI PEAKLWOHHOM KONIMETUM:

Aassu Anuc JlroTdyniaeBny Puzaes Kacyp AnumakaHnoBu4
axademuk AH PY3, 0okmop meouyunckux O00KMOPp MeOUYUHCKUX HAVK, npogeccop, Pekmop
nayx, npogeccop, Ilpedcedamensy Accoyuayuu Camapranockozo 20cyo0apcmeenio20 MeouyuHcKo2o
Tepaneemos Ysbexucmana, Coeemnux oupexmopa yuueepcumema, https://orcid.org/0000-0001-5468-9403
Pecnybnuxanckozo cneyuaiusuposanHo2o HayuHo-

NpaKmu4ecko2o yenmpa mepanuu u MeOUYyuHCKou 3usayanaes Llyxpar XynoiidepaneBuyu
peabunumayuu (Tawxenm) O00KMOP MEOUYUHCKUX HAVK, NPOPeccop, 3aMecmument

https://orcid.org/0000-0002-0933-4993 Oupexmopa no nayunoii pabome uncmumyma

UMMYHOR02UU U 2eHOMUKY Yenoseka AH PY3
Bokepus Jleo Antonosnd https://orcid.org/0000-0002-9309-3933

axkademukx PAH, 0okmop meduyunckux
nayk, npogeccop, Ipezudenm nayuno2o yenmpa

9 Hdxan KoBak
cepoeuno-cocyoucmoi xupypeuu um. A.H. bakynesa I Sced c E .
(Mocxea), htips://orcid.org/0000-0002-6180-2619 lpocpeccop, npedcedamens Cosema Egponetickozo

obujecmea Kapouoio208 no UHCYIbIY, PYKOBOOUMEb
Kyp0anos Papmantek JaBaeToud CReyuanu3upOBaAHHOU KapouoIo2uu, 3a6e0youutl
axademuk AH PY3, 0okmop meouyunckux nayx, npogecop, omoenenuem Kapouono2uu, Kapouo- u MOPAKAILHOLL
Cosemnuk oupekmopa Pecnybaukanckoeo cneyuaiusuposannozo Xupypeui, KOHCYlbmanm-kapouonoe, bonoruya I nenguno,
HAYUHO-NPAKMUYECKO20 MEOUYUHCKO20 YeHMPA KapOUoio2uu Jlecmep (Benuxobpumanus)

(Tawxenm), https://orcid.org/0000-0001-7309-2071
Cepruo Beprapannu

IkasieB Anexceit EBrenbeBud Tpogheccop knunuyeckoli GUOXUMUU U KIUHUYECKOU
I.M.H, ipodeccop, pektop DeepanbHOro rocyjapcTBEHHOIO MONEeKYNAPHOU OUONI02ULL, 21A8HbII 8paY omoena
OIOJKETHOTO 06Pa30BATEIBHOTO YIPEKICHHS BEICIIETO 1abopamoprotl meduyunvl, bonvruya Yuusepcumema Top
o6pasoBanus «VKeBCKast TOCYIapCTBEHHAS MEIUIINHCKAS Bepzama (Pum, Hmanus)
akagemus» MuUHHUCTEpCTBaA 3apaBooxpanenns Poccuiickoi

Denepanuu

JIupepko Upuna Biragumuposna
00KMOP MEOUYUHCKUX HAYK, npogheccop,
3amecmumens oupexmopa no Hayke Pecnybnukarnckozo
. . CNeyuanu3upo8aHHo20 HayYHO-NPaKMuU4ecKko2o
Kapouonozuyeckoz2o yenmpa, Cunesckuil MeOuyuHCKull
MEOUYUHCKO20 YeHmMpPa hmusuampuu u ny1oMOHOI0UU
ynugepcumem ¢ Kamosuye, [lonvwa (Tlonvwa)

https://orcid.org/0000-0002-0812-6113 Pecnyonuu Ysoexucman (Tauixerm)
https://orcid.org/0000-0003-0059-9183

Michal Tendera
npogeccop kaghedpul kapouonocuu Bepxuecunezckozo

Hoxymanos EBrennii AHaTo/IbeBHY

00KMOP MeOUYUHCKUX HAYK, npogheccop, ypko Baagumup BuktopoBuy
3aMecmument 2eHepatbHo20 OUPeKmopd no 00KMOp MeQUYUHCKUX HayK, npogeccop Ilepsozo
HAyKe u pazeumuio cemu Kiunuk «Llenmp noeuvix Mocxogckozo 2ocydapcmeentozo MeouyuHcKo2o
meduyunckux mexwoao2utty (LLHMT), (Hosocubupck), yuugepcumema um. U.M. Ceuenosa (Mocksa)
https://orcid.org/0000-0002-2560-5167 https://orcid.org/0000-0001-8040-3704
3y¢apos Mupikamosn Mupymaposuy Tpurynosa Panca Xycaunosna
O00KMOP MEOUYUHCKUX HAVK, NPOdeccop, pyKosooumeb JIOKIMOp MeOUYUHCKUX HAVK, PYKOBOOUMENb

omoena I'Y « PCHIIMLX um. axaod. B. Baxuoosa»

J1abopamopuu npeseHmMuUHOL KapoOUoa02ul,
https://orcid.org/0000-0003-4822-3193

8e0VIULl HAYUHBLIL COMPYOHUK Tabopamopuu
UBC u amepockneposa. Pecnybnuxanckuii
CReYUATUUPOBAHHBLIL HAYUHO-NPAKMUYECKULL
Meouyunckul yenmp kapouonozauu (Tawxenm)
ORCID- 0000-0003-4339-0670

AxkunnoB XaduoyJia ArayniaeBuq

00KMOP MeOUYUHCKUX HAYK, npogeccop, Jupekmop
Llenmpa pazeumus npogheccuonanrbhoi keanugurayuu
Meouyunckux pabomuuxos (Tawxenm)

Hacuposa 3apuna Ak6apoBHa Typaer ®epys Parxyiaesuy
DSc, doyenm xagedper enympennux 6onesnetl u KapOuoro2uu OOKMOp MEOUYUHCKUX HAYK,
Ne2 Camapranockozo I'ocyoapcmsennozo Meduyunckozo Hupexmop Pecnybnukanckozo cneyuaiusuposaniozo
ynugepcumema (omeemcmeennwiii cekpemaps) ORCID: 0000- HAYYHO-NPAKIMUYECK020 MeOUYUHCKO20 YeHmpa
0002-8722-0393 (omeemcmeennslii cekpemaps) andokpunonocuu umenu axademuxa FO.I'. Typakynosa
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Tashkenbayeva Eleonora Negmatovna
tibbiyot fanlari doktori,professor, Samarqand davlat tibbiyot universiteti 2-sonli ichki kasalliklar va kardiologiya
kafedrasi mudiri, Samarqand viloyati vrachlar uyushmasi raisi
https://orsid.org/0000-0001-5705-4972
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Bosh muharrir o'rinbosari:

Xaibulina Zarina Ruslanovna
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bilan biokimyo kafedrasi mudiri” https.//orcid.org/0000-0002-9942-2910

TAHRIRTYAT AZOLARL:

Alyavi Anis Lyutfullayevich Rizayev Jasur Alimjanovich
O'zbekiston Respublikasi Fanlar akademiyasining tibbiyot fanlari doktori, professor,
akademigi, tibbiyot fanlari doktori, professor, Samarqand daviat tibbiyot universiteti rektori
O zbekiston Terapevtlar uyushmasi raisi, Respublika https://orcid.org/0000-0001-5468-9403

ixtisoslashtirilgan ilmiy va amaliy tibbiy terapiya markazi
va tibbiy reabilitatsiya direktori maslahatchisi

Ziyadullayev Shuxrat Xudoyberdiyevich
(Toshkent), hitps.//orcid.org/0000-0002-0933-4993 pyacumayey SAurat Audoyherciyovie

tibbiyot fanlari doktori, professor, O’zbekiston Respublikasi
Fanlar akademiyasi Immunologiya va inson genomikasi
instituti ilmiy ishlar boyicha direktor o rinbosari
(Toshkent) https://orcid.org/0000-0002-9309-3933

Bockeria Leo Antonovich

Rossiya fanlar akademiyasining akademigi,
tibbiyot fanlari doktori, professor, A.N. Bakuleva
nomidagi yurak-qon tomir jarrohligi ilmiy markazi

prezidenti (Moskva) Jan Kovak
https://orcid.org/0000-0002-6180-2619 Yevropa kardiologiya jamiyati insult kengashi raisi,

2017 yildan buyon ixtisoslashtirilgan kardiologiya
Kurbanov Ravshanbek Davlatovich kafedrasi rahbari, kardiologiya, yurak va torakal jarrohlik
O'zbekiston Respublikasi Fanlar akademiyasining kafedrasi mudiri, maslahatchi kardiolog Glenfild

akademigi, tibbiyot fanlari doktori, professor,
Respublika ixtisoslashtirilgan kardiologiya
ilmiy-amaliy tibbiyot markazining direktor
maslahatchisi (Toshkent)

kasalxonasi, Lester (Buyuk Britaniya)

Sergio Bernardini

hitps-/Jorcid.org/0000-0001-7309-2071 Klinik biokimyo va lflinil'c m{)lek.ulymi b?ologiya {7o’yicfza
professor - Laboratoriya tibbiyoti bo'limi bosh shifokori —

Shklyaev Aleksey Evgenievich Tor Vergata universiteti kasalxonasi (Rim-Italiya)

Tibbiyot fanlari doktori, professor, Rossiya

Federatsiyasi Sog'ligni saglash vazirligining Liverko Irina Vladimirovna

"Izhevsk davlat tibbiyot akademiyasi" Federal tibbiyot fanlari doktori, professor,

davlat byudjeti oliy ta'lim muassasasi rektori Respublika ixtisoslashtirilgan ftiziologiya

va pulmonologiya ilmiy-amaliy tibbiyot
markazining ilmiy ishlar bo'yicha
direktor o'rinbosari (Toshkent)
https://orcid.org/0000-0003-0059-9183

Mixal Tendera

Katovitsadagi Sileziya Tibbiyot Universiteti,
Yuqori Sileziya Kardiologiya Markazi
kardiologiya kafedrasi professori (Polsha)

https://orcid.org/0000-0002-0812-6113 L .
Surko Vladimir Viktorovich

Pokushalov Evgeniy Anatolevich tibbiyot fanlar doktori, professori
tibbiyotfanlari doktori, professgr’ "Yangi ILM. Sechenov nomidagi Birinchi Moskva
tibbiy texnologiyalar markazi" (YTTM) Davlat tibbiyot universiteti (Moskva)
klinik tarmog'ining ilmiy ishlar va rivojlanish https://orcid.org/0000-0001-8040-3704
bo'yicha bosh direktorining o'rinbosari

(Novosibirsk) https://orcid.org/0000-0002-2560-5167 Trigulova Raisa Xusainovna

Tibbiyot fanlari doktori, Profilaktik
kardiologiya laboratoriyasi mudiri,
YulK va ateroskleroz laboratoriyasining

Zufarov Mirjamol Mirumarovich
tibbiyot fanlari doktori, professor,
"akad V. Vohidov nomidagi RIJM

davlat muassasasi" bo'limi boshlig'i" i et'ak' chi ilmiy . X'Odlml. Resp ubll'ka

https://orcid.org/0000-0003-4822-3193 ixtisoslashtirilgan kardiologiya

ilmiy-amaliy tibbiyot markazi (Toshkent)

Akilov Xabibulla Ataullayevich ORCID- 0000-0003-4339-0670
tibbiyot fanlari doktori, professor, Tibbyot

xodimlarining kasbiy malakasini oshirish Turayev Feruz Fatxullayevich

markazi direktori (Toshkent) tibbiyot fanlari doktori, akademik

Y. X To ‘raqulov nomidagi Respublika

Nasirova Zarina Akbarovna ixtisoslashtirilgan endokrinologiya ilmiy

Samargand davlat tibbiyot universiteti 2-sonli ichki kasalliklar
va kardiologiya kafedrasi dotsenti, DSc (mas'ul kotib) ORCID:
0000-0002-8722-0393 (mas ul kotib)

amaliy tibbiyot markazi direktori
https://orcid.org/0000-0002-1321-4732
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Kurbanov Ravshanbek Davletovich
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Liverko Irina Vladimirovna
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Michal Tendera Zufarov Mirjamol Mirumarovich
Professor of the Department of Cardiology, Doctor of Medical Sciences, Professor, Head
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Medical University (Executive Secretary) ORCID: 0000-0002- Director of the Republican Specialized Scientific
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named after Academician Yu.G. Turakulova
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AiumoB lounép AnBapoBuY
OOKIMOP MeOUYUHCKUX HAYK, OUPEKMOp
Pecnybnuxanckozo HayuHo2o yeHmpa
9KCMPEHHOU MEOUYUHCKOU NOMOWU

SurueB baxTtuép AxmenoBuy4
KaHouoam MeOuyUHCKUX HayK,
oupexmop Camapkanockozo puiuana
Pecnybnuxanckoeo HayuHo2o yeHmpa
9KCMPEHHOU MEOUYUHCKOU NOMOUU

AdnynnaeB Akbap XataMoBuY
OOKIMOP MeOUYUHCKUX HAYK, 2NABHbL
HayuHwlil compyoHuk Pecnyonuxanckozo
CReYUAnU3UPOBAHHOZ0 HAYUHO-
NPAKMULECcKo20 YeHmpa MeOUYUHCKOU
mepanuu u peaburumayui
https://orcid.org/0000-0002-1766-4458

Ara6aosin Upuna PyGenoBHa
KaHOuoam MeOuyuUHCKUX Hayk, OOYeHm,
3asedyiowas kagpeopoii mepanuu PIIJ]0,
Camapranockozo I ocydapcmeentozo
MEOUYUHCKO20 UHCIMUMYMaA

Anunesa Huropa PycramoBHa

OOKIMOP MeOUYUHCKUX HAYK, 3a6e0Vioudsl
Kaghedpoii I'ocnumanvroil neouampuu Nol
€ OCHO8AMU HEMPAOUYUOHHOU MEOUYUHbL
TawlIMU

HcemaunnoBa Anosat AGaypaxuMoBHA
O00KMOP MEOUYUHCKUX HAYK, npogeccop,
3a6edyrowas 1adbopamopueit
@yHnoamenmansHol UMMYHOIO2UU
HHemumyma uMmyHOR02UU 2EHOMUKU
uenogexa AH PY3

Kamanos 3aiinutaun CaiipyranHoBuy
O00KMOP MEOUYUHCKUX HAYK, npogeccop,
3a6edyrowutl 1abopamopuerl
ummyHopezynayuu Hnemumyma
UMMYHONO2UU U 2EHOMUKU

uenogexa AH PY3

KaiomoB Yayroexk KapumoBuu

O00KMOP MEOUYUHCKUX HAYK, npogeccop,
3a6edyiowuil Kageopoil 6HympeHHUx
bonesHell u menemeouyunsl Llenmpa
paseumusi npopeccuoHanbHotl
Keanuurayuu MeOUYUHCKUX pabomHuKkos

Xycunona Llloupa AxbapoBHa
Kanoudam Gunocoghckux Hayk, ooyenm,
3aeedyiowas kagedpoil obuetl npakmuxu,
cemetinou meduyunvt P[0
Camapranockozo I ocydapcmeentozo
MEOUYUHCKO20 UHCIMUMYMaA

Mloauxynosa I'ysanaom 3ukpusieBHa
0.M.H., npogheccop, 3a6edyrouas
Kaghedpoil enympennux 6onesmeti Ne 3
Camapranockozo I ocydapcmeentozo
Meouyuncxoeo Uncmumyma
(Camaprano)
https://orcid.org/0000-0003-2679-1296
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tibbiyot fanlari nomzodi,
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tibbiyot fanlari doktori, O'zbekiston
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Agababyan Irina Rubenovna

tibbiyot fanlari nomzodi, dotsent,
DKTF, terapiya kafedrasi mudiri,
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Xanukos Kaxxop Mup3aeBuu
KaHOuoam MeOuyUHCKUX HayK, OOYeHm
3aeedyiowuil kagedpoii 6uonocuyecKkol
xumuu Camapkanockozo
20CY0apCmeeHH020 MeOUYUHCKO20
VHUBepcumema

AnHaeB My3addap

Accucmenm xaghedpwr eHympenHux
6bonesneii u kapouonoauu Ne2
Camapranockozo 2ocyoapcmeenio2o
MeOUYUHCKO20 YHUBEpCUmema
(mexHuyeckuil cekpemaps)
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AHHOTALMUA
O0630p MOCBSMIEH aKTyaJdbHBIM BONpOCaM LepeOpanbHOM nepdy3un W HEHPOMOHHTOPHHTA INPU XHUPYPrUUECKUX BMEIIATENIbCTBAX Ha
BOCXOZSIIEH aopTe U gyre aopThl. OCBEMAIOTCSI METOBI 3AIUTHI TOJIOBHOTO MO3Ta OT MIIEMUYECKHX HOBPEXKACHUH, BKITIOYAsi aHTETOTPATHYIO U
perporpaaHyto nepdysuto, TUIOTEPMHIO U (hapMaKOJOTHYECKHE MOAXO/bI. PaccMaTpuBaloTCs COBPEMEHHBIC TEXHOJIOTHH HEHPOMOHHUTOPHHTA,
TaKue KakK JIEKTPOMH3MUOIOTHYECKHE METOJBl M OKCHMETpHs. AHanusupyercss 3p(eKTHBHOCTh PA3MMYHBIX CTPATErHil MO3TOBOW 3allUTHI,
NPUBOJATCS PE3yJbTaThl KIMHUYECKHX HCCICAOBAHUM, MOAYEPKHBACTCS BAKHOCTb HHAMBUAYAIBHOIO MOJXO/A K K@KAOMY MalHMEHTY JULL
TOBBIILEHHS OE30IACHOCTH ONEPaLid.
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CEREBRAL PERFUSION AND NEUROMONITORING DURING SURGERY ON THE ASCENDING AORTIC PART AND
ARCH (LITERATURE REVIEW)
ANNOTATION
This review focuses on current issues of cerebral perfusion and neuromonitoring during surgical procedures on the ascending aorta and aortic
arch. It highlights methods of brain protection against ischemic injury, including antegrade and retrograde perfusion, hypothermia, and
pharmacological approaches. Modern neuromonitoring technologies such as electrophysiological methods and oximetry are discussed. The
effectiveness of various brain protection strategies is analyzed, and clinical research findings are presented. The importance of an individualized
approach to each patient is emphasized to improve surgical safety.
Keywords: cerebral perfusion, neuromonitoring, hypothermia, embolism, NIRS
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AORTA KO’TARILUVCHI QISMI VA RAVOG’IDA O’TKAZILADIGAN OPERATSIYALAR PAYTIDA BOSH MIYA
PERFUZIYASI VA NEYROMONITORINGI (ADABIYOT SHARHI)
ANNOTATSIYA
Ushbu adabiyot sharhi aortaning ko’tariluvchi qismi va ravog’ining jarrohlik operatsiyalari vaqtida bosh miya perfuziyasi va neyromonitoring
masalalariga bag‘ishlangan. Ishemik shikastlanishlarning oldini olish uchun bosh miyani himoya qilish usullari — anterograd va retrograd
perfuziya, gipotermiya va farmakologik yondashuvlar yoritilgan. Elektrofiziologik metodlar va oksimetriya kabi zamonaviy neyromonitoring
texnologiyalari tahlil gilingan. Bosh miyani himoya gilishda turli xil strategiyalarining samaradorligi va klinik tadqiqotlar natijalari keltirilgan. Har
bir bemorga individual yondashuv xirurgik xavfsizlikni oshirishda muhim ekani ta’kidlangan.
Kalit so’zlar: bosh miya perfuziyasi, neyromonitoring, gipotermiya, emboliya, NIRS

BBenenne [1]. MuxposMOoIIBl, BKJIIOYAIOLINE Ta30BbIC ITy3BIPHKH, TPOMOBI H

CrHoXHBIE oOIepalMd Ha JIyre aopThl MPEACTABIIIOT COOOH  JKUPOBBIE arperarsl, 3aKyHOPHBAIOT MEIKHE COCYABI, TaKHE Kak
BBICOKOPHCKOBBIC BMEIIATEIbCTBA, COTPOBOKAAIOIIMECS ~ APTEPUOIBI U KaULIPhI, YCUIIMBAs HIIeMUYecKuid yuiep0 [4].
3HAUUTENIbHOM YacTOTOM HEBPOJIOIMYECKUX OCJIOKHEHUH, KOTOpbIE UK wHHAIMHpYET CHCTEMHBIH BOCHANUTEIBHBIA OTBET, HapyIlas

CYIIECTBEHHO YXYIIIAIOT MPOTHO3 M Ka4yeCTBO JKM3HM IALMEHTOB.  IEJIOCTHOCTh TeMaTodHuedanmmdeckoro Oapeepa (I'Db) m mo3Bomss
MexaHU3MBI TOBPEKICHUS MO3ra HOCAT MHOTO(AKTOPHBIN XapakTep,  BOCHAIMTEIBHBIM KJIETKaM IMPOHHMKAaTh B TKaHH Mo3ra [6]. CreneHb
BKJIIOYas LepeOpabHyl0 5MOONUIO0, TUMonepdy3Hio, THIOKCHIO W TOBpexIeHHs ['DBb HampsiMmyr KOppeinupyer ¢ BbIPaKCHHOCTBIO
CHCTEMHbBIC BOCHAIUTEIBHBIC PEAKIMH, YTO IPHUBOIUT K HAPYIICHHIO  KOTHUTHBHOW JUC(YHKIMH B TOCICONECPALMOHHOM IIEPHOJIC, YTO
GanaHca MeXIy MOTPEOHOCTHIO MO3ra B KUCJIOPOJE U €ro JOCTAaBKOH  IOJUEPKHBACT POJIb BOCHAICHUS B HEBPOJIOTHMYECKUX OCIOKHEHUIX
[1]. HeBponoruueckue HapyuieHus Kiaccubuuupyrorcs na nsa tuna: [7]. Konrakt kpoBu mnamuenta ¢ mnoBepxHocTsiMu ammapata WK
TUn 1, BKIIOYAIOIIMI WHCYJNBT M KOMY, W THI 2, OXBATHIBAIOLIMH  BBI3BIBACT BBICBOOOXKICHHE MPOBOCHAIUTEIBHBIX ILUTOKMHOB, TaKHUX
KOTHUTHBHBIE paccTpoiicTBa U aenupuit [2]. Omepamuu ¢ otkpeiTeiM — Kak IL-1, IL-6 mw TNF-o, ycunmBas cucremHoe BocmaneHue |[8].
UCTAIBHBIM ~ QHACTOMO30M  TpeOYyIOT  TOJHOM  OCTAaHOBKM  BocmanurenbHbIe CUTHAIIBI IEPEfaloTes OT nepudepru K HeHTPaIbHON
kpoBooOpamennst (OLIK), 4ro nemaer 3ammrTy Mo3ra OJHOW W3  HEPBHOHM CHCTEME IO TyMOPAJIbHBIM M HEHMPOHHBIM IyTAM, YCYTyOIss
MIPUOPUTETHBIX 3afad B aoptanbHoi xupypruu [3]. Llemp manHoro  moBpexneHme Mosra [9]. DOwmOonmyeckne OCIOKHEHHS MOTYT

0030pa — MpOaHaIU3UPOBATh COBPEMEHHBIC MOAXO/bI K OOCCIICUCHHIO ~ BO3HMKATh  NPH  JCKAHIOJSIIMM  AOpThl,  OCOOGHHO  €CIIH
uepebpanpHol nepdy3un U HEHPOMOHHTOPHMHTY [UIi MMHMMM3ALMHM  AHTHKOAryJISTHTHAs Tepamus Oblia HEIOCTaTOYHOMH, YTO yBEIHYMBACT
HEBPOJIOTHYECKIX PUCKOB TPU TAKUX BMEIIATEILCTBAX. puck Tpomboambonun [4].

MexaHHM3MBbI HEBPOJIOTHYECKUX IOBPEKACHHIT [Mpumenenue yraekucaoro ra3a (CO2z) Ui 3aM0HEHUS OTKPBITON

HeBponoruyeckre OCIOKHEHMS NPH OINEpalysaxX Ha Jyre aopThl  KaMepbl Cepla CHIKACT BEPOSTHOCTh Ia30BbIX 3MOOJIOB Giaroaps ux
YacTO BO3HHMKAIOT M3-32 Tunonepdy3uH, BBI3BAHHOH CHIJKCHMEM  BBICOKOW pPAaCTBOPUMOCTH, YTO JIEJAET STOT METOJ MOIYJISAPHBIM B
nepebpansHoro  kpoBoroka (LIK) Bo Bpems wuckycctBeHHoro  kapauoxupypruu [10]. beictpoe corpeBanue mamuenta Bo Bpemsa WK
kpoBooOpamennst (MK) [1]. Pemepdys3us, HacTymaromas TmOCJI€  YBEIHYHBACT CKOPOCTh MeTabONM3Ma MO3ra, YTO MOJKET BBI3BATH
BOCCTaHOBJICHUsI KpoBOTOKa B KoHIe MK, mpuBOmUT K 0Opa30BaHMIO  MIIEMHIO M3-32 HECOOTBETCTBUS MEXAY KPOBOTOKOM M BO3DPOCLICH
CBOOOIHBIX KUCIOPOIHBIX PAJUKAJIOB, TOBPEXKIAIOIINX HEUPOHHI M MOTpeOHOCThIO B Kuciopone [l1]. Pamnme cramum UK, Brirodas
3aIyCKAIOLINX BTOPUYHBIC MEXaHU3MBI TPaBMbI [4]. DMOOIBI SIBISIOTCS ~ BBEICHHC KaHIONb M MAHHUITYJSLMH C KPYMHBIMH COCYAAMH, 4YacTo
BeAymel NPHYMHON MHCynmbTa, cocTaBmsist 10 60% ciiydaeB  CONPOBOXIAIOTCA SMHM30[aMU HU3KOTO CPEIHEro apTepHaIbHOTO
HEBPOJIOTHYECKUX  HApymEeHWH  mocie  Kapaumoxupyprudeckux — nmaBieHus (CAJl), 9To OOMOJHHUTENBHO YyXYIIIAeT IepeOpalbHYIO
onepaunuii [5]. Makposmbonbl, BEICBOOOKHaeMble mpu paspymennn — mepdysuto  [1].  CoBpemennele  ammapatel WK ocHamieHs
aTepPOMATO3HBIX OJAIICK A0OPTHI BO BPEMsl MAHHUITYJISALMM, OJOKUPYIOT  Iy3bIPBKOBBIMH JIOBYIIKAMH M (MIBTPaMU apTepHabHOI JIMHHH,
aprepuu quamerpom 6oee 200 MKM, HapyIIas KPOBOCHAOKEHNE MO3Ta  OJHAKO Ta30BbIE SMOOJIBI BCE PABHO MOTYT IOMAJaTh B KOHTYp 4Yepes

12



JVPHATI KAPVIOPECAPATOPHbIX WACC/TELOBAHIAVE | JOURNAL OF CARDIORESPIRATORY RESEARCH

BEHO3HBIC KAHIONH, OTKPBITHIC KaMepbl Cep/lla WM TPH BBEICHUU
MeaukaMeHToB [12]. Takum o06pa3oMm, codeTaHue SMOOIMYECKUX
coObITHI, TUMONIEP(Y3UN M BOCHAIUTENHHBIX MPOIECCOB (popMuUpyeT

CIIOXKHYIO MHOT0()aKTOpHYIO PUPOIY HEBPOJIOTHYECKUX
MOBPEIKICHUN P ONEpaLUsIX Ha IyTe aOpPTHL.
Arepomaro3Heie  OJSIIKH, pa3pylIAlONIMecs TPU  HPSMBIX

MaHUIYJSIIUSAX C  AOpPTOH, SBIIFOTCS OCHOBHBIM ~ HMCTOYHHKOM
MakpodMOOJIOB, YTO TpeOyeT OCTOPOKHOCTH TpPH BBIOOpPE MeCT
kaaommuu  [1]. MukposmOonsl, cocTodmpe U3 OHOJIOTHYECKUX
arperaToB, TAKUX Kak TPOMOOLUTHI U JKHP, YCHINBAIOT MOBPEK/ICHHE
3a CHET OKKIIO3MH KamwULIpHOrO pycna [4]. BocmanmurenbHbie
LUTOKMHBI,  BbIpaOarblBaeMble ~ MO3rOM  IIOCNIE  OINEpALH,
JIOTIOJIHUTENIBHO YCYTyOJNSIIOT KOTHUTHMBHBIC HapyLICHHs, BKIIOYas
MOTEPIO MAMATHU U MOBeJeHYecKre mMeHeHus [9]. Paspymenue 'Ob B

MOCIICONEPALMOHHOM nepuoyie obreryaer MIPOHMKHOBCHHE
BOCHAJIUTEIBHBIX MEIHATOPOB, YTO OCOOCHHO BBIPAKEHO Yy MOMXKMIIBIX
manmentoB  [6]. Komruiekchoe Bo3meiicTBue 3THX  (haKTOPOB

MOYEPKUBACT HEOOXOAUMOCTD Pa3paboTKH S()(GEKTHBHBIX CTpATErHi
3aILUTHI MO3Ta.

CrpaTteruu uepedpajbHOii 3alUTHI

l'umotepmudeckast octaHoBka kpoBooOpamenust ('OK) cHmkaer
MeTabOJIMYECKYI0 ~ aKTMBHOCTH ~ MO3ra, yMEHbIIas  BBIPaOOTKY
CBOOOJHBIX PAJUKAIOB W 3allMIlas HEHPOHBI OT HIIEMHYECKOTO
nopexxaerust [13]. I'mybokas I'OK mpu Temmepatypax 10-13°C
obecnieunBaeT Oojee UIMTENBHBIN OE30MACHBIA WHTEpBal s
BBITIOJIHEHHST CIIOKHBIX Omeparuii Ha ayre aoptel [14]. YMmepeHnas
I'OK (20-28°C) B coueraHMH C aHTETPAJHONW IEepeOpaIbHOM
nepdysueii (ALIl) meMOHCTpUpPYET COMOCTaBUMYIO 3(P(EKTHBHOCTH
NPy IUIAHOBBIX ~ BMEIIATENbCTBAX, CHMXKas PUCK  CHCTEMHBIX
ocnokHeHuit [15]. Jlerkas rumorepMus HE YBEIHMYUBACT YacCTOTY
OCJIOKHEHHH B PaHHEM IOCJICOIIEPAIMOHHOM IIEPHOJIE, YTO AENaeT ee
MIPUBJICKATEIBHON aNbTEPHATHBOM IJISI OMpEAeNICHHBIX ciay4aeB [16].
ALIl depe3 MNOOMBINIEYHYIO apTEPUI0 TOIJICPKUBACT  IMOYTH
(GU3MONOrMYEeCKU KPOBOTOK B MO3T, MHHHMU3UPYS BEPOSTHOCTB
9MOOTMYECKUX COOBITUH | YyITydIasi HeBPOJIOTHIeCKue ucxosl [17].

Perporpannas uepeOpanprass mnepdysus (PLIII) mo3Bomser
BBIMBIBaTh 9MOONBI W3 apTepHAbHOM CHCTeMBbI, oObOecrednBas
JIOTIOJIHUTENIBHYIO 3alllUTy, HO €€ IpHMEHEHHe orpaHudeHo 80
MUHYTaMH{ W3-32 PUCKA MOBBIIICHHUS BHYTpUYEpenHoro aasieHus [18].
[pepsrmenne nepdysuonnoro gasnerus mpu PLIT (>30 MM pt. cT.)
MOXXET NPHUBECTH K OTEKY MO3ra, 4To TpeOyeT CTPOroro KOHTPOJIS
nmapameTpoB [ 19]. ALIII yiydriaeT HEBPOJIOTHYECKUE PE3YIBTATHI IPH
JUTTEIEHOW OCTaHOBKE KPOBOOOpalieHus, o0ecreunBasi cTabuibHOe
CHa0KEHHE MO3ra XOJIOJHON KPOBBIO Yepe3 apTepHalbHbIC BETBH AYTH
aoptel [20]. Kantomsamus Oe3pIMAHHOM apTepuul HE YCTyHaeT
MOAMBIIICYHOI 10 6e30macHOCTH U AQPEKTUBHOCTH, YIPOIIas AOCTYII
B 9KCTPEHHBIX CUTYalMsIX U CHIKAsl PUCK MECTHBIX OCJIOXKHEHuit [21].
[Nocneonepannonnas runeprepmus (Temmneparypa >37°C) cBs3aHa ¢
KOTHUTUBHBIMH ~ HAPYLICHUSIMH, 4YTO IOAYEPKUBACT BaKHOCTh
TIIATENILHOTO TEMIIEPATypHOrO KOHTPOJISL B  IEPUOIEPALHIOHHOM
nepuone [22].

Knunnueckue peKOMeHIaImH TIPEIIHUCHIBAIOT n3beraTb
TeMIieparypsl aprepuanbHOil kpoBu >37°C Bo Bpems UK s
NPEIOTBPAILCHUS HEBPOJIOTHYECKUX OCJIOKHEHHMH M CHCTEMHOTO
neperpeBa. CKOpOCTh COTpeBaHMS JOJDKHA OBITH OrpaHHYeHa
<0,5°C/muH, 9T00BI MHUHHMH3HPOBATH PUCK HIIEMHH HPH OBICTPOM
yBenndeHun Metabonn3Ma mo3ra [23]. Mady3un nunokanHa B go3e 1—
2 mr/kr/4 npu anurensioMm UK ymenbImaor nepebpanbHoe BocHateHne
U yJIy4ylIalOT HEBPOJIOTHYECKHE HCXOIbl 3a CYeT OJIOKUPOBKH
HATPUEBBIX KaHAOB [24]. OmHaKo BBICOKHE 03Bl JUAOKamHa (>2
MI/MUH) 00IagafoT KapAHOTOKCHYESCKUM 3(dextom, 4to Tpedyer
OCTOPOKHOCTH W WHAMBUAYATBHOTO TOIXOAa K I03MpoBaHHIO [25].
CoBpeMeHHbIC HEHPOIPOTEKTOPHbIC CTpaTeruu BKJIIOYAIOT
komOmnarmro  ['OK, PHII wu ALIl, agantupoBaHHyl0 K
npoponkurenbHocTH OLIK 1 cocrostauio manuenta [26].

Br16op meronma mepdysun 3aBucut ot mmurensHocTH OLIK: mpu
Bpemenu menee 30 muuyT nro6oi momxon (I'OK, PLIT mmm AIIIT)
MoOkeT ObITh 3¢dexkTBeH U Oe3omaceH [27]. TemmeparypHbie
I'paJeHTHI MEXK/Ly apPTEPHAIILHBIM BBIXO/I0M ¥ BEHO3HBIM IIPUTOKOM HE
noiokHbl mpeBbimath 10°C, uro0bl n30ekaTh 00pa30BaHUS Ta30BBIX
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ambonoB B cucteme MK [23]. ALII gepe3 HOAMBIIICYHYIO apTEPHIO
0cO0eHHO 3((PeKTUBHA TMPU OCTPOM PACCIOCHUH aopTHl TUHA A,
CHIDKAsI PUCK HEBPOJIOTMYECKHUX MOBPEKACHUI 33 CUET aHTErPagHOrO
kpoBoToka [17]. PLII npeamoururensHa M1 BEIMBIBAHUS BO3IYIITHBIX
9MOOJIOB W3 apTepUallbHOW CTOPOHBI, HO TpeOyeT TOYHOTO
MOHHTOpPHMHra naBieHus nepdysun. Onrumusanus uepeOpanbHON
3amuTel TpeOyer OamaHca MEXOy TIyOWMHONH THUIOTEPMHHU, THUIIOM
nepdy3un u papmakomormueckoit monaepxkkoi [19].

I'mnoTepmust, HECMOTpS HAa CBOM NIPEUMYIIIECTBA, MOXKET BBI3BIBAThH
KOaryJIomaTui0 ¥  CUCTEMHBIH  BOCHAIUTENBHBIH  OTBET, YTO
HEOOXOIMMO Y4YUTHIBAaTH Tpu BbIOOpe crparermu [14]. ALII
o0ecreunBaeT HE3aBUCHUMBIH KOHTPOIb TEMIEPAaTypsl M MOTOKAa B
nepeOparbkHOM M CHCTEMHOM KpPOBOOOpAIlCHWH, 4YTO JeJaeT ee
MPEAIOYTUTEIBHON TPHU CIIOKHBIX PEKOHCTPYKLUSX Iyrd aopTsl [20
Kanromsiiust 6e3pIMSIHHOM apTepHu yIPOIIaeT MPOLEAypy B yCIOBUSIX
OTPaHUYEHHOI'O BPEMEHH, COXPAHSIS HPH 3TOM BBICOKYIO CTEICHb
samuTel Mo3ra [21]. Ucnonp3oBanmne CO: mist 3amOTHEHUS Kamephbl
ceplia CHIDKAeT PUCK BO3MYIIHOM SIMOOINH, JOTIOMHSS APYTUE METO (b
samutel [10]. KoMIUIeKCHBIN MOIXOX, COYETAOUIMH THUIOTEPMHIO,
nepdy3uro ¥ QapMaKoIOTHIO, OCTaeTCI OCHOBOW  YCICIIHOM
HEHUPOIIPOTEKIIUH.

HeiipoMonuTopuHr ¢ ucnoas3oBanueM NIRS

Brmwxuss  unppakpacHas cmnekrpockonms (NIRS) mozBomser
HEMHBA3WBHO H3MEPSTh PErHOHAIBHYIO LEPEOpaIbHYIO CaTyparuio
kucioposa (rSO2), BB THHonepdy3ui0 HA PAaHHUX CTAAUSX H
MPEIOCTaBIssl BO3MOXKHOCTH CBOEBPEMEHHOW Koppekmuu  [28].
Ucnonp3oBanne NIRS cHmKaeT 4dacToTy MOCICONEPAIMOHHOTO
JETMPUS 38 CYET ONTHMM3ALUK LepeOpabHON Hepdy3uu B peaabHOM
BpeMenu [29]. Jlezarypanust Mo3ra omnpejensercs kKak cHmkeHue 1502
6ostee geMm Ha 20% oT 6a3oBoro ypoBHs win HIxe 50% B aOCOTIOTHBIX
3HAYCHUSX, YTO CIYXKHUT CHTHAJIOM i1 BMemaTenbcTBa [30]. OmHako
CBS3p MEXKIY HHTPAONEPalMOHHBIME  3HadeHmsIMH 1SO: n
JIONTOCPOYHBIMU HEBPOJIOTHUYECKUMU HCXOJAMH OCTaeTCs CIHOPHOM,
YTO OTPAaHMYUBAET €r0 MPOTHOCTUYECKYIO IEHHOCTH [31]. MeTta-aHanm3
HE BBIBHJI 3HAYMMOTO CHIDKCHHS CMEPTHOCTH WJIM YacTOTHI
ocnokHeHuit mpu ucnonszoBanun NIRS Bo Bpems UK, momuepkuBas
HEO0OXO0IMMOCTD JAJTLHEHIITNX UCClIeAoBaHuit [32].

NIRS orpanudeH MOHHUTOPHHI'OM TOJBKO MOBEPXHOCTHBIX CJIOCB
Mo3ra Ha riryouHe 3—4 cM, YTO CHIKAET €r0 CIOCOOHOCTH BBISBILITH
HapymeHus nepdy3un B rayOokux cTpyktypax [33]. IlpepoiBanue
SIPEMHOI BEHBI BO BPEMSI OTIEPAIMY HA A0PTE MOKET MCKaXKaTh JaHHbIE
NIRS, ocobenno npu omnocroponnerr PLIII, uto Tpebyer yuera
aHaToMu4eckux ocobenHocterd [33]. Merong momoraer ompeneisiTh
MIEPCOHATN3UPOBAHHBIC TOPOTH HEPEITUBAHUS SPUTPOLUTOB, ec 1SO2
ocTaeTcs B Tpelernax HOPMBI, YTO CHIDKAeT PHCK H30BITOYHBIX
tpancy3uii [34]. IlepcnektuBer NIRS TpeOyroT AOMOTHHUTENBHBIX
HCCIIEJOBAaHUM Ul IOATBEPKIACHUSI €0 BIMSTHUS HA HEBPOJIOTHIECKHE
WCXO/IBI U CTAaHIAPTH3ALUH ITPOTOKOIOB [35].

[Ipumenenne NIRS B aopranpHOW XUPYPrUM  TO3BOJSET
ONTHUMU3UPOBATh apTEpUATBHOE JABICHUE U JIOCTAaBKYy KHCIOpOJIa B
MO3T, YTO OCOOCHHO BaXKHO MPH TeMOJMHAMHYIECCKHUX KoseOaHmsx [28].
Pa3memienne makeToB CoO JIbJ0M BOKPYT T'OJIOBHI MAIMEHTA A0 Hadana
COTpeBaHUsA MOXET CHIDKATh BOCIPOM3BOAUMOCTH AaHHBIX NIRS, uto
He00X0IuMO yunuThiBaTh ipu uHTepnperammu [33]. NIRS He 3amensier
IpyrHe  METOABl ~ MOHHUTOPHMHIA, TakMe  Kak  HM3MEpeHHe
BHYTPUYEPETIHOTO [ABJIEHMS, HO JIOMOJHAET WX, IPEIOCTABIAA
vHpoOpMaIMio o peruoHapHOM okcureHamuu [30]. Kinuangeckas
sHaunMocTs NIRS  Bappupyercs B  3aBHCUMOCTH OT  OIBITa
XMPYPTUYeCKOl  KOMaHABI M TNPUMEHSIEMBIX  IIPOTOKOJIOB
BMEIIIATENBCTBA MIPU BBIIBICHUM aAe3arypanun [32]. Takum oOpazom,
NIRS ocraercsi mepCrneKTHBHBIM WHCTPYMEHTOM, HO €ro poJib B
YIIy4IICHUHN UCXOJI0B TpeOyeT JTaTbHEHIIIEro MOATBEPIKICHIS.

3ak/I0ueHne

HeBponoruueckue OCIOXXHEHUS IPU ONEPaIiX Ha Jyre aopTh
00YCIIOBIICHBI COUYCTAHHEM IMOOTMIESCKUX COOBITHH, TUMONepPy3un u
CHCTEMHBIX BOCHAJIHMTEIBHBIX PEAKIMH, 9TO TpeOyeT KOMILUIEKCHOTO
MOJX0/a K UX NpoQHIakTHKe. AHTerpaaHas nepedpanbHas nepdysus ¢
YMEPEHHON THUIOTEpPMUEN U CTPOrMM KOHTPOJEM TeMIeparypbl
3¢ (EKTUBHO CHIKAET PHUCK TMOBPESKACHUS MO3ra, obecrmeunBas
ontumansHoe KpoBocHaOkenue. NIRS nemoncTpupyeT noteHmuan ais
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pPaHHETO BBIABICHHUS TUMONEPPY3UH, OMHAKO €ro KIMHWYECKas  LepeOpalbHOM 3aluThl ¥ HEHPOMOHUTOPHHIA OCTAaeTCs KIIOYEBON
LEHHOCTh W BIMSHHWE HA JONTOCPOYHBIE MCXOABI HYXKJAIOTCA B 3amadeil Uit yIydIleHHs pe3yabTaToB B aOPTAIBHON XUPYPTUHL
JIONONHUTENBHBIX  JIOKa3aTesnbcTBax.  ONTUMM3amms — CTpaTerui
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KJIMHUKO-TEHETUYECKOE ITPOTHO3MPOBAHUE PUCKA PA3ZBUTHS XPOHUYECKOM BOJIE3HU IOYEK ¥
BOJIBHBIX C METABOJIMYECKUM CUHJAPOMOM
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AHHOTALIUA

B cBs13u ¢ Bo3pacTtaHreM 4acToTh MeTabomamdeckoro cuaapoma (MC) B Mupe 0co00 aKkTyalbHBIM CTAHOBHTCS BOIIPOC MMPOTHO3UPOBAHUS PUCKA
xpoHndeckoii 6omeznu mouek (XbI1), sBagromericss ogauM u3 4acThix ocnoxueHnid MC. Lenb 3Toif 0030pHOI CTAThU — OCBETHTH COBPEMECHHBIC
nansbie 0 cBi3n MC u XBII, npoBeACHHBIX MHOTOLICHTPOBBIX MCCIEIOBAHMAX M FEHETHYECKHX (hakTopax, a TAKXkKe NMEepCHEeKTHBAX KIMHHKO-
TeHeTHYECKOT0 MPOTHO3UPOBAHHSI.

MerabonmaecKkuii CHHAPOM BKJIIOYAET coueTaHne a0AOMUHAIBHOTO 0XKUPEHNS, apTepUANbHOI THIIEPTOHHH, HAPYIICHUS YTJIEBOAHOTO OOMEHa
U JUCITUNUAEMUN. DTOT CHHPOM OKa3bIBaeT HE3aBICHUMOE BIIMSTHUE Ha PUCK MTOPAXEHs ovekK. [10 JaHHBIM HpaHCKOTr0 KOrOPTHOTO HCCIEJ0OBAHUS
(15 255 4yen.), mopaxenue mouek Ha pore MC obuapyxerno ¢ HR = 1,51. B meraananuse 32 xoropt (6omnee 400 Toic. HAOMIOACHHUIT) YCTAHOBICHO,
yTo MC NOBBIIIAET PUCK XPOHUUECKOH MTOUeUHOH HemocTaTogHOCT! Ha 47% (RR = 1,47).

I'enernuecku obycnosienHoe cHmkenne eGFR noarsepxneHo B uccnenpoBanmsx Mendelian randomization. Ces3s renotunoB ALPK 1, CDH4,
PTPRN2 ¢ nossimenssM puckoM XbI1 Habmroanack B KoXopTax B SIMOHNH. DTH FeHbI BIMSIOT HAa METa00IU3M KHPOB, HHCYITHHOPE3UCTEHTHOCTD
U XPOHUYECKOE BOCTIAJICHHUE.

CoBpeMEeHHBIC TIOAXOJbl BKJIIOUAIOT KOMIUIEKCHYIO OIGHKY: KimHndeckne mapamerpsl (eGFR, amsOymunypms, CPb, HOMA-IR),
TeHOTHITUPOBAHNUE U MCKYCCTBEHHBIH HMHTEIUIEKT ISl MOCTPOCHUS MOJENeH pHcKa. JTO OTKPHIBAET BO3MOXKHOCTH AT PaHHEH IHUArHOCTHKH,
TapreTHoi Tepammu (61okaga RAAS, SGLT2-unruburopst, Mmerabonudeckas KOPPEKI).

KioueBble ciioBa: MeTabonMdecKuil CHHAPOM, XpOHMYECKas OOJE3Hb IOYEK, T'eHETHYECKHe MapKepsl, IPOTHO3UPOBAHUE pPHCKa,
nonuMopu3Msl reHoB, Mendelian randomization, HHCYJIMHOPE3UCTEHTHOCTD, anbOyMuHypust, €GFR, KIMHUKO-TeHETHYECKIE MOICITH
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CLINICAL AND GENETIC PREDICTION OF CHRONIC KIDNEY DISEASE RISK IN PATIENTS WITH METABOLIC
SYNDROME
ANNOTATION

Due to the increasing prevalence of metabolic syndrome (MS) worldwide, predicting the risk of chronic kidney disease (CKD), one of the
frequent complications of MS, has become particularly relevant. The purpose of this review article is to highlight current data on the relationship
between MS and CKD, multicenter studies conducted, and genetic factors, as well as prospects for clinical and genetic prediction.

Metabolic syndrome comprises a combination of abdominal obesity, arterial hypertension, carbohydrate metabolism disorders, and
dyslipidemia. This syndrome independently affects the risk of kidney damage. According to an Iranian cohort study (15,255 participants), kidney
damage associated with MS was detected with a hazard ratio (HR) of 1.51. A meta-analysis of 32 cohorts (over 400,000 observations) established
that MS increases the risk of chronic renal failure by 47% (relative risk, RR = 1.47).
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A genetically determined decrease in estimated glomerular filtration rate (¢GFR) has been confirmed in Mendelian randomization studies. An
association between ALPK 1, CDH4, and PTPRN2 genotypes and increased risk of CKD was observed in Japanese cohorts. These genes influence
fat metabolism, insulin resistance, and chronic inflammation.

Modern approaches include comprehensive assessment: clinical parameters (¢GFR, albuminuria, C-reactive protein, HOMA-IR), genotyping,
and artificial intelligence for constructing risk models. This opens up opportunities for early diagnosis and targeted therapy (RAAS blockade,
SGLT?2 inhibitors, metabolic correction).

Keywords: metabolic syndrome, chronic kidney disease, genetic markers, risk prediction, gene polymorphisms, Mendelian randomization,
insulin resistance, albuminuria, eGFR, clinical-genetic models
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METABOLIK SINDROMLI BEMORLARDA SURUNKALI BUYRAK KASALLIGI RIVOJLANISH XAVFINI KLINIK-
GENETIK BASHORATLASH
ANNOTATSIYA

Dunyoda metabolik sindrom (MS) chastotasining ko‘payishi munosabati bilan MSning eng ko‘p uchraydigan asoratlaridan biri bo‘lgan
surunkali buyrak kasalligi (SBK) xavfini bashorat qilish masalasi alohida dolzarblik kasb etmoqda. Ushbu sharh maqolasining maqsadi MS va SBK
o‘rtasidagi aloqa, o‘tkazilgan ko‘p markazli tadgiqotlar va genetik omillar, shuningdek, klinik-genetik prognozlash istigbollari hagidagi zamonaviy
ma’lumotlarni yoritishdan iborat.

Metabolik sindrom abdominal semizlik, arterial gipertoniya, uglevod almashinuvining buzilishi va dislipidemiyaning uyg‘unlashuvini o‘z
ichiga oladi. Bu sindrom buyrak shikastlanishi xavfiga mustaqil ta’sir ko‘rsatadi. Eron kogorta tadqiqoti (15 255 kishi) ma’lumotlariga ko‘ra, MS
fonida buyrak shikastlanishi HR = 1,51 ko‘rsatkich bilan aniqlangan. 32 ta kogortani (400 mingdan ortiq kuzatuv) qamrab olgan meta-tahlilda MS
surunkali buyrak yetishmovchiligi xavfini 47% ga oshirishi aniglangan (RR = 1,47).

Mendelian randomizatsiya tadqiqotlarida eGFRning genetik sabablarga ko‘ra pasayishi tasdiglangan. ALPK 1, CDH4, PTPRN2 genotiplarining
SBK yugqori xavfi bilan bog‘liqligi Yaponiya kogortalarida kuzatilgan. Bu genlar yog‘lar almashinuviga, insulinga rezistentlikka va surunkali
yallig‘lanishga ta’sir ko‘rsatadi.

Zamonaviy yondashuvlar kompleks baholashni o°z ichiga oladi: klinik ko‘rsatkichlar (¢GFR, albuminuriya, CRO, HOMA-IR), genotiplash va
xavf modellarini yaratish uchun sun’iy intellekt. Bu erta tashxis qo‘yish, magsadli davolash (RAAS blokadasi, SGLT2-ingibitorlari, metabolik
korreksiya) imkoniyatlarini ochib beradi.

Kalit so’zlar: metabolik sindrom, surunkali buyrak kasalligi, genetik markerlar, xavfni bashorat qilish, gen polimorfizmlari, Mendelian
randomizatsiyasi, insulinrezistentlik, albuminuriya, eGFR, klinik-genetik modellar

Chronic kidney disease (CKD) is one of the most common and Despite the evident clinical relationship between MS components
socially significant complications of metabolic syndrome. According to  and CKD development, the molecular and genetic mechanisms of this
epidemiological studies, up to 30-50% of patients with metabolic  interaction remain incompletely understood. Modern approaches,
syndrome (MS) have signs of renal dysfunction, especially in the early,  including genomics, epigenetics, metabolomics, as well as tools such as
subclinical stages. CKD contributes to increased cardiovascular ~ Mendelian randomization analysis and genetic polymorphism panels,
mortality, decreased quality of life, and progression of metabolic  open up opportunities for more accurate risk stratification and
disorders[1,2,6]. individualization of preventive and treatment strategies[4,6,9].

Given the heterogeneity of clinical manifestations and differences The relevance of studying clinical and genetic factors of CKD
in the rate of CKD progression in the context of MS, the task of  development in patients with MS is determined by the need for early
identifying predisposition to renal pathology using molecular genetic  identification of high-risk groups, development of personalized
and clinical laboratory markers becomes relevant. Chronic kidney  prediction models, and optimization of nephroprotective therapy. A
disease is currently one of the global health problems, with growing  review of current scientific literature, including large-scale multicenter
prevalence and high risk of fatal outcomes, primarily due to  studies, systematic reviews, and genetic analyses, allows for a
cardiovascular complications. According to the Global Burden of comprehensive examination of the problem and outlines solutions in
Disease study, CKD is among the top ten leading causes of death  clinical practice[7,8,12,16].

worldwide, showing steady growth over the past two decades. At the Pathogenetic mechanisms of CKD in metabolic syndrome
same time, metabolic syndrome - a complex of metabolic and The main pathogenetic links are:
cardiovascular disorders including insulin resistance, visceral obesity, » Hyperglycemia and insulin resistance leading to glucose toxicity
arterial hypertension, dyslipidemia, and carbohydrate metabolism  and impaired glomerular filtration.
disorders - has become extremely common in both industrialized * Activation of the renin-angiotensin-aldosterone system (RAAS),
countries and those with transitional economies[3,5,11]. contributing to kidney fibrosis.

The number of patients with MS is increasing annually, and » Oxidative stress and chronic inflammation that provoke
accumulated scientific data indicate its significant contribution to the = endothelial damage and interstitial nephritis.
development and progression of CKD. Metabolic disorders lead to * Hypertension and microalbuminuria, which are early
structural and functional changes in the kidneys, including the  manifestations of kidney damage.
development of albuminuria, decreased glomerular filtration rate Genetic predisposition to CKD in patients with MS
(GFR), activation of the renin-angiotensin-aldosterone system (RAAS), Among the genes associated with the risk of developing chronic

oxidative stress, and interstitial fibrosis. The role of systemic chronic ~ kidney disease, the most attention is paid to the following:
inflammation accompanying MS is especially significant, as it
contributes to damage of the endothelium and nephrons.
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| Gen || Polymorphism || Associated effects |
| ACE || /D || The D-allele is associated with RAAS hyperactivity and progressive nephropathy|
| AGT, AGTR1 || M235T, A1166C || Elevated vascular tone, kidney sclerosis |
| eNOS (NOS3) || G894T || Decreased NO production, deterioration of endothelial function |
| SLC2A9, SLC22A2|| Different || Uric acid transport disorder, hyperuricemia |
| TNF-a, IL-6 || —308G>A, —174G>C|| Increased production of pro-inflammatory cytokines |
| PPARy || Prol2Ala || Regulation of lipid and glucose metabolism, insulin resistance |

Polymorphisms of these genes contribute to the formation of an
unfavorable metabolic and inflammatory background, accelerating the
development of nephropathy [13,19,26].

Clinical and laboratory predictors of CKD risk in patients with MS

* Decrease in glomerular filtration rate (GFR) below 90 ml/min/1.73
m2

* Microalbuminuria (30-300 mg/day)

* Hyperuricemia

« Elevated levels of CRP, IL-6, TNF-a

* Insulin resistance index (HOMA-IR)

* Increased body mass index (BMI) and waist circumference

The integration of these parameters into prognostic models, taking
into account the genetic background, allows for risk stratification of
patients and individualization of the approach to the prevention and
treatment of CKD.

Prospects of clinical and genetic prediction

Creating personalized risk models, including:

* Genotyping of polymorphisms

* Metabolic and biochemical indicators

* Atrtificial intelligence and machine learning

...allows for more accurate prediction of the development and
progression of CKD, as well as the selection of individual treatment
regimens, including antihypertensive and metabolic therapy, and
nephroprotection [14,17,20].

The effect of metabolic syndrome (MS) on the risk of CKD - major
studies

A large prospective Iranian study (15,255 people, observation 1999-
2018) showed that patients with MS, diabetes, and hypertension have a
51% higher risk of developing CKD (HR = 1.51; 95% CI 1.32-1.71)
compared to the group without MS. At the same time, obesity and low
HDL were not significant factors. A meta-analysis of 24 cohorts (6.6
million people) revealed that MS is associated with an increased risk of
CKD (OR = 1.42; 95% CI 1.28-1.57), albuminuria/proteinuria (OR =
1.43), rapid decrease in eGFR (OR = 1.25). The "dose effect" is
demonstrated: the more MS components present, the higher the risk.
Carte blanche: a meta-analysis of 32 cohorts with 413,621 participants
showed an increase in the risk of new cases of CKD (RR = 1.47), ESRD
(RR = 1.55), and, most significantly, an increase in blood pressure (RR
= 1.37). A cross-sectional Chinese study (1,969 people, age > 40 years)
revealed an independent relationship between MS or its components
(from blood pressure levels to CRP, HOMA-IR) and CKD even in the
absence of diabetes or obesity. Genetic and causal data from Mendelian
randomization (MR-analyses): Using GWAS data, it was shown that
genetically determined MS components (blood pressure, obesity,
diabetes, TG) indeed cause decreased kidney function (eGFR),
increased BUN, and albuminuria. This confirms the quasi-causal link
between MS and CKD. A TW MR-study in March 2024 confirms that
individual components of MS (weight, blood pressure, diabetes) have a
causal effect on kidney function decline. Pathophysiology: From
Mechanism to Clinic [25,26].

A comprehensive systematic review (2024) described key
mechanisms: activation of the RAAS system, chronic inflammation,
oxidative stress, and endothelial dysfunction. Adipose tissue promotes
aldosterone and angiotensin II, which cause kidney fibrosis. High blood
pressure is the main early sign of filtration barrier damage and
microalbuminuria; hyperglycemia and insulin resistance increase
cellular toxicity, RAAS activation, and oxidative stress[15,18,21].

Clinical indicators: eGFR, albuminuria, CRP, HOMA-IR, waist
circumference, glycemia, lipids.

Al/machine learning for risk stratification (e.g., KNN model with =~
80% accuracy for predicting MS in patients with CKD)

This multimodal approach allows for early detection and targeted
treatment, including RAAS blockers, MR antagonists, metabolic
correction, and blood pressure control. Modern studies confirm that
metabolic syndrome significantly increases the risk of developing and
progressing chronic kidney disease. The combination of advanced
genetic data (MR analyses), clinical markers, and machine learning
offers a promising path for personalized prediction and early
intervention. Reducing blood pressure, controlling glycemia,
implementing nephroprotective strategies, and active monitoring will
become key elements in the fight against CKD in patients with
MS[22,23,24].

One of the largest and methodologically sound population studies
confirming the link between metabolic syndrome and the development
of chronic kidney disease is the Tehran Lipid and Glucose Study
(TLGS) conducted in Iran. This prospective cohort study included
15,255 adult participants without initial chronic kidney disease, who
were followed for over 11 years. The study diagnosed metabolic
syndrome according to IDF criteria, determined estimated glomerular
filtration rate (eGFR) using the CKD-EPI formula, and monitored the
development of chronic kidney disease. Results showed that the
presence of metabolic syndrome was associated with a 51% increased
risk of developing CKD (HR = 1.51; 95% CI: 1.32-1.71). Particularly
significant risk factors were hyperglycemia and arterial hypertension,
and their combination with obesity increased the risk of renal
dysfunction several-fold. The study emphasized the importance of early
detection and modification of metabolic syndrome components to
prevent decline in kidney function.

Additional insight into the causal relationships between metabolic
disorders and CKD comes from an analysis using Mendelian
Randomization (MR), published in 2024 by the research group of Guo
Z. et al. This multi-center study utilized data from major international
databases - UK Biobank, CKDGen, and FinnGen - covering over
400,000 individuals. The study demonstrated that genetically
determined metabolic characteristics such as elevated systolic blood
pressure and body mass index significantly increase the risk of
developing CKD. Specifically, genetic predisposition to hypertension
was associated with a 26% increase in CKD risk (OR = 1.26), and
obesity with a 39% increase (OR = 1.39). A causal relationship between
high triglyceride levels and renal dysfunction was also noted. These
findings confirm that not only the phenotypic manifestations of
metabolic syndrome, but also the underlying genetic factors play a
significant role in the pathogenesis of renal pathology.

Conclusion

The development of CKD in patients with metabolic syndrome is
due to the interaction of metabolic, inflammatory, and genetic factors.
Identifying genetic markers of predisposition and using clinical and
laboratory data in comprehensive risk assessment allows not only for
predicting the course of the disease but also for timely initiation of
individualized preventive and therapeutic interventions. Implementing
clinical-genetic approaches in practical nephrology is a promising
direction in modern medicine.
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AHHOTALIUAA
B craree mpencraBiieH COBPEMEHHBIM B3IUI[ Ha OXHPEHHE KaK KIIOYEBOW KOMIIOHEHT MeTabonmuueckoil cuHaeMud. OCBEIeHB
MATOreHETUIECKUE MEXaHU3MBbI, BKJIIOYAIOIINE JINIIOTOKCUIHOCTD, BOCIATICHHE, AUCHYHKIIUIO aUTIONUTOB U CHIDKEHHUE YPOBHSI aIMIIOHEKTHHA, a
TaK)Ke POJb JSIHUKAPAUAIBHOIO JKHpPA B PAa3BUTHH CEPACYHO-COCYIMCTBIX OCIOKHEHHHA. OOCYKIAIOTCS TeHETHYECKHE M MOBEJCHYCCKHE
NETEPMHUHAHTHl OXHMPEHHs, 3HAYCHHE METOJOB BH3yajHM3alldd Ui OLEHKA MeTabOJIMYECKMX PHCKOB M KOHICMIMS MOIUTAONeTKH Kak
MEPCIEKTUBHOrO TEPANeBTUIECKOro noaxoaa. OTMedena HEOOXOAUMOCTh MIEPCOHATU3UPOBAHHOIO ¥ MEXTUCIUIUTHHAPHOTO TTOIX0/a B JICUCHUN
OXKHPEHUS C Y4ETOM paclpeieNiCHUs KUPOBOH TKaHH, MOBEACHUCCKHX (DAKTOPOB M KOMOPOUIHOCTH.
KuroueBble ciioBa. Oxupenne, METabOINIecKasi CHHASMIS, aTUIIOHEKTHH, YTUKAPIUATIbHBIN )KUADP, BU3YAIN3aIis, TIONUTa0IeTKa
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OBESITY AND COMORBIDITY: EVOLUTION OF CONCEPTS AND STRATEGIC TREATMENT APPROACHES
(LITERATURE REVIEW)
ANNOTATION
This article presents a modern view of obesity as a key component of the metabolic syndemic. It highlights the pathogenetic mechanisms
including lipotoxicity, inflammation, adipocyte dysfunction, and decreased adiponectin levels, as well as the role of epicardial fat in the development
of cardiovascular complications. Genetic and behavioral determinants of obesity are discussed, along with the importance of imaging methods for
assessing metabolic risks and the concept of the polypill as a promising therapeutic approach. The necessity of a personalized and interdisciplinary
approach to the treatment of obesity is emphasized, taking into account fat distribution, behavioral factors, and comorbidity.
Keywords: Obesity, metabolic syndemic, adiponectin, epicardial fat, imaging, polypill

Tashkenbaeva Nargiza Farhodovna

O‘zbekiston Respublikasi Sog‘ligni Saqlash Vazirligi
"Respublika ixtisoslashtirilgan ilmiy-amaliy
kardiologiya tibbiyot markazi" davlat muassasasi
Toshkent, O’zbekiston

SEMIRISH VA KOMORBIDLIK: TASAVVURLAR EVOLYUTSIYASI VA DAVOLASHGA STRATEGIK YONDASHUVLAR
(ADABIYOTLAR SHARHI)
ANNOTATSIYA
Magolada semizlikning metabolik sindemiyaning asosiy tarkibiy qismi sifatidagi zamonaviy talqini bayon etilgan. Unda lipotoksiklik,
yallig‘lanish, adipotsit disfunktsiyasi va adiponektin darajasining pasayishi kabi patogenetik mexanizmlar hamda yurak-qon tomir asoratlarida
epikardial yog* roli yoritilgan. Semizlikning genetik va xulg-atvorga oid determinantlari, metabolik xavflarni baholashda tasvirlash usullarining
ahamiyati hamda davolashning istigbolli yo‘li sifatida siyosiy tabletkalar (polypill) konsepsiyasi muhokama qilinadi. Yog* to‘qimalari tagsimoti,
xulg-atvor omillari va komorbidlikni inobatga olgan holda semizlikni davolashda shaxsiylashtirilgan va multidisipliner yondashuv zarurati qayd
etilgan.
Kalit so’zlar. Semizlik, metabolik sindemiya, adiponektin, epikardial yog*, tasvirlash, siyosiy tabletka
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Beenenne. OxupeHue, TpPaJUIHMOHHO PpacCMaTPHBAEMOE Kak
HETaTUBHBIA ()akTOp, B HEKOTOPBIX AaCHEKTax MOXET HMETh
KOMIICHCAaTOPHOE 3HAYCHUE, CHIDKAs [UPKYIUPYIONHE YPOBHU
CBOOOIHBIX KHUPHBIX KHCIIOT u MIpeAoTBpamias

runeprpurnunepunemuto (Frayn, 2015). BeickaseiBaeTcst rumoresa,
YTO OPraHU3M CTPEMHUTCS K HAKOIUICHUIO JKMPOBBIX JIENO C LEJbI0
MHHHMH3AIMH JIMIIOTOKCUYHOCTH M HOBPEXICHHS OpraHOB-MHILICHEH
(Unger, 2015). Oxxako npu #30BITOYHOM HAKOINICHUH BUCLEPATBHOTO
KHpa 9TOT MEXaHHW3M HepecTaér ObITh 3alUTHBIM M CTaHOBHTCS
(hakTOpOM pHCKa CcepaeYHO-COCYAUCThIX ocnokHeHnd (Karpe &
Pinnick, 2015).

BaXHyI0 pETyISTOPHYIO pOJIb B JKHPOBOM OOMEHE MWrpacT
QIUMOHEKTHH — OCNOK, TPOLYLMPYEMBIH JKUPOBBIMH KJICTKAMH,
YpOBEHb KOTOPOTO CHIKaeTcs npu oxupennu (Yamauchi et al., 2001).
AJIMMOHEKTHH ~ OKas3blBaeT  IPOTUBOBOCHAIUTENBHOE  JICHCTBHE,
YIIY4IIaeT HMHCYJIHMHOPE3UCTCHTHOCTh M CHOCOOCTBYET OKHCIICHHIO
KUPHBIX KUCIOT. HU3KMH ypOBEHb aJMIIOHEKTHHA acCOLMMPOBAH C
MOBBIILICHHBIM PHCKOM aTepOCKIepo3a, caXxapHoro nuabera 2 Tuma u
cepaevHo-cocymucThix 3aboneBanuii (Kadowaki & Yamauchi, 2005).

HuddepeHnnpoBka aAWNOMUTOB HUTpaeT KIIOYEBYID pOJIb B
maTtoreHese  OXHMpeHWs.  VcciemoBaHHs — IOKAa3bIBAIOT,  YTO
HU3KOoAN( HepeHIMPOBAHHBIE AJUMOMUTH  O0JIAAIOT TMOBBIIICHHON
CEeKpEeLHEi MPOBOCIATUTENBHBIX IUTOKMHOB, YTO BEJET K CHCTEMHOMY
BOCHAJICHUIO U YBEJIMYUBACT PHUCK META0OJMYECKUX OCIOKHCHHH
(Hotamisligil, 2017). Dtu mporeccsl 0COOEHHO SIPKO HPOSIBIUIKCH B
xome maHgemun COVID-19, xorma mnamueHTs € OKHPEHHEM
JIEMOHCTPHPOBAJIM TIOBBIIICHHYIO YaCTOTY TSDKENBIX OCIIOXKHEHHMHA,
BEPOSTHO, B CBSI3H C YCHUJICHHOM UTOKMHOBOM peakiueit (Simonnet et
al., 2020).

Kpowme Toro, n30bITo4Has Macca Tejla IPUBOIHUT K MEXaHHYECKOMY
C/ABICHHUIO COCY/IOB, YXYALICHHIO AaHTHOTCHE3a M  CHIDKCHHIO
COCY/IUCTOM 3JIACTUYHOCTH, YTO JOTOJHUTEIBHO yCyryOIsieT TeueHue
kapauoMerabonmueckux 3abonesanuii (Tack et al., 2017).

OrxupeHne aCCOLMHIPOBAHO c LIUPOKUM CIIEKTPOM
CONYTCTBYIOIHX 3a00JIeBaHuH, BKJTIOYAs apTepHaIBHYIO
TMIEPTCH3MIO, CaXapHbli uaber, aTepOCKIepO3, HEaIKOTOJIbHYIO
JKHPOBYIO 00JIE3HB ICUCHH U OOCTPYKTUBHOE altHOd cHa (Bluher, 2021).
B cCBA3M C 3TUM BeJCHHE MALMCHTOB C OXHPEHHEM Tpelyer
MEXUCIUIUIMHAPHOTO MOAXO0IA.

Ecimm B 1970-x romax mpeAmoyiaraioch, YTO TAaKUM MAIEHTaM
HEOOXOIMMO HaOMIOACHWE Yy TATH CICHUATHCTOB (TepareBTa,
KapJMoJIOra, 3HIOKPHHOJIOra, TacTPO’HTEPOJIOra, IUETONOora), TO
COBPEMCHHBIEC BO3MOKHOCTH TI03BOJISIIOT CHU3HUTH Ty HEOOXOAUMOCTD
110 IBYX-TpEX KioueBbIX cnenpanuctos (Jensen et al., 2017). OxHako
9TO HE OTMEHSET Ba)KHOCTH KOMIUIEKCHOIO IIOJIXO/a, BKJIIOYAOIIETO
KaK MEeIMKaMEHTO3HOE JICYCHHUE, TaK U MOIU(HUKALMIO 00pasa KU3HH.

Takxum o6pa3om, Oypelif >KUp IPEACTABIAET COOOH MEPCIIEKTHBHOE
HampaBlICHUE IS TEPalud OXUPCHHS, OJHAKO CYIICCTBYIOIINE
(hapMaKoIOrHyYeCKre CTpAaTeruy TPeOYIOT NaTbHEUIINX UCCIIeJOBAHUH.
OskupeHHe SIBISACTCS HE MPOCTO CJICACTBUEM SHEPreTHYECKOro
mucbanaHca, HO UM CIOXKHBIM  QJIaNTAllMOHHBIM ~ MEXaHH3MOM,
CBSI3aHHBIM ~ C  JIMMIOTGHE30M, BOCIHAJICHHEM U  COCYIHCTBIMH
HapymeHusiMH. COBpEMCHHBIC Hay4HbIC JaHHbIC YKa3bIBAlOT Ha
HEO0OXOAUMOCTh KOMIUIEKCHOT'O MO/IX0/1a K JICYCHHIO 3TOTO COCTOSHUS,
BKJIIOYAIOLIEr0  Kak  (apMakoTepamuio, Tak W  aJpecHbIC
HEMEIMKaMEHTO3HBIC METO/IBI.

I'eHeTHYecKHe U MOBeAeHYECKHE JeTEPMUHAHTDI 0KUPEHHUs

I'enernueckas MPEAPACIIONOKEHHOCTh K OKUPEHUIO 00CYKAaeTCs
YK€ HECKOIbKO JECATIICTUH, OJHAKO COBPEMEHHbIC KOHLETIINH
YKa3blBAlOT ~Ha  COYCTAHHOEC  BIMSHHE  HACIEICTBCHHBIX U
MOBEJCHUECCKHX (aKTOpoB. I'eHeTHUECKue 0COOCHHOCTH, B TOM YHCIIE
nomumop¢usmel reHoB FTO, MC4R u POMC, moryr omnpenensirts
CKJIOHHOCTBh K m30bITouHOMYy Becy (Loos & Yeo, 2022). Ogmnaxo
BAKHCHIIMM aCIIEKTOM OCTa€TCs B3aUMOACHCTBUE TCHETHKU U
OKpYJKaIOIIeH Cpelpl: «TrE€HETHKa 3apsXaeT PyX b€, a OKpy’Karomas
cpefia Ha)KUMaeT Ha CITyCKOBOU Kprodok» (Schwartz et al., 2017).

IMpumepro 30% ciygaeB  OXHPEHHS MOXKHO  OOBSICHUTDH
HacIEACTBEHHBIMU (hakTopammu, TOorga Kak ocrtaBmmecs 70%
00YyCIIOBJICHBI 00Pa30M JKH3HH, BKJIIOYAs XapakTep IUTaHUs, YPOBEHb
(bu3nUecKOl aKTMBHOCTH M COLMAIbHO-3KOHOMHYECKUE YCIIOBHS
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(Heymsfield & Wadden, 2017). Dto nom4épkuBaeT Ba)KHOCTH
MYJIBTH(AKTOPHOTO MOX0/a B TEPATIUH U PO HITAKTUKE H30BITOUHON
Macchl Tena.

Pouib J1yueBoii THArHOCTHKH B OLleHKe MeTa00IM4eCKHX PUCKOB

CoBpeMEeHHBIE METOABl BH3YalIHM3allUM IIO3BOJITIOT OICHHBAThH
pacmpeneneHue KUPOBOW TKaHM M €€ BIMSHME Ha CEpACUHO-
cocyaucteie pucku. OcoOblii MHTEpeC NPEICTaBIIET HCCIIEAOBAHHE
snHKapAuATEHON >kupoBoil TkaHu (DXKT), KoTopas TecHO cBsizaHa ¢
pa3BHUTHEM aTepOCKIepo3a U apUTMOreHHbIX Hapymienuii (Mazurek et
al., 2021).

OnukapauanbHas KHPOBas TKAHb HE SIBISETCS MACCUBHBIM JIETIO
JUIMUIOB, a aKTUBHO CEKPETHUPYET HPOBOCHATHUTENBHBIE LUTOKHHEL,
Takue KaK UHTepiaeHkuH-6 (IL-6) u dpakrop Hekpo3a omyxonu-o (TNF-
0), YTO  CHOCOOCTBYET  MPOTPECCHPOBAHHIO  KOPOHAPHOTO
aTepockiiepo3a U yXyaleHuto cocyauctoii snactuunoctu (lacobellis,
2019). HMccnenoBanusi MOKa3pIBAIOT, YTO Y MAIMEHTOB C OKUPECHUEM
00pEM DXKT 3HaUMTENTHHO MPEBBIIACT HOPMAJIBHBIE ITOKA3ATENH, YTO
Koppenupyer ¢ 6oJiee BEICOKOH 4acTOTON (hHOPUILISIIIAY TIPEICEeP I U
cepaeunoit mepocrarounocty (Thanassoulis et al., 2020).

B cBs3u ¢ stum aktmBHOe BHenpenue merogoB KT u MPT B
KJIMHUYECKYIO TPAKTUKY IO3BOMSIET HE TONBKO AWArHOCTHPOBAThH
OXKHpEeHHE Ha Oonee AeTanbHOM YpPOBHE, HO M NPOTHO3UPOBATH €r0
OTAANEHHBIE MOCIEACTBUS ISl CEPAEUHO-COCYAUCTON CUCTEMBI.

OXUpEHHE  CONPOBOXKIACTCS  MHOXECTBOM  KOMOPOHIHBIX
COCTOSIHUH, BKJIIOYasi apTePUATIbHYIO THIEPTEH3UIO, TUCIHIHIEMHUIO,
HHCYJIHHOPE3UCTEHTHOCTH, HEATKOTOJIBHYIO0 KUPOBYIO OONE3Hb IEUCHU
U CHHIPOM 00CTpYKTUBHOTO arHod cHa (Bluher, 2021). B cBsi3u ¢ atumM
BO3HHKAET MOTPEOHOCTH B YHUBEPCAIBHOM TE€PAleBTHIECKOM IOIXOAE,
KOTOpBI MMO3BONMI OBl BO3ICHCTBOBATH Cpa3y Ha HECKOJIBKO
METa0OIHIECKUX HaPyIIeHHH.

IIpu 5TOM mepcrneKTUBHBIM HATPABICHUEM SIBISICTCS! KOHIIESTIIIHS
MONUTA0NETK — KOMOMHHPOBAaHHOIO TpenapaTa, BKIIOYAIOIIECTO
AQHTUTUIEPTCH3MBHBIE, THUIONMIMICMUUECKHE M MeTaOOoINIecKH
aKTHBHBIC KOMIIOHEHTHI (Gupta et al., 2019). Takoii moxxox Mo3BoOJIAET
YIy4IIUTh TPHUBEPKEHHOCTh MAIMEHTOB K JICUCHHIO M Ooree
3¢ (HEKTUBHO KOHTPOJIMPOBATH OCHOBHEIE (DAKTOPHI pHCKA.

CoBpEeMEHHBIE AUIEMHOIOIMYECKUE JTAaHHBIE CBUACTEIBCTBYIOT O
HEYKJIOHHOM pOCTE€ pacIpOCTPAaHEHHOCTH OXKUPEHUSA, YTO AUKTYET
HEOOXOIUMOCTh  COBEPIICHCTBOBAHMS  MPOPIIAKTHYECCKUX U
TepaleBTHYeCKUX crpareruil. [eHerndeckue (akTOpPbl  BHOCST
OTIpeIeTIEHHBIN BKJIAJ B PA3BUTHE ITOIO COCTOSHMS, OHAKO BEAYILYIO
POJb UrPAroOT MOBEACHUECKHE U SKOIOTHUECKUE ACTIEKTHI.

Hcnonp30BaHuE METOMOB Ty4eBOH AUArHOCTUKH, BKITIOUAs OLCHKY
SMHUKAPAUAIGHONW JKHPOBOM TKaHM, IIO3BOJSIET Ooiee JAETaTbHO
MIPOTHO3UPOBATh CEPJCYHO-COCYIUCTHIE PHCKM Yy TAIMEHTOB C
OXHpeHHEeM. B ycnoBusx BBICOKOH KOMOPOMAHOCTH JaHHOTO
COCTOSIHUSL TpeOyeTcs MyIbTHANCIHUIUIMHAPHBIN IOAX0MA, KOTOPBIH
MOXeT OBITh ONTHMH3HMPOBAH 33 CUET BHEIAPEHUS KOMOHMHUPOBAHHBIX
CXEM JIeYEHHS, BKITFOUast IO Ta0IeTKI.

Takum oOpazoM, 3 dekTuBHas cTparerus OOpHOBI ¢ OKHUPEHUEM
JIOJDKHA BKJIIOYATh HE TOJIBKO MHIVBHIYaTM3UPOBAHHOE JICUSHHE, HO 1
MPOrpaMMHBIC MEpBI 110 M3MEHEHHIO 00pa3a JKU3HH, MPOQHIAKTUKE U
paHHEH IUarHOCTHKE METAOOIMYECKUX HAPYIICHHUH.

O’KupeHne SIBISIETCSl MOJIMITHOJIOTHYECKHM 3a0oieBaHuEM, B
OCHOBE  KOTOPOTO  JIEXKHT  COBOKYIMHOCTH  METa0OJIMYECKHuX,
BOCIIAJINTENIBHBIX M TOBEICHYECKHX (HhakTopoB. B  coBpeMeHHBIX
HAyYHBIX KOHIETIIIMSAX PACCMaTpPUBACTCS HE TOJIBKO HAKOIUICHHE
JKUPOBOM TKaHU KaK TaKOBOM, HO U €€ pachpeiesieHHe B Pa3IMYHbIX
OpraHax M CHCTEMax, YTO ONpPEJEIsIeT XapaKTep MeTaboIMIecKuX
HapyIICHUH U PUCK pa3Butus ocnoxueruii (Bluher, 2021).

Ocoboe BHHMMaHHE YAEMSAETCS BIUSHUIO CBOOOMHBIX JKHPHBIX
kucnoT (CXKK), mockonbky Mx M30BITOYHAS KOHIICHTpAIWs B IUTa3Me
KPOBH aCCOIMUPOBAaHA C JTUIOTOKCHIHOCTHIO, IIOBPEXKICHHUEM TI€UEHH,
Pa3sBUTHEM HHCYIHMHOPE3UCTCHTHOCTH M XPOHHYECKOTO BOCHATICHHUS
(Gaggini et al., 2015). B 3t0ii cBA31 TpeOyeTcs BCECTOPOHHHHN aHAIN3
MEXaHHU3MOB, PETYIHPYIOIMINX HAKOIUICHHE J>KUPOBOM TKAaHH H €€
BIIMSIHHE HA OPTaHbI-MHIIIEHH, BKIIOYask CEPLE, NEIeHb U MBIIIIBL.

B ycnoBmsx H30BITOYHOTO MOCTYIUICHUS JHIIHIOB B OPraHU3M
pa3BHBaeTCs UCOATAHC MEXIY MX OKHCICHHEM U HaKOIUICHHUEM, 4TO
MIPUBOANT K:
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° ﬂﬂﬂOTOKCﬂquKOMy MOBPEKACHUIO NeYeHU — CBO6OHHLI€ JICUCHUA OXXKHUPCHUS. B cBs3u ¢ ytum Bpayam HCOGXOD;I/IMO YYUTHIBATH
JKUPHBIE KHUCJIOTBI M MX MPOM3BOJIHBIE NPOBOLMPYIOT pa3BuThe  [MHUUICBBIC  IIPUBBIYKM  TIALMCHTOB M NOKyMCHTHpPOBaTb HX B
HEaJKOrONbHONM  kipoBoii Gomesun meuenn (HAJKBIT), uro B~ MEIHMUMHCKOH JOKYMEHTAlmu Juisl BbiGopa Hambolnee o peKTHBHBIX
JIOJITOCPOYHOH NEPCIEKTHBE MOKET HPUBECTH K CTEaTOremaTury M CTPATerHil KOPPEeKIHH (Wadden et al., 2019).
¢ubposy (Tilg & Moschen, 2010). CoBpEeMEHHBIN B3I HA OKHPEHUE BBIXOAWT 3a PAMKH MPOCTOM
MOJICNIM SHepreTudeckoro aucOananca. [Ipomecc HakomieHHs >Kupa
COTIPOBOKAAETCS CUCTEMHBIMH M3MEHEHUSIMH B OpraHU3Me, BKITIOUas
JUTIOTOKCUYHOCTh, BOCTAJICHUE W  OHIOKPUHHBIC  HAPYIICHHS.
BsanMoneiicTBrue maToreHeTHYECKUX (PAKTOPOB, TAKMX KaK MHUIICBBIC
MIPUBBIUKY, COLUANIBHAS Cpelia U METa0OIMYEeCKUe H3MEHEHUs, TpeOyeT
KOMIUIEKCHOTO MOIX0/1a K BEJICHUIO MAI[UECHTOB.

Bpadam HE0OX0AUMO yUUTHIBATE HE TOJIBKO aHTPOIIOMETPUUECKIE
MOKa3aTeNnd, HO M OCOOCHHOCTH PACHpEACICHHs >XUPOBOH TKaHH,
BIUSIOIINE HA META0ONIMYECKHE M CEPICYHO-COCYAUCTHIC PHUCKH.
OnTHMU3aIMs TAKTHKH JICYCHUS TOJDKHA BKIFOUATh OICHKY MUIIEBOTO
MOBEJICHUS W BHEAPCHHE WHIUBUIYATH3UPOBAHHBIX CTpAaTeruit
KOppeKIHMU 00pa3a KU3HH.

3akiaoyenue. Merabonudeckass CHHIEMESA, C LEHTPaJIbHBIM
KOMITIOHCHTOM B BHJIE O)KUPESHUSI, IPEICTABIIET COOO0M MOTMMOP(HYIO

o HaxkonuieHu1o skupa B MHOKap/e — HHTPaMHOKapIHaIbHOE
JICTIOHMPOBAHUE  JKUPOBBIX  KalleJb ~ HETaTUBHO  BJIMSET  Ha
COKPATUTENbHYIO (DYHKIIHIO CEp/Ilia, MOBBILIAs PUCK KAPJMOMHONATHIA,
apuTMuil u cepaeuHoit HegocrarouHoctH (Nelson et al., 2013).

o ONUKaApIMATIBLHOMY OKMPEHMI0O — BHUCLEPAIBHBII KUP
BOKPYI' Ceplla CEKPETHPYEeT IPOBOCIAIUTEIbHBIC IIMTOKUHBI, YTO
CIOCOOCTBYET — SHIOTCIMAIBHOW  JAUCHYHKLIMH M YCKOPCHHIO
nporpeccun arepockieposa (lacobellis, 2019).

Beictpas mepecTpoiika HUTOKMHOBOrO NPOGMIsS y MAIMEHTOB C
OXKMPEHHUEM MOATBEPIKAACT CIOXKHYIO PETYISIHUIO 3THX IPOLIECCOB.
CHUcTeMHOE BOCTIAJICHHE, BBI3BAHHOE aKTHBALIMEH POBOCHAIUTEIIBHBIX
OUTOKWHOB, Takux Kak TNF-o u IL-6, wrpaer kiro4yeBylo poib B
Pa3BUTHH HHCYJIHHOPE3UCTEHTHOCTH K arepockiiepo3a (Hotamisligil,

2017).
. . TATOJIOTHIO, O0BbEANHSIONIYIO SHIOKPHHHBIC, CEPIICYHO-COCYAUCTBIC U
Merabonmdeckass CHHISMHS MPEACTABISCT COOOH CIOXHBIN > A 1y JIOKP » CoPXL yA .
o . o BOCHAJIUTENbHbIC HapyLIeHUs. KOMIUIEKCHOCTh U pa3HOCTOPOHHOCTB €€
MHOTO(AKTOPHBI ~ TPOLIECC,  BKIIOYAIONMI  B3aUMO/ICICTBHE

maToreHe3a Tpedyer MMPOKOH TPaHCIUCIUIUTHHAPHON OLCHKH.
[IpuBenénHbie B CTaThe JaHHBIE OATBEPIKIAIOT BAKHEHIIIYIO POJIb
BHCIEPATFHOTO JKUpa, Oypoil )KUPOBOW TKaHH, YPOBHS aJUIIOHEKTHHA,
CBOOOJIHBIX KMPHBIX KHCJIOT M IMTOKMHOBOIO MPO(GHIS B Pa3sBUTHU
XpoHHYecKHX 3aboneBaHmil. COBpeMEHHBIC TMPECTABICHUS O
(U3HOIOrMIECKOil PONIU JKUPOBON TKAHH NPETEPIeTH 3HAUUTEIHHYIO

TCHETHYECKHX, MOBEJICHYCCKUX, MUILEBBIX U COLMAIBHBIX (aKTOPOB.
Cpeau KITIOYeBBIX PEryIATOPHBIX MEXaHU3MOB MOKHO BBIJICTTUTB:

] CTUMYJSITOPbI  HAKOILUIEHUs]  KMPOBO  TKaHM —
TMIEPKAIOPUIHOE IMHTAHHE, CHWKCHHE (QH3UYECKOl aKTHBHOCTH,
XPOHUYECKHH CTpecc.

¢ Nuru6uropst npoueccos JIHIO/IH32 T TpaHc(OpMauuio, IEMOHCTPHPYS KaK €€ MOTEHUHMANBHO aJIalTHBHBIE
MHCY/IMHOPE3UCTCHTHOCTb, ~ HAYIICHHE — aJMINOHEKTHH-33BHCUMON  (hyHKIuu, TAK U BHIPaKCHHBII BKJIAJ B IIATOrCHE3.
PEryISIAN JTMIHIHOTO 0OMeHa. CoBpeMeHHBIE MOAXOIbI K JICUYCHHIO, BKIIOYAS HCIIOIb30BAHUE
. Binsinue 3K30reHHbIX (PaKTOPOB — OCOOEHHOCTH PalliOHa,  KOMOWHHUPOBAHHOM IMOJIMTEPAIMH, HAMPABICHBI HA MYJIBTH(PAKTOPHOE
JOCTYNHOCTh  BBICOKOKAJIOPDUMHOW  IHINM,  DIMI€HETHYECKHE  BMEINATENbCTBO: CHHJKEHME MACChl Tejad, KOHTPOIb JIMITHAHOTO
MEXaHHU3MBL OpoQuIls, apTepUaNIbHOTO AABICHHS W BOCHAIHTENBHBIX MapKepoB.

ColMallbHO-KYIbTYpHbIE ~ aCIEKThl ~ NMTAaHMs ~ OKas3blBalOT  [IepCrEKTUBHBIMH CUMTAIOTCS MPEapaThl, BO3JCHCTBYIONINE Cpasy Ha
3HAYUTEIbHOE BIMSAHHE Ha (OpPMMpPOBAHME IMINEBBIX NPUBBIUECK. B HECKOJBKO MATOrEHETHYECKUX MEXAHH3MOB, & TAK)KE JYIEBbIC METOIbI
Pa3sHBIX MONYJALMAX IJOMUHHPYIOT DPA3IU4YHBIC MOJEJIM IHMIIEBOTO  JAWATHOCTHKH, B TOM YHCJE OLEHKA MHUKAPIUATBEHOTO XKHpa.

TIOBEJICHUSA, CPEJI KOTOPBIX MOKHO BBIJICTINTH! Ocoboe 3HaueHue mnpuoOpeTaroT (aKTOpsl MOBEACHUS U
© PauuoH ¢ npeod/1aiaHieM KMPHON MMM — XaPAKTEPEH U1 CTpaH  OKPYZKAIOLUCH Cpelibl, ONPEICISIOLINE [TUILICBbIC [IPUBBIYKU U YPOBCHD

C TpaﬂHHHOHHOﬁ MSICHOM JUETOH. (1)H3H‘I€CKOI7I aKTHBHOCTH. I eHeTHYecKas NpEeaApacCIiOIOKEHHOCTD, XOTA
o YiorpeGienne emIéBoii, BBHICOKOKAJIOPMiiHOW mmmu — Y SHAUAMA, HE ABISETCA (aranpHOH, YTO MOTUEPKUBAET Ba’KHOCTH

PO UIAKTHKH U 00ydEeHHSI.

Taxum 06pa3om, cTpaTerust BEACHMS MAIEHTOB C OXHUPEHHEM H
€ro KOMOpPOWIHOCTSAMH [OJDKHA OCHOBBIBATHCS Ha MPHHIUIIAX
MIEPCOHATU3UPOBAHHON MEAUIMHBI, C 00A3aTeIbHON YIETOM KIMHUKO-
MeTaboJIMYeCKOro NpOduIIs, MOBEICHUECKUX (haKTOPOB, BU3yaIH3aLMN
pacrpesieNieHyst ’KHUpa ¥ IPEIUKTOPOB OCTI0XKHEHUH. DTO TO3BOJISIET HE
¢ Ena 3a KOMIIaHHUI0 — OJMH U3 (PAKTOPOB U30BITOUHOTO MOTPEONCHU 1o 1EKO YIyHIIATD KAYECTBO JKM3HU NALMCHTOB, HO M CYIIECTBCHHO

IHIIH, CBA3AHHBIH € COIHMAIEHBIM BIHAHHEM. CHU3HTH OpeMs XPOHHYECKHX HEMH(EKIMOHHBIX 3a00J€BaHHi B
Vccnenioanns  MOATBEPXKAAIOT, YTO  M3MEHEHHE THMIIEBOTO  iomymsrmm.

MOBEJICHHS OKa3bIBACT HETIOCPEICTBCHHOE BIMSHUE Ha 3()PEKTUBHOCTD

pacHpoCTpaHEeHO B CTpaHax ¢ HU3KUM YPOBHEM JIOXOJA.

o «IIueBoe NBAHCTBO» — ()CHOMEH MOCTOSHHOTO MOTPEOICHUS E/Ibl
6e3 BBIP)KEHHOT'O YyBCTBA TOJIOJIA.

e CHHAPOM HOYHOIO NepeeflaHusi — aCCOLMMPOBAH C HApyLICHHEM
LUPKAIHBIX PUTMOB U HEWPOIHAOKPUHHOMN PETYIIIIUM allleTUTA.
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AHHOTALUA
Cungpom obctpyktusHOro armHod Bo cHe (COAC) - 3T0 He TOIBKO PacIpoCTPaHEHHOE, HO U B OOJIBIIMHCTBE CIy4aeB HEIUATHOCTHPYEMOE 1
HEM3JIEYNMOE Cephe3HOe MaTonormdeckoe cocrosiaue. B Hactosmee Bpemst okono 80% cimydaes OCA cpemHel M TSDKENIOH CTENEHH OCTaroTCSI
HEMarHOCTHPOBAHHBIMY, YTO MPHMBOAMT K CHWKCHHIO KayecTBa JKH3HH IAllMCHTOB, HWHCYIMHOPE3UCTCHTHOCTH, HApacTaHWIO CEpJEeYHO-
COCyUCTBIX 3a0oneBanuii, B ToM unciie MbC 1 noctuHpapKkTHOr0 KapAHocKiIeposa. B craTbe ocelens! kinHnueckue npusHaku COAC, aHKeTHl,
UCTIoNb3yeMble 11 BeisiBieHus (1kana Jnsopra, STOP-BANG), unctpymentansusie Metoasl (KPM u IICT) u ux 3Hauenue B iuddepeHanbHon
nuarHoctuke. Takoke mokazaHa cBsi3b COAC ¢ TakuMH KOMOPOMIHBIMH COCTOSTHHSIMH, KaK CEpACYHO-COCYIHCThIC 3a007eBaHUs, OXKHPEHHE,
nuaber. Pannee BeisiBneHne COAC M MCTIONB30BaHHE COBPEMEHHBIX METOZOB OOCIEIOBAaHUS HIPAIOT BAXKHYIO POJb B MPEIOTBPAIICHUH
HocneACTBHIT 3a00J1eBaHUS U YITy4IICHUH )KU3HH MAIUCHTOB.
KuroueBble ci10Ba: anHOd, Xparl, TOIUCOMHOTpadus, qecaTypamus
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PROBLEMS OF DETECTING SLEEP DISORDERS AND METHODS OF MODERN DIAGNOSTICS

ANNOTATION
Obstructive sleep apnea syndrome (OSAS) is a serious pathological condition that is not only common, but in many cases undiagnosed and
untreatable. Currently, about 80% of cases of moderate and severe CVD remain undiagnosed, which leads to a decrease in the quality of life of
patients, an increase in insulin resistance, cardiovascular diseases, including CHD, and post-infarction cardiosclerosis. The article covers the clinical
signs of UOAS, questionnaires used in detection (Epworth scale, STOP-BANG), instrumental methods (CRM and PSG), and their significance in
differential diagnosis. It has also been shown that UOAS is associated with comorbid conditions such as cardiovascular diseases, obesity, and
diabetes. Early detection of UOAS and the use of modern examinations play an important role in preventing the consequences of the disease and
improving the lives of patients.
Keywords: apnea, persimmon, polysomnography, desaturation
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UYQU BUZILISHLARINI ANIQLASH MUAMMOLARI VA ZAMONAVIY TASHXISLASH USULLARI

ANNOTATSIYA

Uyquda obstruktiv apnoe sindromi (UOAS) — nafaqat keng tarqalgan, balki ko‘p hollarda tashxislanmaydigan va davo topmaydigan jiddiy
patologik holatdir. Hozirgi kunda o‘rta va og‘ir darajadagi UOAS holatlarining taxminan 80% i diagnostikalanmasdan qolmoqda, bu esa bemorlarda
hayot sifatining pasayishi, insulinrezistentlik, yurak-ug‘mon qon tomir kasalliklari, jumladan, YUIK va infarktdan keyingi kardiosklerozning
o‘sishiga olib keladi. Maqolada UOASning klinik belgilari, aniqlashda foydalaniladigan so’rovnomalar (Epvort shkalasi, STOP-BANG),
instrumental usullar (KRM va PSG) va differensial diagnostikadagi ahamiyati yoritilgan. Shuningdek, UOASning yurak-qon tomir kasalliklari,
semirish, diabet kabi komorbid holatlar bilan bog‘ligligi ko‘rsatilgan. UOASni erta aniglash va zamonaviy tekshiruvlardan foydalanish kasallik
oqibatlarini oldini olish va bemorlar hayotini yaxshilashda muhim ahamiyat kasb etadi.

Kalit so‘zlar: apnoe, xurrak, polisomnografiya, desaturatsiya

Uyquda obstruktiv apnoe sindromi (UOAS) — keng tarqalgan,
ammo ko‘pincha tashxislanmaydigan va davolanmaydigan jiddiy
patologiyalardan biridir. Dunyo bo‘yicha UOASning tarqalish darajasi
yugori bo‘lishiga qaramay, mavjud holatlarning taxminan 80% o‘rta va
og‘ir shakllari aniglanmasdan qolmoqda, bu esa metabolik va yurak-qon
tomir tizimi kasalliklari, xususan, insulinrezistentlik, arterial
gipertenziya, yurak ishemik kasalligi (YUIK) va infarktdan keyingi
kardioskleroz xavfining ortishiga olib kelmoqda.

UOAS nafagat hayot sifatini keskin pasaytiradi, balki kognitiv
buzilishlar, kunduzgi uyquchanlik, yurak ritmi va o‘tkazuvchanligi
buzilishlari, shuningdek, o‘lim xavfining oshishi bilan kechadi.
Aynigsa, yurak-qon tomir kasalliklari bilan birga kechadigan UOAS

holatlarida erta tashxis va davolashning samaradorligi hayot
davomiyligini uzaytirishda muhim rol o‘ynaydi.
Zamonaviy diagnostika imkoniyatlarining, jumladan,

polisomnografiya (PSG) va kardiorespirator monitoring (KRM)
usullarining mavjudligi, shuningdek, so‘rovnomalar asosida erta
skrining o‘tkazish imkoniyatlari UOASni o‘z vaqtida aniqlash va
individual davolash strategiyalarini ishlab chiqishga asos bo‘lib xizmat
qilmoqda. Biroq, mavjud klinik amaliyotda bu imkoniyatlar yetarli
darajada joriy qilinmagan.

Shu sababli, ushbu tadqiqotning dolzarbligi UOASning klinik va
instrumental belgilarini, komorbid holatlari bilan bog‘liqligini, erta
aniqlash usullarini va zamonaviy diagnostik yondashuvlarning amaliy
ahamiyatini o‘rganish bilan belgilanadi. Bu, o‘z navbatida, kasallik
oqibatlarini kamaytirish va bemorlarning hayot sifatini yaxshilashga
xizmat qiladi.

Dunyo bo‘yicha UOASning keng tarqalishiga qaramasdan juda kam
holatlarda tashxislanadi va davolanadi. 80% holatlarda o‘rta va og‘ir
darajadagi uyqudagi apnoe aniqlanmaydi va adekvat davolanmaydi. Bu
esa hayot sifatining yomonlashuviga, insulinrezistentlik va YUQTK
xavfining oshishiga olib keladi [1]. UOASning prognozini o‘rganish
nati—jasi shuni ko‘rsatdiki, infarktdan keyingi kardioskleroz va YUIK
UOAS bilan birgalikda uchraganda, u erta davrlarda tashxislanganida
va davolan-ganida bemorlar hayot davomiyligining uzayishi aniqlandi
[4].

Amerika uyqu tibbiyoti akademiyasi ko‘rsatmalariga suyangan
holda uyquda nafas buzilishlari respirator voqgealarning 1 soat ichida
kuzati—lishiga bog‘liq holda AGI bo‘yicha aniqlanadi. Agar 1 soat
davomida 5-14,9 AGI aniqlansa yengil darajadagi, 15-29,9 bo‘lsa o‘rta
og‘ir darajadagi, indeks 30 va undan yuqori bo‘lsa og‘ir darajadagi
UOAS tashxisi qo‘yiladi [1,3].

UOASning qo‘shimcha mezonlari sifatida apnoe/gipopnoe fonida
desaturatsiya davomiyligining uzoq bo‘lishi, uyqu bosqichlaridagi
o‘zgarish—lar, nafas buzilishi bilan bog‘liq bo‘lgan yurak-qon tomir
asoratlari (miokard ishemiyasi, yurak maromi va o‘tkazuvchanligi
buzilishi, AG), kognitiv o‘zgarishlar inobatga olinishi mumkin [5].

UOASni diagnostika qilishda, birinchi navbatda bemor fenotipiga
(o‘rta va katta yoshdagilar, tana tuzilishi, semizlikning mavjudligi) va
shikoyatlariga e’tibor berish kerak. Ko‘pgina bemorlar uzoq davrdagi
xurrak, uyqudagi nafas yetishmovchiligi, nafas qisish holatlari,
dizuriya, tunggi gastroezofageal reflyuks, ertalabki bosh og‘rig‘i va
kunduzgi uyquchanlikka shikoyat giladilar [6].

Bu sindrom mavjud bo‘lgan bemorlar fizikal tekshirilganda
quyidagilar inobatga olinishi lozim: semizlik I daraja va undan yuqori
bo‘lishi (TVI>30 kg/m?); bo‘yin aylanasi (erkaklarda >43 sm, ayollarda
> 37 sm); retrognatiya va mikrognatiya; bodomsimon bezlar
gipertrofiyasi; UOAS bilan birgalikda uchrovchi yondosh kasalliklar:
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AG (30%); refrakter AG (80%); surunkali yurak yetishmovchiligi
(76%); tunggi yurak ritmi buzilishi (58%); bo‘lmachalar
fibrillyatsiyasining doimiy turi (49%); YUIK (38%); o‘pka
gipertenziyasi (77%); semirish — ayollarda TVI >35 (50%), erkaklarda
TVI 235 (90%); metobolik sindrom (50%); Pikvik sindrom (90%);
qandli diabetning 2-turi (15%) [7].

Uyqu buzilishlari mavjud bo‘lgan bemorlarning tipik klinik
ko‘rinishiga ahamiyat berish kerak. Bemor shikoyati asosan kunduzgi
uyquchanlikka bo‘lganligi sababli Epvort uyquchanlik shkalasidan
(EUSH) foydalanish kerak. Shuningdek, asab tizimi kasalliklari:
miopatiya, ensefalit asorati yoki bosh miya yopiq jarohati,
neyrodegenerativ kasalliklar, yon amniotrofik skleroz kabi kasalliklarni
inkor etish zarur. Dori vositalar — beta-blokatorlar, stmulyatorlar
(kofein, teofillin, amfetamin), antidepressantlar qabul qilish, o‘pka
gipoksiyasi, alkogol suiste’mol qilish ham uyqu buzilishlariga va aynan
UOASga olib keladi [1,5].

Bemorlarda uyqu buzilishlarini xususan UOASni aniglash
magsadida ishlab chiqilgan bir qancha ishonchli so‘rovnomalar mavjud.
Bu so‘rovnomalar kasallikni erta bosqichlarda aniglash va chuqurroq
tekshiruvlarga yuborishga mo‘ljallangan [4]. Epvort uyquchanlik
shkalasi va Uyquning subyektiv shikoyatlari modifikatsiya gilingan
shkala uyqu sifatini, STOP BANG shkalasi esa xurrakni aniqlashda juda
qulay bo‘lib, bemorlar erkin holatda o‘zlari musqil ravishda
so‘rovnomadan foydalanishlari mumkin [2].

Uyqu buzilishlarini zamonaviy aniqlashning instrumental usullari —
bu PSG yoki skrining usul — kardio-respirator monitoring (KRM)
tekshi—ruvidir. Uyqu davrida 1 soatda 5 ta va undan ko‘p obstruktiv
apnoe epizod—lari kuzatilsa, UOAS tashxisi tasdiqlanadi [4].

Bemor shikoyatlari, test natijalariga asoslanib apnoe/gipopnoega
shubha qilinsa, maxsus uyqu laboratoriyasida PSG tekshiruvi yoki
KRM o‘tkaziladi. PSG va KRM o‘tkazish iloji bo‘lmagan holatlarda
tunggi oksimetriya yoki respirator monitoringni taxminiy tashxis
magsadida o‘tkazish mumkin. Lekin bu usulning kamchilik tomoni
shundaki, bunda apnoe/gipopnoening obstruktiv yoki markaziy tipda
ekanligini aniqlash mumkin emas. Shuning uchun insomniyaga va
markaziy tipdagi apnoega shubha gilinganda klinik tashxisni
aniglashtirish uchun keyinchalik bemorga PSGga yo‘llanma beriladi
[5].

KRM yordamida nafas oqimi, ko‘krak va qorin harakati, halqum
atrofi to‘qimalari vibratsiyasi (hurrak), qonning kislorod bilan to‘yinishi
(saturatsiya) va  puls  aniqlanadi.  Ayrim  apparatlarda
elektrokardiografiya (EKG) kanali ham ulangan bo‘ladi [7].

KRM diagnostik maqsadda quyidagi holatlarda qo‘llaniladi: klinik
simptomlarga asoslangan holda UOASga taxmin; bemorda UOAS ning
klinik simptomlari bo‘lmasa va xurrakdan shikoyat gilsa.

PSG — UOAS va insomniya tashxisini qo‘yishda oltin standart
hisobla—nadi. PSGda Kkardio-respirator fiziologik ko‘rsatkichlar
monitoringi bilan birgalikda bosh miya bioritmi (EEG) uyqu bosqichlari
bilan, elektro—okulografiya (EOG), elektromiografiya (EMG) va
elektrokardiografiya (EKG) ko‘rsatkichlari aniglanadi. PSGga
ko‘rsatmalar: boshqa yondosh kasalliklarga shubha gilinganda va atipik
bemor shikoyatlari; KRM natijasiga shubha bo‘lganda yoki o‘tkazilgan
terapiyadan kutilgan natija olinmasa [3].

Uyqu buzilishlarini differensial diagnostika gqilishda UOASnhi
uyqudagi markaziy apnoe/gipopnoe sindromi va uyqudagi
gipoventilyatsiya sindromini ajrata olish kerak. Markaziy apnoeda
nafasda havo oqimi 50% dan kam bo‘lmagan va 10 soniyadan kam
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davom etmagan bo‘lishi yoki torakoabdominal harakat kamayishi Shunday qilib, uyqu buzilishlarini avval tibbiy so‘rovnomalar orqali
kuzatilishi kerak [6]. aniqlangan o‘zgarisharda chuqurlashtirilgan tekshiruvlar o‘tkazish

bemor va shifokor vaqtini hamda mablag‘ini tejalishiga olib keladi [3].
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AHHOTAIUSL
Mera6onmaeckuii cuaapom (MC) NOBBIIIAET PUCK PA3BUTHS CEPICYHO-COCY TUCTHIX 3a00JICBaHUH, B YaCTHOCTH HIIIEMUYECKON OOJIE3HU cepa
(UBC). B manHOM wmccnenoBaHum ObLTo m3ydeHo 189 marmmentoB moxwioro Bospacta ¢ MBC, xoropele ObIM pasfeneHbl HAa 2 TPYMIBI B
3aBucumocty o1 Hannaust MC. B ocHoBHOI rpynme (n=125) takue kommoneHTsI MC, kak oxupenue (75%), runeprensus (80%), runepriukeMus
(85%) n runepmunuaemus (90%), UMenu BBICOKYIO 4acTOTy BcTpedaemocTu. B pacmpenenennu kommnoneHroB MC mo mony HaOmomanuch
3HAQUMMBIE PA3IHIMsI IO HEKOTOphIM mHokaszarersiM (p<0,05). Beuto ormedeno, uto B rpynne MBC ¢ MC Takue kano0bl, kak ojpimka (75%),
yrommsiemocts (80%), omymenue cepaueOuenus (40%), BCTpedanuch 3HAYMTENBHO daIle, Ye€M B KOHTPOIBHON rpymme. Anamu3 95%
JIOBEPUTENBHBIX MHTEPBAJIOB IOATBEPIWI CTATUCTHUECKU 3HAYMMBIE PA3NIMUUsi MEXKAY skajJo0amMH. DTH Pe3ybTaThl MOAYEPKUBAIOT BAaXKHOCTh
paHHEro BBISBICHUS COCTOSHHH, cBsA3aHHBIX ¢ MC, 1 npoBeeHust NPOQHIAKTHYECKUX MEPOIIPHUATHH.
KitoueBble clioBa: nieMudeckast 001e3Hb Cepla, MeTaboIMIECKI CHHAPOM, THIIEPTEH3Hs, TUIEPIUAAEMHUS, THIEPTIIUKEMUS.
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PECULIARITIES OF THE COURSE OF ISCHEMIC HEART DISEASE AND METABOLIC SYNDROME IN GERIATRIC
PATIENTS
ANNOTATION
Metabolic syndrome (MS) increases the risk of developing cardiovascular diseases, in particular, coronary heart disease (CHD). In this study,
189 elderly patients with CHD were studied, who were divided into 2 groups depending on the presence of MS. In the main group (n=125), MS
components such as obesity (75%), hypertension (80%), hyperglycemia (85%), and hyperlipidemia (90%) were found to have a high frequency of
occurrence. In the sex distribution of MS components, significant differences were observed in some indicators (p<0.05). In the group of CHD and
MS, complaints such as shortness of breath (75%), fatigue (80%), and a feeling of palpitations (40%) were significantly higher than in the control
group. 95% reliable interval analysis confirmed reliable differences between complaints. These results indicate the importance of early detection of
conditions associated with MS and preventive measures.
Keywords: ishemic heart disease, metabolic syndrome, gipertenziya, giperlipidemiya, giperglikemiya.
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YURAK ISHEMIK KASALLIGI VA METABOLIK SINDROMNING KEKSA YOSHDAGI BEMORLARDA UZIGA XOS
KECHISHI
ANNOTATSIYA
Metabolik sindrom (MS) yurak-qon tomir kasalliklari, xususan, yurak ishemik kasalligining (YUIK) rivojlanish xavfini oshiradi. Ushbu
tadgiqotda 189 nafar keksa yoshli YUIK bilan og‘rigan bemor o‘rganildi va ular MS mavjudligiga ko‘ra 2 guruhga bo‘lindi. Asosiy guruhda (n=125)
semizlik (75%), gipertenziya (80%), giperglikemiya (85%) va giperlipidemiya (90%) kabi MS komponentlari yuqori uchrash chastotasiga ega
ekanligi aniqlandi. MS komponentlarining jins bo‘yicha tagsimotida ayrim ko‘rsatkichlar bo‘yicha ahamiyatli farqlar kuzatildi (r<0,05). YUIK va
MS guruhida nafas qisishi (75%), charchoq (80%), yurak urishlari hissi (40%) kabi shikoyatlar nazorat guruhiga nisbatan sezilarli yuqori ekanligi
qayd etildi. 95% ishonchli interval tahlillari asosida shikoyatlar o‘rtasida ishonchli farglar tasdiglandi. Ushbu natijalar MS bilan bog‘liq holatlarni
erta aniqlash va profilaktik tadbirlarning ahamiyatini ko‘rsatadi.
Kalit so‘zlar: yurak ishemik kasalligi, metabolik sindrom, gipertenziya, giperlipidemiya, giperglikemiya.

Dolzarbligi. Jahon Sog‘likni Saklash Tashkiloti (JSST) nafari esa YUIK va MSsiz xolatlar kayd etilgan bemorlar (nazorat
ma’lumotlariga ko‘ra, 2021-yilda yurak-kon tomir kasalliklari tufayli ~ guruhi). Barcha bemorlarda semizlik, gipertenziya, giperglikemiya,
dunyodagi umumiy o‘lim holatlarining 32% YUIK hissasiga to‘g‘ri  giperlipidemiya kabi metabolik sindrom komponentlari o‘rganildi.
keladi. Metabolik sindrom qon tomir kasalliklarining rivojlanishini ~ Guruhlarda shikoyatlar baxolandi, obyektiv ko‘rsatkichlardan tana
tezlashtiradi, hamda yurak qon tomir asoratlarini rivojlanish xavfini  vazni indeksi (TVI), yurak shovkinlari, o‘pkada xirillashlari tahlil
oshiradi. Kon tomir patologiyasi mikro va makrotomir buzilishlari bilan  qilindi. Ishonchli intervallar har bir ko‘rsatkich bo‘yicha 95% ishonchli
namoyon bo‘ladi. Metabolik sindrom qon bosimining yuqoriligi, intervallar xisoblandi. Barcha tadqiqotlar Toshkent shaxrining “Ezgu
giperlikemiya, giperlipidemiya va semizlik kabi holatlarni o‘z ichiga  niyat” ko‘p tarmoqli markazida olib borildi. Bemorlarni yosh mezonlari
oladi. bo‘yicha tadqiqotga kiritish JSSTning 2016 yilgi yosh tasnifi asosida

Yurak ishemik kasalligi (YUIK) va metabolik sindrom (MS) amalga oshirildi. Istisno mezonlari quyidagilar bo‘ldi: o‘rta yosh
o‘rtasidagi bog‘liklik yukori bo‘lib, MS mavjudligi YUIK rivojlanish ~ bemorlar, o‘tkir miokardit, o‘tkir miokard infarkti (kasallik
xavfini 2-3 barobar oshiradi. boshlanganidan keyin 30 kun ichida); beqaror stenokardiyalar, o‘tkir

Tekshiruv obyekti va usullari. Tadkikotga 189 nafar keksa yoshli ~ serebrovaskulyar yetishmovchilik ( 6 oy ichida ); o‘tkir buyrak
bemor jalb etilgan bo‘lib, bemorlarda MS mavjudligi yoki  yetishmovchiligi, o‘tkir jigar yetishmovchiligi va jiddiy endokrin
mavjudsizligiga kura 2 guruxga bo‘lindi: 1 guruh - 125 nafardan iborat  kasalliklar.

YUIK va MS mavjud bo‘lgan bemorlar (asosiy guruh), 2 guruh - 64

1. Jadval
FOUK Ba MC rypyxuia MC KOMIOHEHTJAPHHHUHT TapKaJUIIH
MS komponentlari N (%)
Semizlik (Tana Vazni Indeksi >30 kg/m?) 94 75
Gipertenziya (>140/90 mm.sim.ust.) 100 80
Giperglikemiya (qon gand miqdori >5,6 mmol/l) 106 85
Giperlipidemiya (xolesterin >5,2 mmol/l) 113 90
Triglitseridlar >1,7 mmol/l 95 76
YUZLP <1,0 mmol/l 38 70
PZLP >3,0 mmol/l 102 82
1. Jadvalda keltirilgan ma’lumotlarga ko‘ra, tekshiruvga jalb etilgan Gipertenziya YUIK va MS bilan ogrigan bemorlarning 80% da

bemorlarning MS komponentlarini tarkalishi bo‘yicha sezilarli farqlar  aniqlangan. Yuqori qon bosimi yurak ishemik kasalligi xavfini sezilarli
mavjudligidan dalolat bermokda. Masalan, semizlik YUIK va MS bilan  darajada oshirib, tomir devorlariga zarar yetkazadi. Giperglikemiya
og‘rigan bemorlarning 75%da qayd etildi. Bu komponet metabolik  holati xam foiz jihatidan yuqori kiymatga ega bo‘ldi, ya’ni 85% ga, bu
sindromning asosiy xususiyatlaridan biri bo‘lib, yurak qon tomir esao‘z navbatida bemorlarda endotelial disfunksiyaning jadallashuviga
tizimiga yuqori yuklama yuklaydi va kasalliklarning asoratlarini  va shuning barobarida dislipidemiya jarayonini jadallashuviga olib
kuchaytirishi mumkin. kelgan.

2 komponentlik 3 komponentlik 4 komponentlik

1.Rasm Metabolik sindrom komponentlari bo‘yicha taqsimoti

90% bemorlarda giperlipidemiya kayd etilgan bo‘lib, bu holat  darajada oshiradi. Xolesterinning yukori darajasida qon tomirlarda
ateroskleroz va yurak toj qon tomir kasalliklarni xavfni sezilarli  yog‘li qatlam hosil bo‘lishiga sabab bo‘ladi. Triglitseridlarning yukori
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darajasi esa 76% bemorlarda qayd etildi. Bu lipid almashinuvining
buzilishi natijasida qon tomir kasalliklari rivojlanish xavfini oshiradi.
Tadkikotimiz natijalari yukori zichlikdagi lipoproteidlar (YUZLP) - 1,0
mmol/l - 70% bemorlarda va past zichlikdagi lipoproteidlar (PZLP) -
82% bemorlarda kuzatilishini isbotladi. Bu xolat «yomon» xolesterin
mikdorining oshishi va aterogenlikning kuchayishi bilan bog‘lik bo‘lib,
gon aylanishi tizimiga ta’sir ko‘rsatadi.

Tahlillarga asoslanib, 125 nafar bemorda 2,3 va 4 komponentlik
metabolik sindromning klinik ahamiyati quyidagicha ta’rifladik: 2
komponentlik MS, ya’ni semizlik va gipertenziya, giperglikemiya va
gipertenziya kabi kombinatsiyalar 20% da uchradi. 3 kompanentlik MS,
ya’ni semizlik, gipertenziya, giperglikemiya va giperlipidemiya
(YUZLP kamligi kabi) kombinatsiyalar 40% da kayd etildi va nixoyat
4 komponentlik MS xam bu: semizlik, gipertenziya, giperglikemiya va
giperlipidemiya (triglitseridlarning yukori darajasi, YUZLP kamligi va
PZLP kupayishi kabi) xolatlar ham 40% bemorlarda namoyon bo‘ldi
(1.rasm).

2. Jadval ma’lumotlari asosida quyidagi qiyosiy tahlillar olindi. Bu
semizlik bo‘yicha 125 umumiy bemorlardan 94 nafari semizlikka ega
ekanligi va bu ko‘rsatkich erkaklarning 45 nafarida (47,87%),
ayollarning esa 49 nafarida (52,13%) qayd etildi. Gipertenziya

ko‘rsatkichi bo‘yicha 125 bemordan 100 nafarida kuzatilgan bo‘lib,
erkaklarda uchrash chastotasi 59% (n=59), ayollarda esa 41%
(n=41)tashkil qildi. Guruhlar o‘rtasida axamiyatli farq mavjuddir
(r<0,05). Giperglikemiya holati 106 bemorda qayd etilgan bo‘lib,
ulardan erkaklarda 58 bemorda(54,72%), ayollardan 48 bemorda
(45,28%) kuzatildi. Giperlipidemiya ko‘rsatkichi umumiy guruhda 113
bemorda uchragan bo‘lsa, erkaklarda 59 nafarni (52,21%) tashkil etgan
bo‘lsa, ayollarda esa 54 nafarni (47,79%) tashkil etdi. Triglitseridlar
bo‘yicha 95 bemor yuqori darajadagi ko‘rsatkichlarga esadir. Bunda
erkaklar uchrash soni 41 nafarga (43,16%), ayollar esa 54 nafarga
(56,84%) teng bo‘ldi. Demak, ushbu tahlillardan ma’lum bo‘ldiki,
gipertenziya va PZLP ko‘rsatkichlarida erkak va ayollar o‘rtasida farq
ahamiyatli bo‘lib, boshqa ko‘rsatkichlarda esa guruhlar o‘rtasida
ahamiyatli farq qayd etilmadi.

Shuning barobarida YUZLP umumiy guruh bemorlarning 88
nafarida aniqlangan bo‘lsa, shulardan erkaklar 38 nafarni (43,18%),
ayollar esa 50 nafarni (56,82%) tashkil etdi. PZLP ko‘rsatkichi bo‘yicha
esa erkaklar 42 nafar (41,18%) va ayollar esa 60 nafarga (58,82%) teng
bo‘ldi. Bu holatda xam guruhlar o‘rtasida ahamiyatli farq mavjuddir
(r<0,05).

Metabolik sindrom komponentlarining bemorlaning jinsiga ko‘ra taxlili

MS komponentlari Umumiy N=125 Erkaklar N=61 Ayollar N=64 R
Semizlik (Tana Vazni 94 45 (47,87%) 49 (52,13%) R>0.05
Indeksi >30 kg/m?)

Gipertenziya (>140/90 100 59 (59%) 41 (41%) R>0.05
mm.sim.ust.)

Giperglikemiya (qon 106 58 (54,72) 48 (45,28) R>0.05
gand miqdori >5,6

mmol/l)

Giperlipidemiya 113 59 (52,21) 54 (47,79) R>0.05
(xolesterin >5,2 mol/l)

Triglitseridlar >1,7 95 41(43,16) 54 (56,84) R>0.05
mmol/l

YUZLP <1,0 mmol/l 88 38 (43,18) 50 (56,82) R>0.05
PZLP >3,0 mmol/l 102 42 (41,18) 60 (58,82) R>0.05

3. Jadvalda keltirilgan ma’lumotlarga ko‘ra, kuydiruvchi og‘riq
YUIK va MS guruhida 85 bemorda (68%), YUIK MS yuq guruhida esa
32 bemorda (50%) qayd etilgan. Nafas qisishi YUIK va MS guruhida
69 bemorda (55%), YUIK MS yuk guruhida esa 19 bemorda (30) gayd
etilgan. Yurak sohasida bosuvchi og‘riq YUIK va MS guruhida 78
bemorda (62%), YUIK MS yuk guruhida esa 31 bemorda (48%) qayd
etilgan. Charchok va umumiy kuvvatsizlik (xolsizlik) YUIK va MS
guruhida 100 bemorda (80%), YUIK MS yuk guruhida 42 bemorda

(65%) qayd etilgan. Yurak urib ketish hissi YUIK va MS guruxida 50
bemorda (40%), YUIK MS yuk guruhida esa 13 bemorda (20%) qayd
etilgan. Jlemak, FOUK Ba MC rypyxuaa mmkostiaap FOUK MC ityx
TYPYXHIOaH Ce3WIapiu Aapaxana IOKopu. JHr karta dapk nadac
kucum (p 0,01) Ba kymmmua ropak ypunuiapu xuccu (p 0,01) Oyiirua
Kaifq oTwiradH. by Iopak UWIIEMHK KacalliTH Ba MeETabOoIHK
CHHIPOMHHHT KJIMHUK HaMOEH OYIUIIMIaryu axaMUsITHHU KypcaTay.

3.Jadval
Bemorlarning shikoyatlarining taxlili
Shikoyatlar YUIK va MS YUIK MS yo‘q Foiz P
n=125 farqi
Kuydiruvchi og‘riq 85 (68%) 32 (50%) +18 p <0,05
Nafas qisishi 94 (75%) 26 (40%) +35 p <0,01
Bosh aylanishi va bosh og‘rig‘i 69 (55%) 19 (30%) +25 p <0,05
Yurak sohasida bosuvchi og‘riq 78 (62%) 31 (48%) +14 p <0,05
Charchoq va umumiy quvvatsizlik 100 (80%) 42 (65%) +15 p <0,05
yurak urishlari hissi 50 (40%) 13 (20%) +20 p <0,01
3. Jadvalda ishonchli intervallar (doveritelniy intervallar)  urishlari hissi uchun esa ishonchli interval - 6,61% dan 32,76% gacha

bemorlarning shikoyatlari borasida aniqlandi. Bu tahlil YUIK va MS,
shuningdek YUIK MS yuk guruhlarida shikoyatlarning uchrash farglari
ganchalik ishonchli ekanligini baholashda muhim ahamiyatga ega.
Shuning barobarida 95% ishonchli interval foiz farqlarining aniq
bo‘lishi mumkin bo‘lgan diapazonini ko‘rsatadi. Ushbu interval
quyidagi shikoyatlar buyicha tahlil kilindi. Kuydiruvchi og‘rik uchun
ishonchli interval — 3,27% dan 32,73% gacha, nafas gisishi uchun -
20,36% dan 48,79% gacha, bosh aylanishi va bosh ogrigi uchun
ishonchli interval - 0,94% dan 28,86% gacha, charchok va umumiy
quvvatsizlik uchun ishonchli interval - 0,79% dan 27,96% gacha, yurak

bo‘ldi.

Shunday kilib, YUIK va MS guruxida shikoyatlar YUIK MS yuk
guruhidan sezilarli yuqori bo‘lib, ayniqsa nafas kisishi va yurak urishlari
hissi uchun ishonchli intervallar axamiyatli farklarni tasdiklaydi. Yurak
sohasida bosuvchi og‘rik uchun ishonchli interval manfiy chegaraga ega
bo‘lib, bu holat extiyotkorlik bilan baholanishi kerak.

Xulosa. Tadkikot natijalariga ko‘ra, metabolik sindromning asosiy
komponentlari — semizlik, gipertenziya, giperglikemiya va
giperlipidemiya bemorlarda keng tarkalganligi aniglandi. YUIK va MS
bilan og‘rigan bemorlar orasida shikoyatlar va obyektiv kursatkichlar
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sezilarli ravishda yuqori bo‘lib, bu metabolik buzilishlarning YUIK  holatlariga erta profilaktika va davolash tadbirlarining ahamiyatini
asoratlariga olib kelishi xavfini oshiradi. Tadkikot MS bilan bog‘lik  tasdigladi.
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AHHOTAIUSL
B nmaHHOI1 cTaThe NpEICTaBICHBI PE3yJbTaThl PETPOCHEKTHBHOrO aHau3a 3(EKTHBHOCTH TPOMOOJIUTHUYECKOI TEepaluy y MAalUEHTOB C
octpeM kopoHapHBIM cuHApoMoM (OKC) ¢ mogsémom cermenta ST, momywasmux 1,5 M ME crpentoxunassl. MiccnenoBanue oxsareiBaer 139
MAIUEeHTOB, TocIUTaNm3upoBaHHbIX B 2019-2021 rr. B orgenenne kapauopeannmanuun COPHIIOMII CpaBHeHsbI [Be IpyNIbL: HOMYydaBIINE
TPOMOOJIM3KC U MOyYaBLINE CTAaHIAAPTHYIO Tepanuio. [[poaHaIn3UpoBaHO BIMSHUE (aKTOPOB PHCKA — apTEPHAIBLHON IMIEPTEH3HH, CaXapHOTO
nuabera, OKUPEHUs, TUCIUIUACMUH ¥ XPOHHYECKOH CepACUHON HeJOCTATOYHOCTH — Ha MCXOJIbI 3200JIeBaHusA. Y CTaHOBICHO, YTO MIPH HATUYHU
nuabeTa ¥ TMIEPTOHUMH y MOXKWIBIX MALMEHTOB HCIIONB30BAHHE CTPEHNTOKHMHA3BI CONMPOBOXKAANOCH YXYAILICHHEM IPOTHO3a M IOBBILICHUEM
neraigbHOCTH. OTMEYeHa BBICOKAs YaCTOTa OCJIOKHEHHUI: peluuB HH(papKTa, KapMOTECHHBIH 10K, OCTpast JICBOXKEITYI0YKOBAsi HEIOCTATOYHOCTb.
BBIBO: MPHUMEHEHHE CTPENTOKMHA3BI Y TOXWIBIX MALMEHTOB C BBIPAXKEHHBIMH (pakTOpamMM pHcKa TPeOyeT OCTOPOKHOCTH, TaK KaK MOXKET
MPUBECTH K YXYALICHHUIO COCTOSHHMS 1 MOBBIIICHUIO PUCKA CMEPTH.
KuroueBble cioBa: nmemudeckas 6onesns cepaia, AKC, TpoMOoan3uc, CTpenToKuHA3a.
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EFFECTS AND RESULTS OF THROMBOLYTIC TREATMENT IN PATIENTS WITH ACUTE CORONARY SYNDROME

ANNOTATION
This article presents the results of a retrospective analysis of the effectiveness of thrombolitic therapy in patients with acute coronary syndrome
(ACS) with ST elevation who received 1.5 million IU of streptokinase. The study covered 139 patients hospitalized in the cardioreanimation
department of the RSHTYOIMSF in 2019-2021. Two groups were compared: those receiving thrombolysis and those receiving standard therapy.
The influence of risk factors - arterial hypertension, diabetes mellitus, obesity, dyslipidemia, and chronic heart failure - on the outcome of the
disease was analyzed. It was established that in the presence of diabetes and hypertension in elderly patients, the use of streptokinase was
accompanied by a worsening of the prognosis and an increase in mortality. A high frequency of complications was noted: recurrence of a heart
attack, cardiogenic shock, acute left ventricular failure. Conclusion: the use of streptokinase in elderly patients with pronounced risk factors requires
caution, as it can lead to deterioration of the condition and increased risk of death.
Keywords: ischemic heart disease, ACS, thrombolysis, streptokinase.
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O‘TKIR KORONAR SINDROMLI BEMORLARDA TROMBOLITIK TERAPITYANING TA’SIRI VA NATIJALARI

ANNOTATSIYA

Ushbu maqolada ST segmenti ko‘tarilgan o‘tkir koronar sindromli (O‘KS) bemorlarga 1,5 mln ME streptokinaza bilan o‘tkazilgan trombolitik
terapiya samaradorligining retrospektiv tahlili natijalari keltirilgan. Tadgiqot 2019-2021-yillarda RSHTYOIMSF kardioreanimatsiya bo‘limiga
yotqizilgan 139 nafar bemorni gamrab oladi. Trombolizis qabul qilgan va standart davolanish olgan ikki guruh taqqoslangan. Kasallik ogibatlariga
ta’sir etuvchi xavf omillari - arterial gipertenziya, qandli diabet, semizlik, dislipidemiya va surunkali yurak yetishmovchiligi tahlil qilingan. Qandli
diabet va gipertoniyasi bor keksa bemorlarda streptokinaza qo‘llanilishi kasallik prognozining yomonlashishi va o‘lim xavfining oshishi bilan
kechgani aniqlangan. Asoratlarning yuqori darajasi qayd etilgan: infarktning takrorlanishi, kardiogen shok, o‘tkir chap qorincha yetishmovchiligi
kuzatilgan. Xulosa: sezilarli xavf omillari mavjud keksa bemorlarda streptokinaza qo‘llash ehtiyotkorlikni talab etadi, chunki bu holat og‘irlashishi

va 0‘lim xavfining oshishiga olib kelishi mumkin.

Kalit so‘zlar: yurak ishemik kasalligi, o‘tkir koronar sindrom, tromboliz, streptokinaza.

ST segmenti ko‘tarilishi bilan kechuvchi o‘tkir koronar sindrom
(OKS) yurak ishemik kasalligini (YUIK) tashxislash va davolashdagi
sezilarli yutuglarga qaramay, dunyoda erta o‘lim va nogironlikning
asosiy sabablaridan biri bo‘lib qolmoqda. Jahon sog‘ligni saqlash
tashkiloti (JSST) ma’lumotlariga ko‘ra, yurak-qon tomir kasalliklari
barcha o‘lim holatlarining 32% gacha qismini tashkil etadi, ularning
katta qismi o‘tkir miokard infarkti tufayli yuz beradi. Birlamchi teri
orqali koronar aralashuvga (TKA) kirish imkoniyati cheklangan
sharoitlarda, trombolitik terapiya (TLT), aynigsa rivojlanayotgan
mamlakatlar va chekka hududlarda, reperfuzion strategiyaning muhim
tarkibiy qismi bo‘lib qolmoqda.

Streptokinaza dastlabki va eng arzon trombolitiklardan biri
hisoblanadi, biroq uning hamroh xavf omillari (qandli diabet, arterial
gipertenziya,  semizlik, dislipidemiya) mavjud bo‘lgandagi
samaradorligi va xavfsizligi qo‘shimcha o‘rganishni talab giladi.
Ko‘plab qo‘shimcha kasalliklari bo‘lgan keksa bemorlarda trombolitik
terapiya nafaqat reperfuzion samaradorlikning pasayishiga, balki qon
ketish, kardiogen shok va o‘lim kabi asoratlar xavfining oshishiga ham
olib kelishi mumkin.

Shu sababli, turli xavf omillari fonida OKS bilan og‘rigan
bemorlarda 1,5 mIn ME streptokinazani qo‘llashning klinik
samaradorligi va xavfsizligini baholash alohida ilmiy va amaliy
ahamiyat kasb etadi. Yondosh patologiya va davolash natijalari
o‘rtasidagi o‘zaro bog‘liglikni aniqlash davolash yondashuvlarini
individuallashtirish va salbiy oqibatlar chastotasini kamaytirish
imkonini beradi. Bu ayniqsa resurslar cheklangan va sog‘liqni saqlash
tizimlariga yuklama yuqori bo‘lgan sharoitlarda dolzarb hisoblanadi.

Shunday qilib, taqdim etilgan tadqiqot dolzarb muammoni hal
qilishga qaratilgan - yurak-qon tomir xavfi yuqori bo‘lgan bemorlarda
trombolitik terapiyani optimallashtirish. Bu esa kardiologiya va klinik
tibbiyotning zamonaviy ustuvor yo‘nalishlariga to‘liq mos keladi.

Tadqiqot maqgsadi. O’KS ST segmenti ko’tarilishi bilan kechgan
bemorlarda 1,5 mln ME streptokinazani qo’llaganda xavf omillarining
kasallik natijalariga ta'sirini baholash va an'anaviy davolash.

Tadqiqotning materiallari va usullari. Tez tibbiy yordam
brigadalari tomonidan 2019-2021 yillar davomida olib kelingan
RSHTYoIMSFning Kardioreanimatsiya bo’limida O’KS ST segmenti
ko’tarilishi bilan kechgan bemorlarda 1,5 mln streptokinaza yuborilib
o’tqazilgan trombolitik terapiya natijalari bemorlarning kasallik
tarixidan retrospektiv o'rganish o'tkazildi. Tekshiruv va
davolash guruhiga kasalliklari antianginal terapiyaga o’tqazilishiga
gqaramay to'xtamaydigan, anginal xurujlar boshlangandan boshlab
dastlabki 2-6 soat ichida sodir bo'lgan bemorlar kiritildi. EKGda o’tib
ketuvchi o'zgarishlar qayd etildi:STsegmentining ko'tarilishi, T
tishchaning inversiyasi darajasining oshishi,ritm va o'tkazuvchan-
likning turli xil buzilishlari.
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NS tashxisi E.Braunvold tasnifi buyicha Kanada tasnifi
(1987)mezonlari va tavsiyalariga (VNOK RF-2009) muvofiq bemor
anamnezi,xavf omillari mavjudligi,exokardiografiya natijalari va
stenokardiyaning klinik ko’rinishlari asosida tekshirildi. Retrospektiv
tadqiqotlar natijalari muhim edi.

Tromboliz standart sxemalar bo'yicha amalga oshirilgan,
so'ngra bemorlarga  an'anaviy davolash usullarini qo'llashgan:
kasallikning birinchi kunida nitrogliserin infuziyasi, antiagregantlar,
antitrombotsitlar va antikoagulyant terapiya, beta-blakatorlar, AAF
ingibitorlari, statinlar. Fermentatik diagnostika: troponinlar I, kreatin
fosfokinazning MB-fraksiyasi (MB-KFK)

Bemorlar ikki guruhga bo'lingan, I guruhga TLT-
streptokinazA 1,5 million ME, II guruh bemorlariga an'anaviy terapiya
berilgan. Miqdoriy ma'lumotlar o'rtacha (M £ m) o'rtacha va standart
xatolar sifatida berilgan, natijalarni parametr bo'lmagan statistikalar
bilan gqayta ishlash, Vilkokson va Manna-Uitni testlaridan
foydalanilgan. P<0.05 darajasida farqlar statistik jihatdan ahamiyatli
deb hisoblandi.

Natijalar va muhokama. I va II guruhlarga mos ravishda 73 va 66
bemorlar kirgan, ulardan 41 (56,1%) va 42 (63,6%) erkaklar, 32 (43,9%)
va 24 (36,4%) ayollar p = 0,2. II guruhda I guruhga qaraganda katta
yosh qayd etildi, - 69,8 +0,5 va 69,6 + 0,5mos ravishda p=0,1. Bundan
tashqari, ushbu tendentsiya erkaklar va ayollarda kuzatiladi.

Barcha bemorlarda ikki yoki undan ortiq birgalikda patologiya
mavjud edi. I va II guruhdagi bemorlarda - yurak ishemik kasalligi
(YulK), miokard infarkti - 17 (23,3%) va 21 (31,8%), surunkali yurak
etishmovchiligi IIA - 60 (83,4%) va 58 (88%), IIB —13 (16,6%) va 8
(12%), New York Heart Association (NYHA) bo’yicha,yurak
nugsonlari - 9 (12,3%) va 11 (16,6%), guruhlararo farqlar statistik
jihatdan ahamiyatsiz edi.

Birinchi marta o’tkir miokard infarkti (O’MI) gayd etilgan Qayta
infarkt bilan og'rigan bemorlarning yoshi bemorlarga nisbatan kattaroq
edi, guruhlardagi erkaklar orasida statistik jihatdan ahamiyatli farqlar
bor edi I (p =0,02) va II (p = 0,05). I guruhdagi bemorlarda SYuY IIB
ko’proq SYuY ITA p =0.02. I guruhda semizlikka chalingan bemorlar
ko’proq 1II - 12 (16,5%) va 6 (9,0%) ga nisbatan p = 0,049, ayollar
erkaklarnikiga qaraganda tez-tez semirgan va I (p = 0,006) va Il (p =
0.009). Dislipidemiya II da I ga nisbatan yuqori mos ravishda 15
(23.0%) va 10 (15.1%),p = 0.053.

I va II guruhlarda oldingi - 36 (49,3%) va 31 (46,9%), orqa - 31
(42,4%) va 32 (48,4%), doiraviy 4 (5,4%) va 3 (4,5%) guruhlararo
statistik jihatdan ahamiyatsiz . I guruh — yondevor MI bo'lgan 2 (2,7%)
bemor. Barcha bemorlarning og’irlik darajasi Killip bo’yicha baholandi.
1-8 (11%) va II-9 (13,6%) bemorlarda III sinf Killip. Tadqiqot natijalari
shuni ko'rsatdiki, I va II da: perikardit - 15 (20,5%) va 12 (18%), p =
0,5; Infarkdan keyingi erta stenokardiya - I va Il da - 6 (8,2%) va 5
(7,5%), p = 0,9.  4-7% bemorlarda takroriy ishemiya qayta MI
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rivojlanishiga olib kelgan. IvaIl - 8 (11%) va 11 (16,6%), p =0,2. I va
II da kardiogen shokning rivojlanishi 8 (11%) va 9 (13,6%) da
kuzatilgan, p = 0,4. O'tkir chap qorincha etishmovchiligining namoyon
bo'lishi - I va IT da mosravishda 12 (16,4%) va 8 (11%), p =0,2.
Ikkala guruhdagi vafot etgan bemorlar orasida birinchi o’rinda,
uchrash soniga bo'yicha bemorlarda gipertoniya kasalligi (GK) va
distsirkulyatsion ensefalopatiya qayd etilgan.
Yurak ishemik kasalligi, I va IT da MI - 2 (13,3%) va 3 (21,4%) p =0,6.
Qandli diabet YulK kasalligi xavfini 2 - 4 marta oshirdi, ayollarda esa
erkaklarnikiga qaraganda ko’proq. Har xil fibrinolitik dorilardan
foydalanganida, diabet kasalligiga chaligan bemorlar orasida miokard
infarktidan o'lim ko’rsatkichi kamayadi, qandli diabetga chalinmagan
bemorlar kabi [9, 11].Miokard infarktida fibrinolitiklarni klinik
sinovlarida, gandli diabet bilan og'rigan bemorlarda og'ir qon ketish
yoki insult kuzatilmadi [8, 9, 11]. Shu bilan birga, tromboliz davrida
diabet kasalligi bo'lgan bemorlar orasida kasalxonadagi o'lim diabetsiz
bemorlarga qaraganda 1,5-2 baravar yugqori bo'lib
golmoqda.Tadqiqotda miokard infarktidan keyin kasalxonadagi o'lim
diabetga chalingan bemorlarda deyarli ikki baravar yuqori edi; ushbu
bemorlarda surunkali yurak yetishmovchiligi ehtimoli ko'proq va klinik
jihatdan tasdiglangan qayta infarkt kasalligi 2 baravar yuqori bo’lgan
[9]. Shunga o'xshash natijalar boshqa keng ko'lamli tadqiqotlarda ham
olingan [8, 10,].Tadgiqotlarimizdagi qandli diabet tashxisi klinik
jihatdan tasdiglangan I va II guruhlarda mosravishda- 2 (13,3%) va 3

(21,4%), p =05 , I va II
giperglikemiya aniglangan.
Ko'p sonli epidemiologik tadqiqotlar shuni ko'rsatdiki, qon
plazmasidagi umumiy xolesterin miqdorini past zichlikdagi lipoprotein
(PZLP) lar ko’paytiradi va ateroskleroz, YulK rivojlanish xavfini
oshiradi.Yuqori zichlikdagi lipoprotein (YZLP) xolesterin miqdorini
kamaytiradi shuning uchun ularning ko'tarilgan darajasini xavfga qarshi
omil deb hisoblash mumkin [4].Umumiy xolesterin darajasining oshishi
bilan bog'liq bo'lgan YulK rivojlanish xavfi yoshlarda (erkaklarda <55,
ayollarda <65) gariyalarga nisbatan ko'proq seziladi, bu yoshlarda
yoshiga nisbatan 2,5 baravar yuqori [10]. 2009 yildan boshlab
VNOKning tavsiyalarini hisobga olgan holda, hujjatlashtirilgan
ateroskleroz bilan og'rigan bemorlar, ateroskleroz asoratlari xavfi
yugqori va juda yuqori bo'lganlar uchun umumiy plazmadagi xolesterin
miqdorining maqbul ko'rsatkichlari.

Bizning ishimizda giperxolesterinemiya I va II guruhlarda kuzatilgan -
mos ravishda 4,45 + 0,19 va 4,88 £ 0,39, p=0,5.

Xulosa:Shunday qilib, giperxolesterinemiya, nasliy yurak-qon tomir
kasalliklari kabi xavf omillari uchun, ishlatilgan trombolitik dori-
darmonlardan qat'i nazar, kasallik prognozining yomonlashishini
bashorat gilmoqda. ST segmenti ko’tarilgan O’KS li keksa bemorlarda
gandli diabet va gipertoniya kasalligi birga kelganda
trombolitikterapiya 1.5mIln ME streptokinazani qo’llash bemorning
ahvolini og'irlashtiradi va bu o'limga olib kelishi mumkin.

guruhda o'lgan barcha bemorlarda
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TEHETUYECKAS [IPE/IPACITIOJIO)KEHHOCTD K O'KHUPEHHIO ITPU XPOHUYECKOI1 BOJIE3HU MMOYEK: POJIb
MOJIMMOP®HU3MOB FTO (RS9939609) U TNF (RS1800629)

For citation: Mirzayev R.Z., Nasirova Z.A. GENETIC SUSCEPTIBILITY TO OBESITY IN CHRONIC KIDNEY DISEASE: THE ROLE OF
FTO (RS9939609) AND TNF (RS1800629) POLYMORPHISMS. Journal of cardiorespiratory research. 2025, vol. 6, issue 3.
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AHHOTALIUA
Llenpl0 HACTOSIIIETO HMCCIEIOBAaHUS ObLIO H3ydeHHE acconuaiu mexay nonuMopdusmamu FTO A23525T (rs9939609) u TNF G308A
(rs1800629) u pa3BuUTHEM OXHPCHHUS y MAIMEHTOB ¢ XpoHHUYeckoi Oonesnpio movek (XBII). bemo mpoanammsupoano 98 obpasmos JJHK
nareHToB ¢ XbII (58 ¢ oxupennem u 40 6e3 0XupeHws ), a Tak>ke 00pas3Ibl 3M0POBBIX JIUL. Y CTAHOBICHO, YTO aJUieNh T ¥ TOMO3UTOTHBIN T€HOTHIT
TT FTO A23525T nocroBepHO accorMupoBaHbI ¢ oxkHpeHueM y 6ombpHbIX XbBI1, Torga kak amrens A v reHOTHII AA UMEIOT IPOTEKTUBHBIHN 3(h(eKT.
Jlis momnmopdusma TNF G308A (rs1800629) Bersaenena cesa3pb amtens G u reHoruna GG ¢ XBII B menom, ogHako pa3nudauii MexIy HOArpyIIaMu
[0 HAIMYUIO OXHpPeHuss He oOHapyxkeHo. IlomydeHHbIE pe3ynbTaThl ITOJYEPKUBAIOT 3HAYMMOCTH TE€HETHYECKOIO TECTHPOBAHUS B
MEPCOHATU3UPOBAHHOM MOAXOJIE K BeICHUIO ManueHToB ¢ XbII u oxupenunem.
KiwueBbie cioBa: FTO 159939609, TNF rs1800629, xponuueckas OONe3Hb TMOYEK, OXHPEHHE, T'€HETHYCCKU momuMopdusm,
MIEPCOHANTN3UPOBAHHAS MEHIIHA
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ANNOTATION
The aim of this study was to investigate the association between FTO A23525T (rs9939609) and TNF G308A (rs1800629) polymorphisms and
the development of obesity in patients with chronic kidney disease (CKD). DNA samples from 98 CKD patients (58 with obesity and 40 without
obesity), as well as samples from healthy individuals, were analyzed. It was established that the T allele and the homozygous TT genotype of FTO
A23525T are significantly associated with obesity in CKD patients, while the A allele and AA genotype have a protective effect. For the TNF
G308A (rs1800629) polymorphism, an association between the G allele and GG genotype with CKD overall was revealed; however, no differences
were found between subgroups regarding the presence of obesity. The obtained results emphasize the importance of genetic testing in a personalized
approach to managing patients with CKD and obesity.
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SURUNKALI BUYRAK KASALLIGIDA SEMIZLIKKA GENETIK MOYILLIK: FTO (RS9939609) VA TNF (RS1800629)
POLIMORFIZMLARINING ROLI
ANNOTATSIYA
Ushbu tadqiqotning magsadi surunkali buyrak kasalligi (SBK) bo‘lgan bemorlarda FTO A23525T (1s9939609) va TNF G308A (rs1800629)
polimorfizmlari bilan semizlikning rivojlanishi o‘rtasidagi bog‘liglikni o‘rganish edi. 98 nafar SBK bilan kasallangan bemorlarning (58 nafari semiz
va 40 nafari semiz bo‘lmagan) hamda sog‘lom shaxslarning DNK namunalari tahlil qilindi. FTO A23525T polimorfizmining T alleli va gomozigot
TT genotipi SBK bo‘lgan bemorlarda semizlik bilan sezilarli darajada bog‘ligligi, A alleli va AA genotipi esa himoya ta’siriga ega ekanligi
aniglandi. TNF G308A (rs1800629) polimorfizmiga kelsak, G alleli va GG genotipi umumiy SBK bilan bog‘liqligi aniqlandi, biroq semizlik
mavjudligi bo‘yicha kichik guruhlar o‘rtasida farqlar topilmadi. Olingan natijalar SBK va semizligi bor bemorlarni davolashda shaxsiy yondashuvda
genetik tekshiruvning muhimligini ta’kidlaydi.
Kalit so‘zlar: FTO rs9939609, TNF rs1800629, surunkali buyrak kasalligi, semizlik, genetik polimorfizm, shaxsiylashtirilgan tibbiyot.

Obesity is one of the leading problems of modern healthcare, Another important genetic factor potentially influencing the

characterized by a steady increase in its prevalence worldwide. development of complicated obesity is the polymorphism of G308A
According to the World Health Organization (WHO), by 2025, the  (rs1800629) in the promoter region of the TNF gene (tumor necrosis
number of people with excess body weight could exceed 2.7 billion,  factor-alpha). This variant is associated with changes in the expression
with a significant portion suffering from complicated metabolic  level of the pro-inflammatory cytokine TNF-a, which plays a key role
diseases. One such complication is chronic kidney disease (CKD), in the pathogenesis of chronic inflammation, insulin resistance, and
which is closely related to metabolic homeostasis disorders, systemic  tissue remodeling. TNF-a participates in the development of
inflammation, insulin resistance, and renin-angiotensin-aldosterone  glomerulosclerosis and tubulointerstitial fibrosis in CKD, and is also
system activation[8,10,24,27].The relationship between obesity and  capable of influencing lipid and carbohydrate metabolism. Elevated
CKD is confirmed by numerous epidemiological and clinical studies:  expression of TNF-a in the presence of the A allele can exacerbate
the presence of excess body weight increases the risk of developing  metabolic dysfunction and impair kidney function[2,8,13,21].
CKD, and in patients with already existing renal failure, obesity worsens While the effect of the FTO rs9939609 polymorphism on obesity
the prognosis, accelerates the progression of nephropathy, and increases ~ has been well studied in the general population, its significance in the
mortality. However, the clinical course and severity of CKD in patients  context of chronic kidney disease remains poorly understood. Similarly,
with the same body weight levels can differ significantly, indicating the  the role of TNF G308A in the development of obesity in CKD requires
possible involvement of genetic factors in the modulation of metabolic ~ further study, taking into account the inflammatory component of this
disorders[3,5,7,14]. condition[3,7,11,22].

One of the most studied genes associated with obesity is the FTO Thus, the relevance of this study is due to the need to identify
gene (Fat mass and obesity-associated gene). The greatest attention is  genetic markers capable of predicting the development of obesity in
paid to the mononucleotide polymorphism rs9939609 (A23525T), in  patients with CKD, which can contribute to a more accurate risk
which the A allele is associated with an increase in fat mass, stratification, personalization of therapy, and prevention of
hyperphagia, and reduced sensitivity to leptin[6,9,10,16]. The FTO gene ~ complications[17,23,25].
is primarily expressed in the hypothalamus, and its protein product - a- Purpose of the research:
ketoglutarate-dependent dioxygenase - participates in the regulation of To assess the distribution of alleles and genotypes of FTO
metabolism, gene expression, energy metabolism, and apoptosis. A high  1s9939609 (A23525T) and TNF rs1800629 (G308A) polymorphisms in
level of FTO expression contributes to the activation of the hunger  patients with and without obesity, as well as to establish possible
center and, consequently, increased calorie intake. Carriage of the A associations with the risk of obesity in chronic kidney disease.

allele rs9939609 is significantly associated with an increase in body Materials and methods:
mass index and the development of obesity in various populations, Study design
including in Asia and Europe[1,12,24]. This study is observational, analytical, and cross-sectional (case-

control) in nature, aimed at assessing the distribution of genetic variants
FTO 19939609 and TNF rs1800629 in patients with chronic kidney
disease (CKD) who are obese and non-obese, compared to a healthy
control group.

Study population

The study included 98 patients with CKD under observation in
nephrology and internal medicine inpatient units. Of these, 58 patients
had clinically confirmed obesity, defined as body mass index (BMI) >30
kg/m2 according to WHO criteria, while 40 patients had normal or
overweight without obesity (BMI <30 kg/m?2).

The control group consisted of 54 apparently healthy volunteers of
comparable age and sex, with no history of CKD, obesity, metabolic
syndrome, or acute/chronic inflammatory diseases at the time of
inclusion in the study.

Inclusion criteria:

age 18 to 70 years;

confirmed diagnosis of CKD stages I-V according to the KDIGO
classification;

written informed consent for participation.

Exclusion criteria:

history of acute inflammatory diseases in the past 3 months;

presence of oncological, autoimmune, or systemic connective tissue
diseases;

pregnancy, use of immunosuppressants or glucocorticoids.

Anthropometric and clinical data
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Demographic and clinical parameters were recorded for all patients:
age, sex, BMI, CKD stage, comorbidities (hypertension, type 2 diabetes
mellitus), as well as laboratory parameters (GFR, creatinine levels,
glucose, lipid profile, etc.).

Genotyping methods

Genetic analysis was conducted in a molecular biology laboratory.
DNA was isolated from whole venous blood collected in EDTA tubes
using standard reagent kits and protocols (Qiagen, Germany).

Polymorphisms of the FTO A23525T (rs9939609) and TNF G308A
(rs1800629) genes were determined by PCR with subsequent restriction
fragment length polymorphism analysis (PCR-RFLP). Specially
designed primers were used for amplification (sequences available upon
request). Results were visualized on 2% agarose gel with subsequent
analysis under UV light.

Quality control included: positive and negative controls for each
reaction; repeat typing of 10% randomly selected samples (100%
concordance of results).

Statistical analysis

Data analysis was performed using SPSS v.26.0 and GraphPad
Prism 9.0. Allele and genotype frequencies were calculated by direct
counting. Conformity of genotype distribution to Hardy-Weinberg

equilibrium was assessed using the 2 test. Frequency comparisons
between groups were conducted using: Pearson's x2 test or Fisher's exact
test (for small samples); calculation of odds ratios (OR) with 95%
confidence intervals (CI); statistical significance was set at p < 0.05.
Additionally, logistic regression and stratified analysis were employed
to evaluate the relationship between genotypes and phenotypic traits,
including BMI and CKD stage.

Ethical considerations

The study was approved by the local ethics committee at [Institution
Name], complies with the provisions of the Helsinki Declaration (2013)
and national standards for biomedical research. All participants
provided written informed consent.

Results

1. Distribution of FTO rs9939609 alleles and genotypes in the
overall group of CKD patients

Initially, a comparative analysis of allele and genotype frequencies
for the FTO 159939609 (A>T) polymorphism was conducted in the
overall sample of CKD patients (n = 98) compared to the healthy control
group (n = 54). The distribution showed no statistically significant
differences between the groups.

Table 1. Distribution of FTO rs9939609 alleles and genotypes in the overall group of CKD patients and in the control group

Genotype / Allele | CKD (n=98) % Control (n = 54) % OR 95% DI e p-value
Allele A 124 63,27 | 76 70,37 | 0,725 | 0,4377-1,201 | 1,562 | 0,1059
Allele T 72 36,73 | 32 29,63 | 1,379 | 0,8324-2285 | — —

AA 39 39,80 | 26 48,15 | 0,712 | 0,3644—1,391 | 0,992 | 0,1596
AT 46 46,94 | 24 44,44 | 1,106 | 0,5673 2,155 | 0,087 | 0,3839
TT 13 1327 | 4 7,41 1,912 | 0,5911-6,183 | 1,203 | 0,1370

Table 1 presents the distribution of alleles and genotypes of the FTO
1$9939609 (A>T) polymorphism in patients with chronic kidney disease
(CKD) compared to the group of conditionally healthy individuals.
Allele and genotype frequencies were compared with the calculation of
odds ratio (OR), 95% confidence intervals (CI), y2-value, and statistical
significance level (p-value).

Analysis showed that the frequency of A and T alleles, as well as
AA, AT, and TT genotypes in patients with CKD, did not statistically
differ from the control group. The A allele was more common in both
patients (63.27%) and controls (70.37%), however, the difference did
not reach the level of statistical significance (p = 0.1059). The AA
genotype was found somewhat less frequently among patients (39.8%
versus 48.15%), while heterozygous AT and homozygous TT genotypes
did not exhibit a reliable association with the presence of CKD.

Table 2. Frequency of FTO rs9939609 alleles and

Thus, in the general cohort of patients with CKD, the FTO
1s9939609 polymorphism did not show a statistically significant
association with the disease, which may indicate the absence of a direct
influence of this genetic variant on the risk of developing CKD in the
studied population.

2. Analysis of the FTO rs9939609 genotypes in patients with
obesity.

In the second part of the study, a subgroup of patients with CKD
and obesity (n=58) was analyzed. It has been established that the T allele
and homozygous TT genotype are associated with an increased risk of
obesity in patients with CKD. At the same time, the A allele and AA
genotype proved to be protective.

enotypes in patients with CKD with obesity

Genotype / Allele CKD with % Control (n = % OR 95% DI x> p-value
obesity (n=58) 54)

Allele A 62 53,45 76 70,37 | 0,485 0,2774 - 6,771 | 0,0046
0,8404

Allele T 54 46,55 32 29,63 | 2,062 1,190 - - -
3,605

AA 16 27,59 26 48,15 | 0,414 0,1852 — 5,045 | 0,0123
0,906

AT 30 51,72 24 44,44 | 1,336 0,6322 — 0,594 | 0,2205
2,838

T 12 20,69 4 7,41 3,261 0,9819 — 4,029 | 0,0223
10,83

Table 2 presents data on the distribution of alleles and genotypes of
the FTO rs9939609 (A>T) polymorphism among patients with chronic
kidney disease (CKD) with obesity compared to the conditionally
healthy control group. The analysis was performed to identify a possible
genetic predisposition to obesity in this category of patients.

The obtained results demonstrate statistically significant differences
between the groups. The frequency of the T allele in patients with CKD
and obesity was significantly higher (46.55%), compared to the control
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group (29.63%), while its carriage was associated with an increased risk
of obesity (OR =2.062; 95% CI: 1.190-3.605). At the same time, the A
allele and homozygous AA genotype occurred significantly less
frequently in patients with obesity, demonstrating, on the contrary, a
protective effect (p = 0.0046 and p = 0.0123, respectively).

The TT genotype, associated with a nearly threefold increase in the
risk of obesity in patients with chronic kidney disease (OR =3.261; p =
0.0223), deserves special attention, which confirms its possible role as



JVPHATI KAPVIOPECAPATOPHbIX WACC/TELOBAHIAVE | JOURNAL OF CARDIORESPIRATORY RESEARCH

a genetic marker of a high predisposition to obesity in the context of
chronic kidney disease.

Thus, the table results confirm the presence of a reliable association
between the T-allele and the risk of obesity in patients with CKD, which
can have clinical significance in risk stratification and the formation of
individual cardiometabolic rehabilitation programs.

3. Genetic profile of FTO rs9939609 in patients with CKD without
obesity

In the subgroup of patients with chronic kidney disease without
obesity (n=40), no significant differences were found in the distribution
of alleles and genotypes compared to the control.

Table 3. Frequency of FTO rs9939609 alleles and genotypes in patients with obesity-free CKD

Genotype / Allele CKD without obesity (n = 40) % Control (n = 54) % OR 95% DI x> p-value
Allele A 62 77,50 | 76 70,37 | 1,450 | 0,7438-2,828 | 1,197 | 0,1376
Allele T 18 22,50 | 32 29,63 | 0,689 | 0,3536—-1,344 | - -

AA 23 57,50 | 26 48,15 | 1,457 | 0,6396-3,319 | 0,805 | 0,1848
AT 16 40,00 | 24 44,44 | 0,833 | 0,3635-1,910 | 0,186 | 0,3333
T 1 2,50 4 7,41 0,321 | 0,0344-2,983 | 1,099 | 0,1481

Table 3 presents data on the distribution of alleles and genotypes of
the FTO 159939609 (A>T) polymorphism in patients with chronic
kidney disease (CKD) without obesity, compared to the control group.

Analysis showed that no significant differences were found in the
frequency of A and T alleles, as well as AA, AT, and TT genotypes
between the groups. The A allele prevailed both in the group of patients
with chronic kidney disease without obesity (77.5%) and in the control
group (70.37%) (p = 0.1376). The AA genotype was more common in
patients without obesity (57.5%) compared to the control group
(48.15%), however, the difference was statistically insignificant (p =
0.1848).

The heterozygous AT genotype and the rare TT genotype also did
not exhibit a significant association with the absence of obesity in CKD.
Thus, the TT genotype was extremely rare - only in one patient (2.5%),

Table 4.

and although its frequency was lower than in the control group (7.41%),
this difference also did not reach the level of statistical significance (p
=0.1481).

Thus, the obtained data do not confirm the presence of a relationship
between FTO 1s9939609 polymorphism and the absence of obesity in
patients with chronic kidney disease, which may indicate a limited
influence of this genetic variant on the development of obesity outside
the context of other risk factors.

4. Frequency of TNF rs1800629 alleles and genotypes in the general
group of CKD

Analysis of the TNF G308A (rs1800629) polymorphism showed a
significant decrease in the frequency of the G allele and the homozygous
GG genotype in patients with CKD, which may indicate its protective
role. GA heterozygotes were significantly more frequent in patients.

Frequency of TNF rs1800629 alleles and genotypes in the general group of patients with CKD

Genotype / Allele | CKD (n=98) % Control (n = 54) % OR 95% DI x> p-value
Allele G 168 85,71 | 359 90,66 | 0,618 | 0,3662—-1,044 | 3,276 | 0,0351
Allele A 28 14,29 | 37 9,34 1,617 | 0,9576-2,731 | - -

GG 70 71,43 | 161 81,31 | 0,575 | 0,3264-1,011 | 3,737 | 0,0266
GA 28 28,57 | 37 18,69 | 1,741 | 0,9888—-3,064 | 3,737 | 0,0266
AA 0 0,00 0 0,00 - - - -

Table 4 presents the results of the analysis of the distribution of
alleles and genotypes of the TNF rs1800629 (G>A) polymorphism in
the general group of patients with chronic kidney disease (CKD)
compared to conditionally healthy individuals in the control group.

Analysis revealed a statistically significant decrease in the
frequency of the G-allele in patients with CKD (85.71%) compared to
the control group (90.66%) (p = 0.0351), which may indicate a potential
protective role of the G-allele in relation to the development of CKD.
Accordingly, the frequency of the A-allele was higher in patients
(14.29%) versus 9.34% in the control group.

It was established that the homozygous GG genotype was
significantly less common in patients (71.43%) compared to the control
group (81.31%) (p = 0.0266; OR = 0.575), which confirms its possible
protective association. At the same time, the heterozygous GA genotype
was statistically more frequent in patients (28.57%) versus 18.69% in

the controls (p = 0.0266; OR = 1.741), which may indicate an increased
risk of CKD in the presence of the A-allele in a heterozygous state.

Homozygotes for the A allele (AA-genotype) were not detected in
any of the groups, which corresponds to the low population frequency
of this genotype.

Thus, the obtained data indicate an association between carrying the
A-allele and an increased risk of developing CKD, while the GG
genotype can have a protective effect, making the TNF rs1800629
polymorphism a potential marker of genetic predisposition to chronic
kidney disease.

5. TNF rs1800629 in patients with and without obesity

In both subgroups (CFT with and without obesity), no significant
differences were found compared to the control group. This indicates
the absence of an independent relationship between this polymorphism
and obesity in CKD.

Table 5. TNF rs1800629 in patients with CKD with obesity

Genotype / Allele CKD with obesity (n=58) % Control (n = 54) % OR 95% DI x> p-value
Allele G 100 86,21 | 359 90,66 | 0,644 | 0,3441-1,206 | 1,914 | 0,0833
Allele A 16 13,79 | 37 9,34 1,552 | 0,8294-2,906 | - -

GG 42 72,41 | 161 81,31 | 0,603 | 0,3063-1,188 | 2,164 | 0,0707
GA 16 27,59 | 37 18,69 | 1,658 | 0,8418-3,264 | 2,164 | 0,0707

Table 5 presents a comparative analysis of the frequency of alleles
and genotypes of the TNF rs1800629 (G>A) polymorphism in patients
with chronic kidney disease (CKD) suffering from obesity, compared to
the control group. The results showed that differences in the distribution
of alleles and genotypes between groups did not reach statistical
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significance. The G allele maintained a high frequency in both patients
with CKD and obesity (86.21%), and in the control group (90.66%) (p
= 0.0833). The frequency of the A allele was, respectively, higher in
patients (13.79%) compared to the control group (9.34%), however, this
difference was also insignificant (p > 0.05). The GG genotype was
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found in 72.41% of patients with obesity and in 81.31% of individuals
in the control group (OR = 0.603; p = 0.0707), indicating a tendency
towards a decrease in the frequency of GG among patients, but without
statistical significance. Similarly, the GA genotype was more common
in patients (27.59%) compared to the control group (18.69%), with a
moderate increase in relative risk (OR = 1.658), but also without
significant differences (p = 0.0707). Thus, the obtained data do not

confirm the presence of an independent association between TNF
rs1800629 polymorphism and obesity in patients with CKD. This
indicates that this genetic variant is likely not a key factor predisposing
to obesity in the context of chronic renal pathology, despite the
previously identified connection with the very fact of the presence of
CKD (see Table 4).

Table 6. TNF rs1800629 in patients with CKD without obesity

Genotype / Allele CKD without obesity (n = 40) % Control (n = 54) % OR 95% DI x> p-value
Allele G 68 85,00 | 359 90,66 | 0,584 | 0,2898-1,177 | 2,306 | 0,0645
Allele A 12 15,00 37 9,34 1,712 0,8496 — 3,451 - -

GG 28 70,00 | 161 81,31 | 0,536 | 0,2496-1,152 | 2,605 | 0,0533
GA 12 30,00 | 37 18,69 | 1,865 | 0,868 —4,007 2,605 | 0,0533

Table 6 presents the distribution of alleles and genotypes of TNF
rs1800629 (G>A) polymorphism in patients with chronic kidney disease
(CKD) without obesity, compared to the control group.

The frequency of the G allele in patients was 85.00%, while in the
control group it was 90.66%; however, this difference was not
statistically significant (p = 0.0645). The A allele was detected in
15.00% of patients and in 9.34% of controls, while the tendency towards
an increased frequency of the A allele in patients with CKD without
obesity did not reach statistical significance (OR = 1.712; 95% CI:
0.8496-3.451). Among the genotypes, the GG genotype was somewhat
less common in patients (70.00%) compared to the control group
(81.31%), with a reduced relative risk (OR = 0.536), but the difference
was not statistically significant (p = 0.0533). The frequency of the
heterozygous GA genotype in patients was 30.00%, which was higher
than in the control group (18.69%) and was accompanied by a moderate
increase in risk (OR = 1.865), but without statistical significance (p =
0.0533).

Thus, the obtained results do not confirm a significant association
between TNF rs1800629 and the absence of obesity in patients with
CKD, despite the observed tendency towards a higher frequency of the
A allele and GA genotype. These data are consistent with the results of
the obesity subgroup analysis (see Table 5) and collectively indicate the
absence of an independent association between this polymorphism and
obesity in CKD, although the possible involvement of TNF rs1800629
in the pathogenesis of CKD itself is not excluded (see Table 4).

Discussion of the research results:

Our data confirm that carrying the T allele and especially the
homozygous TT genotype of the FTO rs9939609 polymorphism is
associated with an increased risk of obesity in patients with CKD (OR
~ 3.26; p = 0.022). This is consistent with previously published meta-
analyses demonstrating a significant relationship between this
polymorphism and obesity in adolescents and adults; the A allele
(designated as T in your notation) was associated with a higher BMI and
an increased risk of obesity. Mechanistic studies have shown that the A
allele increases food intake by influencing the neural regulation of
hunger and satiety.

Since obesity is a known risk factor for the progression and
complications of CKD, identifying this genetic marker is of interest for
identifying patients with increased metabolic risk and for developing
personalized prevention strategies.

In the general group of patients (Table 1) and among individuals
without obesity (Table 3), we did not find statistically significant
differences in the prevalence of FTO alleles and genotypes compared to
the control group. This indicates that the effect of the polymorphism is
not due to the presence of CKD itself, but rather to the presence of
obesity, supporting the hypothesis about the specific role of FTO in the
metabolic component of the disease. 3) we did not reveal statistically
significant differences in the prevalence of FTO alleles and genotypes
compared to the control.

We found a statistically significant decrease in the frequency of the
G allele and GG genotype in patients with CKD (Table 4), which
suggests a protective effect of the G allele against disease development.
Conversely, carrying the A allele is associated with an increased risk of
CKD (OR ~1.74; p = 0.0266).

Previously, a similar relationship was observed in acute kidney
injury (AKI), where the A allele was associated with increased severity
of nephron damage, as well as in patients with renal failure, where the
role of the A allele was noted as a risk factor for the progression to
kidney disease. This is reflected in mechanisms associated with
increased production of TNF-a, a pro-inflammatory cytokine that
contributes to endothelial dysfunction and the progression of chronic
kidney diseases.

Neither in the group with obesity (Table 5) nor without it (Table 6)
did we find a significant association of TNF polymorphism with
obesity, despite a tendency towards an increased frequency of the A
allele. This indicates that the influence of TNF rs1800629 is directed at
the inflammatory components of the diseases rather than directly at
metabolic disorders. 6) we did not reveal a reliable association of TNF-
polymorphism with obesity, despite a tendency towards an increase in
the frequency of the A-allele.

Analyses in other contexts confirm that the A allele enhances the
inflammatory response and is associated with metabolic disorders such
as metabolic syndrome and coronary heart disease; however, its
association with obesity is less pronounced and often depends on the
context (e.g., diet, inflammation level).

Analyses of meta-studies on TNF rs1800629 indicate that the effect
of polymorphism can vary depending on ethnicity (for example,
significant effects were observed in autosomal cardiomyopathy in Asian
populations). Our research likely reflects the specificity of the
population (presumably European or mixed type), which requires
confirmation in larger and more diverse cohorts.

Conclusions

The FTO 159939609 (A>T) gene polymorphism in the general
population of patients with chronic kidney disease (CKD) did not
demonstrate a significant association with the presence of CKD itself,
which allows us to rule out its role as a universal marker of
predisposition to renal pathology in the studied sample.

A significant association was established between the T allele and
TT genotype of the FTO rs9939609 gene and obesity in patients with
CKD. The homozygous TT genotype was associated with a nearly
threefold increase in the risk of obesity, while the A allele and AA
genotype had a protective effect. This indicates the involvement of FTO
rs9939609 in the development of obesity in the context of CKD.

In the subgroup of CKD patients without obesity, differences in the
distribution of FTO rs9939609 alleles and genotypes compared to the
control group did not reach statistical significance, which confirms the
selective nature of the association specifically with obesity, rather than
with CKD itself.

The TNF rs1800629 (G>A) polymorphism in the general group of
CKD patients showed a statistically significant decrease in the
frequency of the G allele and GG genotype, which may indicate a
potentially protective role of the G allele against the development of
CKD. Simultaneously, an increased frequency of the GA genotype in
patients may reflect the inflammatory component of the pathogenesis.

In subgroups of CKD patients with and without obesity, the TNF
rs1800629 polymorphism did not demonstrate a significant association
with obesity, which allows us to conclude that it has no independent
influence on metabolic disorders in CKD.
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The obtained results emphasize the different roles of the studied  factor for obesity in patients with CKD, while TNF rs1800629 is a
genetic markers in the pathogenesis of chronic kidney disease and  possible immuno-inflammatory marker associated with the presence of
obesity. Specifically, FTO rs9939609 can be considered a genetic risk  renal pathology itself.
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AHHOTALIUA
O6cnenoBano 120 HOBOPOXKIECHHBIX C HAPYIICHUSIMU CEPACYHO-COCYIAUCTOH CHCTEMBI IpH MepuHaTanbHoM mnopaxeHnu LTHC pasmmanoit
CTETICH! TSKECTH, HAXOJUBIINXCSI B OTIEICHUM MAaTOJOTHH HOBOPOXKACHHBIX. IIpoBe/ieHHOe HCCeJoBaHME MOKA3aJlo BBICOKYIO JOCTOBEPHYIO
YaCTOTy NEPHHATAIBHOTO MOPAXKEHUS! CEpAEYHO-COCYIUCTOM CHCTEMBI y HOBOPOXKACHHBIX B H3YYaeMBIX TpyHnax. AHaNINW3 HCCIeIOBAaHMI
KJIMHUYECKON CHMITTOMATHKU HOPAaXEHHUsI CEPIICYHO-COCYAUCTOH CHCTEMbl HOBOPOXKACHHOTO MPH NMEPUHATAIBHON HIIE]anonaTHu nokasai, 4To
n3menennst coctosuust CCC, B JanmbHEHIIEM MOTYT CKa3bIBaThCS HA 3J0POBbE U KAUECTBO XKU3HH peOeHKa, a TPU MO3/HEH THaTHOCTHKE U TSKEIBIX
cirydasx 3a00JeBaHME MOXET IPOTEKaTh C OCIOKHEHHBIM JJIMTENBbHBIM TEUCHHEM IEPHHATANBHON 3HIe(alonaTuy, YTO MOXKET IPHBECTH K
JIETCKOM MHBAJIUIHOCTH.
Kirouessie cioa: CCC, [THC, akpounanos, Taxukap/us, Opaaukapaus, IeprHaTaabHas dHie(anonaTus, CUCTOMNYSCKHUI IyM, akieHT 11
TOHA.
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can occur with a complicated long-term course of perinatal encephalopathy, which can lead to childhood disability.
Key words: cardiovascular system, central nervous system, acrocyanosis, tachycardia, bradycardia, perinatal encephalopathy, systolic murmur,
second-tone accent.

Nabiyeva Shoista Mustafoyevna

pediatriya va neonatologiya kafedrasi assistenti
Samarqgand davlat tibbiyot universitetis,
Samarqand shahri, O'zbekiston Respublikasi

PERINATAL ENSEFALOPATIYANING OG'IRLIGIGA QARAB YANGI TUG'ILGAN CHAQALOQLARDA YURAK QON-
TOMIR TIZIMINING BUZILISHINING KLINIK BELGILARI
ANNOTATSIYA
Yangi tug'ilgan chaqaloglar patologiyasi bo'limida bo'lgan turli darajadagi Markaziy asab tizimining perinatal shikastlanishi bilan yurak-qon
tomir tizimi buzilgan 120 yangi tug'ilgan chaqaloq tekshirildi. O'tkazilgan tadgiqot o'rganilayotgan guruhlarda yangi tug'ilgan chaqgaloglarda
perinatal yurak-qon tomir shikastlanishining yuqori ishonchli chastotasini ko'rsatdi. Perinatal ensefalopatiya bilan yangi tug'ilgan chagalogning
yurak-gon tomir tizimiga zarar etkazilishining klinik belgilarini o'rganish tahlili shuni ko'rsatdiki, yurak-qon tomir tizimi holatidagi o'zgarishlar
kelajakda bolaning sog'lig'i va hayot sifatiga ta'sir qilishi mumkin va kech tashxis qo'yish va og'ir holatlarda kasallik perinatal ensefalopatiyaning
murakkab uzoq davom etishi bilan yuzaga kelishi mumkin, bu esa bolalarning nogironligiga olib kelishi mumkin.
Kalit so'zlar: yurak-qon tomir tizimi, markaziy asab tizimi, akrotsianoz, taxikardiya, bradikardiya, perinatal ensefalopatiya, sistolik shovqin,
II ohang aksenti.
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AKTYaJIbHOCTb.
OpHOIl M3 TepemoBBIX 3aJad 37PaBOOXPAHEHHs Y30eKHCTaHa
SIBJSIETCSL.  YJIYYIIEHUE COCTOSIHMS —3JI0pOBbs  JeTed. Bbicokas

pacipoCTpaHEHHOCTh U MOCTOSIHHBIA POCT HEBPOJIOTMYECKOW U
CepAETHO-COCYIUCTON 3a0071€BaeMOCTH y JETeH, a MMEHHO YacToTa
BCTPEUAEMOCTH HApyLIEHUH CEepAEYHO-COCYIUCTOH CHCTEMBI B
3aBUCUMOCTM  OT  TSDKECTH  IEPEHECEHHOM  MepUHAaTalIbHOU
SHIe(aIonaTul B HEOHaTanlbHOM Tepuoae coctaBmsier 40-90%,
SIBIIETCS ICTOKOM TSDKEJIBIX 3a00/1€BaHuil ieTel ¥ B3POCIIBIX U BIHSET
Ha KauecTBO UX >ku3HH. CMEpPTHOCTh OT CEepAEYHO-COCYIUCTHIX
3a0oneBaHuil y OeTedl He CHmkaercs, a 3a mociemnue 10-15 ner
noBeicHIack. Ilo3ToMy BBICOKas 4YacTOTa IOPAXKEHUS CEpACUHO-
COCYJIUCTOM  CUCTEMbl  HOBOPOXKIEHHBIX TpU  INEPUHATAIBHOU
SHILE(ATONATHN PA3TUIHON CTETICHU TSHKECTH, AeNaeT He0OXOANMBIM
Gostee TIIyOOKO M3ydUTh pa3BUTHA 3a0oneBaHus. C LETbI0 CHIKCHUS
3a00J71eBa€MOCTH, U JETCKOW CMEPTHOCTH, a TaK e I MPO(QUITaKTHKH
TSDKENBIX 3a00JIEBaHUI IETSH U B3POCIBIX, U YIIyUIICHHE COCTOSHHUS
3/I0pPOBBSl IETEH M KauecTBAa MX XHM3HH JUI pa3pabOTKU ONTUMAIBHO
3G PEKTUBHBIX METOJO0B JUATHOCTHKH M HA3HAYEHHS aJEKBAaTHOTO
KOPPUTHPYIOIIETO JICUYCHUs] B PAHHUI BOCCTAHOBUTENBHBIM IEPUOJ,
OUECBHIHO U3y4YEHHE KIMHUYeCKoi cumnromaTuku Hapymenuid CCC y
HOBOPOXKJICHHBIX, B 3aBUCHMOCTH OT CTETICHH TSKECTH HEepUHATATIBHON
sHIe(haIonaTUn
Hean wWccaenoBaHMs: H3YYHTh KIWHUYECKYIO CHUMITOMATHKY
Hapymenniit CCC y HOBOPOXXIEHHBIX, B 3aBMCHUMOCTH OT CTEIEHU
TSOKECTH  NEpPUHATAIBHON  sHuedanonaTuu UL pa3paboTKH
3G QEKTUBHBIX METOZOB JUATHOCTMKHM M aJCKBATHOTO JICUCHUS
3a00sIeBaHus.
MarepuaJ H MeTO/bI HCCJIeJ0BAHUS.
B  ganHOii paboTe mOKazaHBl  PE3yNABTATHl  HU3YYCHHS
aHAMHECTHYECKHX, KIMHUIECKHX, MapaKIMHUIECKHUX, OOIMEIPHUHATHIX
abopaTOpHBIX NMaHHBIX Yy 120 HOBOPOXKACHHBIX C TEPHHATAJIBHBIM

nopaxenueM [[HC cpemneil u TsxKenol CTENEHH, HAXOAMBIIUXCS B
OTJEJTICHUHN NAaTOJIOT U HOBOPO>KACHHBIX U B OTJICTICHUH HEOHATAIBHON
peaHuManuu Ob6mnactHoro Jerckoro MHoronpohHIbHOTO
Menuuunckoro Ientpa r. Camapkanaa ( riaBHbIl Bpau mnpodeccop
AsmoB M.K.)), sBmsrommiics knuHUYeckol 60a3oii kadenpsr 1-
nenuaTpun M HeoHaronormu CaMapKaHACKOTO  MeAuIMHCKOTro
YHuBepcurera.

I rpynmy cocraBunu 50 HOBOPOXKAEHHBIX € (DYHKIMOHATHHBIMHU
m3meneHmsiME CCC y GonbHBIX HepuHaTanbHBIM mopaxkennem LTHC
cpenHeii crenienu Tspkectd. Bo Il rpynmmy Bomuim 40 HOBOPOXKICHHBIX C
¢ynxmonansHeIMU H3MeHeHHsIME CCC y GONIBHBIX HEepUHATAIBHBIM
nopaxenueM L{THC Tsxenoif creneHn TsxecTu.

Jlnst onieHKH 5G(HEKTUBHOCTH JUArHOCTHYECKOro KoddduieHTa B
III rpymmy Bomwi 30 HOBOPOXKACHHBIX C IEPHHATAIBHBIM TOPAKEHUEM
IHHC.  KourpomsHyto  rpymmy  coctaBuid 30 310pOBBIX
HOBOPOX/ICHHBIX.

Knuangeckass ~ xapakTepucTUka — HaOMIOgaeMbIX  OOJBHBIX
OCHOBBIBAJIACh HA H3yYEHHMH OCOOCHHOCTEH aHaMHe3a, JaHHBIX
anekrpokapauorpadpun (DKL), osxokapmuorpaduu  (Oxo KI),
Heiipoconorpadun (HCT'), anekrposnuedanorpabpuu (33I) u mpu
HEOOXOANMOCTH  KOMITBIOTEPHO-TOMOTpah)MueCKOro  HCCIIEIOBAHUS

mosra (MPT).

Pe3yabTaThl 06c1€10BaHNS.

IIppy  anmanu3e  4acTOTBl ~ BCTPEYAEMOCTH  KIMHHUYECKOM
cumnTomatukn — Hapymenmii CCC y  HOBOPOXKAGHHBIX  C

nepuHaTanbHeIM nopaskenneM L{HC, y 3HaunTensHOro unciaa 00IbHBIX
HOBOPOXEHHBIX ¢ TepuHaTaabHoM nopaxennu [[HC nmpu nammamn
mimenernii  CCC, Bepudukamms UX [AWArHO3a 10  JAHHBIM
¢u3uKanbHOro 0OCIEeOBaHMS BBI3BIBATIA ONPEAEICHHBIC TPYAHOCTH,
BCIEACTBHE CXOICTBA IIENOrO psila CHMOTOMOB. Pe3ymbTarsl
00BEKTHBHOT'O OCMOTpa OONBHBIX JeTel IpeAcTaBleHk B Tabmume 1.5
" pucynkax 1.4 u 1.5.

Tabmuma 1.5

Kmunarmueckne cumnroms! HapynreHnit CCC y HOBOPOKASHHBIX ¢ epruHaTaabHbIM nopaxkenueM LIHC (qactora B %)

N MOKa3aTeNnn Aég)ynna (n 5(3/)0 Alécr.pynna (n—4(()2
1 MpaMOpHOCTH KOYKHBIX TIOKPOBOB 3 6,0 9 22,5
2 ['eHepann30BaHHBIN IIMAHO3 1 2.0 3 7,5
3 AkponunaHo3 2 4.0 7 17,5
4 [TpUrIIymeHHOCTh CepACYHBIX TOHOB 4 8,0 16 40,0
5 ['TyXOoCTh cepAeYHbIX TOHOB 7 14,0 11 22,5
6 CHCTOMMYECKHUH IITyM Ha BEPXYIIKE Cep/Ia 8 16,0 19 47,5
7 CucTonmdeckuii IyM Ha OCHOBAaHHH CEPIIa 12 24,0 14 35,0
8 Axkuent Il ToHa HaJ JIErO4YHOM apTepuen 9 18,0 17 42,5
9 Taxukapaus 12 24,0 27 67,5
0 Il bpamxapmus 9 18,0 12 30,0

BersiBieHo, uto B ommuue ot 6onpHbIX | rpymmsl, Bo Il rpynmne mabmiopanachk Gonee BHICOKAs YacTOTA HATHYMS OIBIIIKH (COOTBETCTBEHHO

31,7% u 56,6%), iprdIeM OABIIIKA YCHINBATIACH IPU OECTIOKOHCTBE.

MpamopHOoCTb
NOKPOBOB

[eHep unaHo3

67,5
24,0 il
222 17,5 ] 18,0

AKpoumaHo3

mPaanl
HmPan2

Taxukapama bpagukapaua

Pucynok 1.4. Hacrora cumnromoB nzmenennit CCC y 60mpHbIX (%).
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Ha naHHO#1 iuarpamMme HarjisiHO MOXKHO YBHJIETb Ha CKOJIBKO
MeHsHch Knnandeckue npu3Haku CCC y HoBoposkaeHHbIX B [ 1 11
IpyIax, pa3JeleHHbIX B 3aBUCUMOCTH OT cTenenu nopaxenus [THC
(cpenHsis ¥ TsDKENasi CTETICHH).

MpaMOpHOCTs ~ KOXKHBIX IIOKpOBOB BcTpedamack y  6,0%
HOBOPOXICHHBIX | Tpymmel B TO BpeMms, KaK BCTPEYaeMOCTb
MpPaMOPHOCTH KOXHBIX ITOKPOBOB cocTaBimstia 22,5% Bo II rpymme;
reHepalIbHBII [IMaHO03 TaK)Ke BCTpedalics pexke B | rpyre, Hexesd yeM
Bo Il rpymme (2,0% u 7,5% cooTBeTCTBEHHO); akpoiraHo3 Bo 11 rpymme

BCTpeyasicsi HAMHOTO varie, 9eM B [ rpymme: 4,0% u 17,5%; Taxuxapaust
u Opamukapaus Bo I rpynme BbISBISUTUCH B 1Ba pa3a Oonblie yem B |
rpymme: Taxuxkapaus — 24,0% u 67,5%, 6pamukapaus — 18,0% u 30,0%
COOTBECTBEHHO.

MoxHOo caenars BBIBOA, uTo KnuHH4eckue mpusHaku CCC y
HOBOPOXKJICHHBIX 3HAYUTENBHO OTJIMYAIOTCA B Tpymax OOJBHBIX CO
CpemHEeH M TSDKENION CTENEHM TSKECTH NMEPUHATAIBHOTO MOPAKEHUS

LIHC.

47,5
40,0
27,5
14,0 150
8,0

mPanl
W Pan2

Mpwur. cepa. [nyxocTb cep. Cucrt. wym Ha Cucrt. wym Ha AKueHT Il ToHa
TOHOB TOHOB BEpXYyLUKe OCHOBaHUM Haf, ner. apT.
Pucynok 1.5. Yacrora ayckynbratuBHbIX n3MeHeHUH CCC y GOMBHBIX.
AycKynbTaTHBHBIE JaHHBIE CEPACYHOM CHCTEMBl BBIIBWIIM  CHCTOJNIMUECKMI IIyM Ha Bepxymke cepauma y 16,0% u y 47,5%,

3HAYUTENbHBIE OTIMYUS (PUCYHOK 2.5), TaKk NPUIITYIICHHOCThH
CepAEYHBIX TOHOB BBIIBILIACh ¥ 8,0% y 6ombHbIX I rpymmst u 40,0% y
nereit Il rpymmsl, Tayxocts cepaednsix ToHOB y 14,0% u y 27,5%,

CHCTONMYECKUH ITyM Ha OCHOBaHMHU cepiama y 24,0% u y 35,05%,
akuent Il Toma wHam merounoi aprepumeit y 18,0% um y 42,5%
cootBeTcTBEHHO B | 1 Il rpynmnax HOBOPOXK/IEHHBIX.

Ta6numa 2.6.
JlMHaMMKa NCUE3HOBEHUS MATOJIOTHIECKHX CUMITOMOB cO cTopoHbl CCC y GONBHBIX (B JHIX)

CUMNTOMBI
I rpynna II rpynma P
uano3 4,1+0,6 7,3£1,1 <0,01
['myxocTh TOHOB cepana 3,1+0,4 7,113 <0,01
CHcTONMYeCcKHi IIyM 5,1£0,6 7,2+1,0 >0,1
Taxukapaus 3,8+0,4 5,5+0,5 <0,01
Bpanukapnus 2,7+0,2 3,9+0,4 <0,01

[Ipumeuanue: P — 1ocToOBEpHOCTD PA3IUYUI MEXY FPYHIIAMH.

B xozme u3ydeHHMs IUHAMHMKH WCUYE3HOBEHHMS ITATOIOTMYECKHX
cuMnToMoB co cropoHsl CCC 'y HOBOPOXIEGHHBIX MHEPEHECIINX
nepuHaTansHoe nopaskenue LJHC pasnuunii Mexxmy rpynmaMu Obiam
JIOCTOBEPHBI TI0 IIaHO3Y KOTOPBIX ncue3an B I rpynme Ha 4,14+0,6 gueid,
Bo Il rpynme na 7,3+1,1 mHs, Tmyxocts TOHOB Ha 3,1+0,4 u Ha 7,1£1,3,

taxukapaus Ha 3,8+0,4 u Ha 5,5+0,5, Opamukapaus va 2,7+0,2 u Ha
3,940,4 nHel cooTBeTCTBeHHO TpymmaMm HaomoaeHus (P<0,01).
EMUHCTBEHHBIM HEIOCTOBEPHBIM DA3IMYHEM MEXIY TIpyIHamMu ObLI
TaKOH MaTOJOrMIECKUI CHMIITOM KaK CUCTOIMYECKHH IIyM - Ha 5,1+0,6
u Ha 7,2+1,0 mueii (P >0,1).

Tabmuma 1.7.

AHaNM3 9acTOTHI CEPACUHBIX COKPAIICHHE ¥ YaCTOThI JBIXAHMS y OOJBHBIX C IEPUHATAIBHBIM MOPAKeHUEM IEHTPAIbHOM HEPBHON CUCTEMBI.

Iokasatens I rpyrma II rpyrma P
YCC (B MunyTy) 111,453 122,6 £7,8 <0,05
Y1 (8 MunyTY) 46,432 52,2426 <0,05

[Ipumeuanue: P — 1ocToBEpHOCTD PA3IUYUI MEXTYy FPYHIIAMH.

IIposenennoe uccnenoBanne CCC y OOMBHBIX IIOKA3alo0, YTO y
OONBIIMHCTBA  OONBHBIX  TSDKEIOW  CTENEHBIO  MEepPHHATAIBHBIM
nopaxenueM LITHC, nmenocs 6onee Beipaxennsie Hapymerus CCC B

CPaBHEHMHM C TPYINIOM HOBOPOXKAECHHBIX CO CpPEAHEH CTENEHBIO
nopaxenus [THC.

BoiBoabl. Takum 00pazom, aHAINW3 KIMHUYECKUX CHHAPOMOB H
CHMIITOMOB, a TaKXKe MOKa3aTelleil HHCTPYMEHTAIBHBIX UCCIIEA0BAHUI
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MOKA3bIBAET, YTO y HOBOPOXICHHBIX B 3aBHCHMOCTH OT CTENEHH M B3POCIBIX, OTPHLATEILHO BIMATH Ha KAYECTBO JKU3HH,  TIPH MTO3JHEH
TSOKECTH  TNIEPUHATATLHON dHue(anonmatuyu, Hapymenus CCC B [IMAarHOCTHKE, MOXKET MPUBECTH K JIETCKOM MHBAIMIHOCTH.
JTabHEHIIIEM MOTYT OKa3bIBaTh BIMSTHUE HA COCTOSHUS 3/I0POBBS JIETEH
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AJITOPUTM PAHHEM U I[I/IQQEPEH].(I/IAJIJ)HOFI JUATHOCTHUKHA BPOHXHUAJIbHOMN ACTMbI, XPOHUYECKOM
OBCTPYKTUBHOMU BOJIE3HU JIETKUX U UX COYETAHUS
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AHHOTALIUA
Ha ceropmsimauii neHp, B IepHo/] NaHAEMHH, PECTUPATOPHBIE 3a001€BaHMS MIPEACTABIIIOT COOO0H HE TOIBKO MEAUIMHCKYIO, HO ¥ COIIMAIBHO-
SKOHOMHYECKOM Ipo0ieMy, KOTopas Hambosiee paclpoCTpaHeHa IO JAHHBIM BceMupHON opraHmM3anuy 3ApaBOOXPAHEHMS, «UHCIO JIOJCH,
cTpajaronmx OporxuansHOi actMoi (BA), coctaBmier 300 MHIIMOHOB, a XpoHHUYecKass oOcTpykTuBHas Oone3Hb jerkux (XOBJI) sBusercs
YEeTBEPTOH 0 3HAUMMOCTH NMPUYUHON CMEpTH». B KiIMHMYECKOH MpaKTHKe 9acTO BCTPEUYAIOTCs MAIUEHTHI C XapaKTEePHBIMU CHMIITOMaMH 00enx
HO30JIOTHYECKUX (OpM, YTO NPHUBOAUT K OMIPEJEICHHBIM TPYIHOCTSIM IHATHOCTHKM M JedeHus. HecMoTps Ha CXOXKECTb CHMITOMOB, 3TH
3a00JIeBaHMs Pa3IMYaAIOTCsl ¢ THCTOIOMMYECKOW TOUYKU 3PCHUS, XapaKTEePH3YIOTCS Pa3HbIMH (M3HOJIOTHYECKUMH HApPyLICHUSIMU U PA3THYalOTCS
KJIMHUYECKUMH TPOsIBICHUIMU. B HacTos1ee BpeMst OCHOBHasI 3a/iada CHEHAINCTOB - 3aMEJINTh NporpeccupoBanue 3adoneBanuii BA u XOBJI
U UX COYETAaHMs, YYUTHIBasi OCOOEHHOCTH MAaTOT€HETHYECKHX MyTel pa3BUTHsA 3a00JIeBaHHH, YIydIIEeHHEe KAauecTBO JKU3HHM IMALEHTOB H
MIPEAOTBPAIICHUE PA3BUTHSI OCTIOKHEHHS.
KuroueBble ci10Ba: OpoOHXHANBHAS aCTMa, XpOHHYECKasi 0OCTpYKTHBHAsI 00J1e3Hb Jierkux, OnpocHuk rocnutains Cesroro ['eopra.
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THE ALGORITHM OF EARLY AND DIFFERENTIAL DIAGNOSIS OF BRONCHIAL ASTHMA, CHRONIC OBSTRUCTIVE
PULMONARY DISEASE AND THEIR COMBINATIONS

ANNOTATION
Today, during the pandemic, respiratory diseases represent not only a medical, but also a socio-economic problem, which is the most common,
according to the World Health Organization. "The number of people suffering from bronchial asthma (BA) is 300 million, and chronic obstructive
pulmonary disease (COPD) is the fourth leading cause. death." In clinical practice, patients with characteristic symptoms of both nosological forms
are often found, which leads to certain difficulties in diagnosis and treatment. Despite the similarity of symptoms, these diseases differ from a
histological point of view, are characterized by different physiological disorders and differ in clinical manifestations. Currently, the main task of
specialists is to slow down the progression of asthma and COPD diseases and their combinations, taking into account the peculiarities of the
pathogenetic pathways of disease development, improve the quality of life of patients and prevent the development of complications.
Keywords: bronchial asthma, chronic obstructive pulmonary disease, St. George Hospital Questionnaire.

Nasirova Aziz Akbarovna

Pediatriya fakulteti ichki kasalliklar kafedrasi dotsenti
Samargand davlat tibbiyot universiteti,

Samarqand sh, O'zbekiston

BRONXIAL ASTMA, SURUNKALI OBSTRUKTIV O'PKA KASALLIGI VA ULARNING KOMBINATSIYASINI ERTA VA
DIFFERENTSIAL DIAGNOSTIKA ALGORITMI
ANNOTASIYA
Bugungi kunga kelib, pandemiya davrida nafas olish yo'llari kasalliklari nafaqat tibbiy, balki ijtimoiy-iqtisodiy muammo bo'lib, eng keng
tarqalgan Jahon sog'ligni saqlash tashkiloti ma'lumotlariga ko'ra, " bronxial astma (BA) va o'pkaning surunkali obstruktiv kasalligi (O’SOK) bilan
kasallanganlar soni 300 millionni tashkil giladi hamda o'lim ko’rsatkichi bo’yicha to'rtinchi o'rinda turadi. Klinik amaliyotda ikkala nozologik
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shaklning xarakterli alomatlari bo'lgan bemorlar tez-tez uchraydi, bu esa tashxis qo'yish va davolashda muayyan qiyinchiliklarga olib keladi.
Simptomlarning o'xshashligiga qaramay, bu kasalliklar gistologik nuqtai nazardan farq qiladi, turli fiziologik kasalliklar bilan tavsiflanadi va klinik
ko'rinishlarda farqlanadi. Hozirgi vaqtda mutaxassislarning asosiy vazifasi kasalliklarning rivojlanishining patogenetik yo'llarining xususiyatlarini
hisobga olgan holda BA va O’SOK kasalliklarining rivojlanishini va ularning kombinatsiyasini bemorlarning hayot sifatini yaxshilash va asoratlarni

rivojlanishining oldini olishdir.

Kalit so'zlar: bronxial astma, surunkali obstruktiv o'pka kasalligi, avliyo George kasalxonasi so'rovnomasi.

AxtyaisHocTh. XOBJI u BA 9TO  CaMOCTOSTCIIbHBIC
XpOHHYECKHe 3a00JIeBaHUS  JBIXATEIbHOW CHCTEMBI, OCOOEHHO
pacmpoctpanénnble B Mupe. OnpenenéHHble pa3audys B MPUHINNAX
nposeienuss BA un XOBJI umerorcs B KiIMHHKE 3a0oneBaHHs H
npodunakTuke M B TEPAlMH, NPU 3TOM HEKOTOPbIE M3 HUX HMEIOT
obmmit mpunmmn [41]. OnpepeneHHbIE BOMPOCH! SBIISTIOTCS Majo
W3y4eHHBIMH B TEPaNeBTHUECKOW IpakTHKe, B pabore maxe
HH()OPMHUPOBAHHOTO M CHEHHAINCTa 3TO CO3JaeT JOMOJHHUTEIBHBIC
TpyaHoctu[41].

Henp nccnenoanus. Pa3paboTarh 3JIEKTPOHHYIO MPOTpaMMy LISt
paHHEeH IUAarHOCTUKH M OLEHKU TSIKECTH TEUECHHs 3a00JeBaHHS Yy
6onpHbIX pu BA, XOBJL, u ux coueranuu.

Marepuajibl W MeTOAbl HcclefoBaHusA. [l omnpeneneHus
pecriupaTtopHOi (pyHKIMM A7 OLEHKH KauecTBa HM3HU MAUEHTOB C
BA u XOBJI ucnions3osancst OnpocHuk rocruraist Cesroro I'eopra (St.
George’s Respiratory Questionnaire (SGRQ)). 3ToT onpocHuK mporesn
MONHBIA IUKJI S3BIKOBOHM ajanTamuy W ObLT M3MEHEH IPH pacueTre
KOMITOHEHTOB.

Omnpocuuk 6b11 paspaboran B 1991 rogy B Gompaume CBsiTOro
l'eoprus B JloHmone. AHKeTa COCTOMT W3 3 dYacTeld, B KOTOPBIX
OLIEHUBAETCSI aCTOTA U TSHKECTh MMEIOIINXCSI IPU3HAKOB, (pH3pdecKas
aKTHBHOCTh M BO3/eiicTBHE OONE3HM HA SMOIMOHAIBHOE COCTOSHHE
MalUeHTa.

Hcxonas or cymMMbl OamioB NpH OTBETE HA BOIPOCHL, JAeT
XapaKTePUCTHKY O COCTOSHHUU 3[0POBBA OONBHBIX. [Ipn m3MeHeHMn
m000T0 MoKa3aTeNs Ha 4 eAMHUIIBI CINTACTCS KITMHIIECKH 3HAUHMBIM.
Bce 3Hauenms BeIpakeHBl B mponeHrax, rae 100% mnpencrasisier
Hauxyamee 3HadeHne, a 0% IpeacTaBiser ydiiee KadecTBO >KU3HU
[Jones PW, 1992; 2005].

«Obmiee Ka4ecTBO JKU3HM» OTPAXAaeT HETaTHBHOE BIIMSHUE
OosiezHn Ha olmiee cocTostHHe 370poBbs. Ilocne mepexoaupoBaHUs
«HMCXOJHOTO MaTepHaay OLEHKA KaXkKI0ro IOKa3aTels IPOBOAUTCS MO
100-6anpHOM IIKaje, YeM BEIIIE OLIEHKA, TeM Oojiee HEraTHUBHO 3TO
BIMSCT HAa KAa4eCTBO JKM3HM MAaIMeHTa. MUHUManbHas KIMHUYECKH
3HaUMMas pa3sHMIA 3aKIIOYaeTcss B TOM, 4TO JI000H IoKasarens
M3MEHSETCS] He MeHee 4eM Ha 4 Oaia.

INokazaTenb «KkadecTBO >KH3HW» OBUT M3y4YeH ULl ONpEeTICHHS
MIPHUCTIOCOOIIEMOCTH TAIeHTa K 3aboneBanuto. C 3TOH menbio ObLT
HCTIONB30BaH oreHOuHbIH TecT Ha XOBJI y manueHnToB ¢ couetanuem
XOBJI u BA + XOBJI. Bemmonnenne CAT-tecta 3aHIMaeT OUYSHb MaJIO
BPEMEHH, YTO SBISIETCS OYECHb YHOOHBIM JUIi TEpameBTOB, YTO
MO3BOJISIET Bpady OLEHHUTH Bce acnekTsl BiausiHusa XOBJI Ha 3m0poBre
OonbHBIX [11].

Jannbrii onpocauk CAT cocTouT U3 BOCBMH Map HEOJHO3HAYHBIX
yrBepxkaeHnil. K HuUM OTHOCSTCS MOAOOHBIE HIOAHCHI, 3aTPyJHEHHOE
IIBIXaHUEe, TaXHUITHOD, CHIDKCHHE AaKTHBHOCTH, YCTaJOCTh, BSJIOCTb,
cmabocts. bonmpHOMy mTpemaraercs OTBETUTh HAa BCE BOMPOCHI
MakcUManbHO 00bekTHBHO. Cymma OammoB 0 -10 ortcyrcrtBue
3a00JI€BaHMsI, HUYTO HE BIIMSAET HA KadeCTBO »ku3HH, oT 11 mo 20 -
HeBeIpakeHHOe, OT 21 mo 30 - 3HaumrtensHOe, 31-40 - oueHB
3HauuTeNnbHoe [11].

OmnpeneneHue TKECTH 3a00JIEBaHUS U CaMOKOHTPOJSI IMPHUCTyIa
BA onpenemstmun mpu momomu ACT — rtecrta. OmpocHUK mMeeT 5
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BOIIPOCOB M 5 BapuaHtoB orBeTa. llocie mpoBengenus ompoca
pe3ynbTaThl OTBETAa CYMMHPYETCS U BBIUHCIIETCS CIIOCOOHOCTH
0OJBHOTO KOHTPOJIHUPOBATH MPHUCTYIIHI BA.

25 GannoB yKa3bIBAIOT HA MOJHBIA KOHTPOJIb;

20-24 OGamnmoB  yka3zplBaeT Ha TO, 4YTO
KOHTPOJIMPYETCS, HO HE TIOJIHOCTHIO.

19 6annoB WM HIKE YKa3bIBa€T HA HEKOHTPOIUPYEMYIO aCTMY.

14 GamnoB winn MeHee OajUIOB yKas3bIBaeT Ha TO, YTO acTMa y
MAIMEeHTA BBIILIA U3-TI0/ KOHTPOJISL.

Pesyneratel  mccnenoBaHms. OTIMYUTENFHOM — OCOOEHHOCTHIO
COBPEMEHHON MEIWIIMHBI SIBISIETCS] HMPHOPUTETHOCTh COBPEMEHHBIX
TEXHOJIOTHH B JUArHOCTUKE U JICUCHUH 3a00I€BaHUM, YTO JOCTUTAETCS
3a CYET COBPEMEHHBIX TEXHHUYECKUX CPE/CTB.

B »sT10i1 cBA3M Hamu pazpaboTaHa U BHEAPEHA B KIMHHUYECKYIO
MIPAKTHUKY 3JIEKTPOHHO-BBIUUCIUTENbHAS IPOrPaMMa JUIsl OTIPEAEICHUS
TSDKECTH TEUCHUSI 3a00JI€BaHMS U OTIPEICIICHHS AbIXATEIbHON QyHKINH
y 6ompnbIx mpu BA, XOBJI, u ux coderanmu. [laHHas mporpamma
co3JaHa Ha OCHOBe aHKeTsI rocrutaist Caroro ['eopra (SGRQ) (pucl).
[Iporpamma mnpenHa3Haue€Ha [UIl YCOBEPIICHCTBOBaHMS paHHEH
mudpdepenmmansHoit  quarHoctuku  bA, XOBJI u  XOBJI+BA.
bnaromapst ankere SGR(Q MOXHO BBIIBUTH ITOKA3aTEIH KOMIIOHEHTOB
CHMIITOMOB, aKTUBHOCTH 3a00J€BaHMII M BIMSHMS 3a00JIeBaHMS Ha
00pa3 KU3HA OOJIEHBIX.

IIpm 3arpyske mporpaMMsl aBTOMaTHIECKH OTKPHIBAETCS OKHO, B
KOTOPOM BBICBEUHBAETCSI MEHIO OTOOPAXKAIOIIEe AHKETY.

Ilocne BBemeHMSI B MpOrpaMMy ONPEETICHHS TSKECTH TEUCHHS
3abosieBaHus MacnopTHEIX AaHHBIX manueHta (P.M.O., Bo3pact, mou,
azpec, AMArHo3) MPOBOJAMWICS 3allONHEHUE AHKEThI — MOJO0OHO, Kak
OTBeTHl MPH PEIICHWH TECTOBBIX 3aJaHui, B MEPCOHAIBHBIN
KoMmmbloTep. JlaHHas aHKeTa mMpouula TMOJHBIM IMKJ  SI3bIKOBOM
ajanTtaiy ¥ ObUla MOAM(UIMpPOBAHA TPU TOJCYETE KOMIOHEHTOB.
AHKeTa COCTOMT W3 3 4YacTeil, B KOTOPBIX OLICHMBACTCA YacTOTa H
TSKECTh CYIIECTBYIOMIMX CHMIITOMOB, (DM3UYECKass AKTUBHOCTh M
BIMsHUE 3a007€BaHMSI HAa SMOLMOHAIBHOE COCTOSIHUE IallMeHTa.
KommonenT «CHUMITOMBD) BBIYHCIISIETCS 110 MOJIOKHUTEIBHBIM OTBETAM
Ha 1-8 BOIpPOCH, KOMIOHEHT «AKTHBHOCTB» BBIUHCIIETCS IO
BonpocaM Ha 11 u 15 Bompockl, 1 KOMIOHEHT «BiustHre) BEIUUCTSAETCS
IO MOJIOKUTENFHBIM OTBeTaM Ha 9 -10, 14 BompocsL.

CymMmMa, paccyrTaHHasl IPH OTBETE HAa BCE BOMPOCHL, AT OOIIYIO
OLIEHKY COCTOSIHUSI 3/JOPOBbSI MAIIUCHTA.

OO0cy:xnenne. AHKeTa 3amloNHSIACH CAMHM  OOJBHBIM, TIPH
HEOOXOAMMOCTH HaMH 3a/[aBAJIUCh YTOUHSIOIINE M JOMOJHHUTEIbHBIC
BOIIPOCHL, 3aTPYAHEHUI IPU MPOBEACHUN AHKETUPOBAHUS IPAKTUIECKH
HE BO3HUKAJIIL

INocne 3aBepuieHns BBOAA OTBETOB Ha BOIPOCH! aHKETHPOBAHUS H
Hakatust kHomku OK, ocymecTBasieTcss pacdér U BBIBOAUTCS
3aKIIIOYCHHUE: JieTKas cTerneHb 3aboneBanus (o1 0 mo 20 Gaywios),
cpenHeTsbkenas creneHb (0T 21 1o 40 6ayuioB) u TsDKeNas CTerneHb (0T
41 no 60 6amoB).

OneHka MO JaHHOM NPOTpaMMe OIEHWBAETCA IO CIIEIYIOIIUM
kpurepusM. Jlerkas cremeHp 3abomeBaHmss ot 0-20 Oamios,
cpenHeTsbkenast crerneHb oT 21-40 GamnoB u Tshkenas cremneHb 41-60
6aos.

actMa  XOopomio
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Pucynok 1. ITporpamma st auddepenumansroit nuarHoctuku XOBJL, BA 1 ux coyeTaHuii.

B rpynne ¢ komopouanbiM TeuenueM BA u XOBJI (n=31) Gbuio
BbIIBIICHO 8 (25%) OonbHbIX c Jserkoil cremensto, 10 (32%) co
cpenHeTshkenoi creneHbio U 13 (41,9%) GonbHBIX C TSHKENMOH cTeneHn
3aboseBanus (puc.3).

ITpu MCHONIB30BaHUU AAHHOM HMPOrpaMMbl OBLIO BBIABICHO, YTO B
rpymne GompHbIX ¢ BA y 3 (8,57%) GOmBHBIX AMarHOCTHPOBAIACH
JerKasi crenenb, y 5 (14,28%) OONbHBIX CpeHEeTsDKeNas CTeneHb 1 27
(77,1%) GonbHBIX TsHKENast cTeneHs 3a0oneBaHus (puc 2).

[IpoBenennslit aHaJIN3 HCIIOJIb30BAHMSA IIPOrpaMMBbl
nmuddepennnansroit auarnoctuku XOBJI, BA u BA+XOBJI, nokasa,
410 cpeau 60ombHBIX BA npeobmanan Txenas crenens bA (77,1%), mpu
XOBJI yame ormevanach cpennsis crenens (51,4%) u npu coderanun
BA + XOBJI game BcTpedanuck OOJbHBIC TSXKENON cTeneHsio (41,9%),
YTO yKa3bIBaeT O OoJiee MO3/HEIl roCIUTaNM3aluK JaHHOW KaTeropuu
OONBHBIX M HEOOXOAMMOCTHM  TPOBEACHUS  ONTHMAJIBHBIX
KOPPUTUPYIOLIUX MEPOIPUATUIL.
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BosnbHbIe ¢ OPOHXMANIBHON acTMOM

Puc 2. Ananu3s 6onbHbIX ¢ BA o nporpamme quddepenimanbHoit muarHoctukd XOBJI, BA 1 ux coyeranuid.

ITpu npoBenenun uccnenoanus B rpymnne ¢ XOBJI (n=35), y 7 (20%) GonbHbIX onpeneneHa yerkas, y 18 (51,4%) cpennsst u'y 10 (28,6%)

GOJIBHBIX C TsKENas CTETNeHb 3a0oneBanus (puc.3).

60%
= 50%
<9
§ 40%
Z 30%
-]
| 20%
s
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0%
XOBJI+BA
XOBJI XOBJI+BA
® JIerkoil crencHu 20% 25%
B cpejHE TSHKEJION CTETeHH 51,40% 32%
TSKEIION CTEICHU 28,60% 41,90%

Puc 3. Ananuz 6onbabIX ¢ XOBJI 1 BA+XOBJI no nporpamme nuddepenimansaoit auarnoctuku XOBJI, BA u ux couetanui.

BoiBoabl. Takum  o0pa3zom, MpOBEAEHHOE  HCCIEIOBAHUE
MOATBEPANIIO, 9TO XPOHUIECKHE OOCTPYKTHBHBIE 3a00I€BaHUS JIETKIX
(XOBJI), 6porxunansHas actMa (BA) 1 ux couetaHust XapakTepu3y0TCs
Pa3INYHON CTENEHBIO TSHKECTHU TEUCHUS U CYIIECTBEHHO BIHSIOT Ha
KayeCcTBO KM3HM TAIMEHTOB. [IpUMeHEeHHe BaJUIUPOBAHHBIX
onpocHukoB — SGRQ, CAT u ACT — mno3Bonuino 0ObEKTUBHO
OLCHUTh CTENEeHb TSDKECTH CHMIITOMOB, YPOBEHb (hu3MUecKoii
aKTUBHOCTH ¥ SMOIIMOHAIBHOIO COCTOSTHMS, a TakKXKe BBIIBHTH
0COOCHHOCTH TEUCHUSI y PA3HBIX TPYIIT OOIBHBIX.

PazpaboranHast 21€KTpOHHAs MPOrpaMMa Ha OCHOBE ONPOCHHUKA
rocmtaist  Cearoro ['eopra  mpomeMOHCTpHpOBada  BBICOKYIO

KJIMHUYECKYI0 3((GEKTHBHOCTh U NPUMEHUMOCTh B TEPaNeBTHYCCKOM
npaktuke. E€ BHenpeHwe mo3Bosmiio OBICTPO M TOYHO IIPOBOJIHUTH
maddepeHIMabHyl0  IHarHocTUKy Mexay bA, XOBJI u  wux
COYCTAHHEM, a TaK)Ke CTPATU(UIMPOBATH MAILMEHTOB IO CTEHCHU
TsDKeCTH 3aboneBanust. Y OonmbHBIX ¢ BA wame auarnoctupoBanachk
Tsoxénas creneHb 3aboneBanmst, mpu XOBJI mpeoGmamama cpemmss
cTeneHs, a npu couetanun bA u XOBJI — npenmymiecTBeHHO TsKENas
(hopMa, YTO CBUZIETEIBCTBYET O MO3AHEM OOPAIICHUH 38 MEAULMHCKOM
MIOMOIIIBIO U TOTYEPKUBAET HEOOXOIMMOCTD PAHHETO BBISBIICHHS.
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AHHOTALIUA

Hecneundruecknii s3sennsiii konmut (HSAK) ocraercs ceromgms omHol M3 Hamboyiee aKTyalbHBIX HPOOJIEM TacCTPOIHTEPOJIOTHH. ITO
3a00JIeBaHUE MPEJCTaBIsET COOOM XPOHMYECKOE pPA3INTOe BOCHAICHUE CIU3UCTONH OOOIOYKM M IOJCIHU3UCTOrO CJOSI NPSMOH KHIIKH,
MIPOSIBIIAIONIEECS CIACAYIOMIMYI KIMHIYECKUMH CUMITOMAMHU: OOJIBIO B JKMBOTE, YAaCTHIM CTYJIOM, TEHH3MOM M JIOKHBIM CTYJIOM, ITOXYAQHHEM.
Taxoke HecTierMpUIECKUH I3BEHHBIH KOJIUT MOXKET COMPOBOXK/ATHCS Pa3INUHBIMU BHEKHUIICYHBIMH CUMIITOMAMH, YTO BBI3BIBAET ONPEACICHHBIC
TPYJHOCTH B PaHHEH IUArHOCTHKE M JICUeHHH dTOro 3aboneBanus. Hecnenudmuaeckuii ss3sennsiit konut (HAK) umeet MmemuIHCKOE 1 COLUATBHOE
3HAQUEHME, TAaK KaK BBI3BIBACT TSDKENIBIE OCIOXKHEHHS, IUIOXOH IIPOrHO3, TPYAHOCTH B JHATHOCTHKE M JICYCHHH. OTUAESMHOIOTUYECKHE
HCCIICZIOBAHNUS TIOKA3BIBAIOT, YTO rojoBas 3adoneBaemocts HAK cocrasmser 10,4-12 ciaydaes va 100 000 genoBek mpu pacpoCcTpaHEHHOCTH 35-
100 cirygaes Ha 100 000 genoBek.

B Hacrosimee BpeMsi pacripocTpaHeHHOCTh Hecnierududaeckoro s3serHoro koiuta (HSK) Bo Bcem mupe cocraBuser 50-230 cmygaeB Ha 100
000 genoBek. Exxeromusrit mpupoct uncna 6onpaeix HAK B Mupe cocraBmser 5-20 cirygaeB Ha 100 000 genosek. [1o BozpactaeiM rpynmam HAK
BCTpEYaeTCcsT BO BCEX BO3PACTHBIX TPYMIAX, HO OCHOBHAs 3a00JIeBaeMOCTh MPHUXOIUTCS Ha BO3pacTHyro rpymmy 20—40 mer. 3aboneBaHue
BCTpEUaeTCs ¢ OJMHAKOBOM 9aCTOTOM Cpey My>KYUH M xeHIH. CMepTHOCTS npH nuarao3e HSK B Tom uncie 6 cioydaes Ha | MIIH 4enoBeK B
MHpe.

B Hacrosiee Bpemst ocHOBHO# yniop B matorene3e HSK nemaercst Ha IMMyHHYIO cHCTEMy OpTaHH3Ma.

B mepBbIX HCClCOBaHMAX HAapyLICHWII MMMYHHOW CHCTEMBI Ipu Hecreuuduueckom si3BeHHOM Komure (HSK) oOHapykeHHe 371eMEHTOB
TUM(GONUTHON TKAaHM CIM3UCTON OOOJOUKM KHIIEYHWKA CBUACTEIHCTBYET O HAPYIICHUSIX MMMYHHOTO craryca opraHmsma. Hammume B Takmx
UHQUIBTPATaX IUIA3MAaTHYECKUX KIETOK, S03HHO(GHIOB, I'PAHyJIOLUTOB, 0a30()HIOB CBHJIETENLCTBYET 00 U3MEHEHHSX B MMMYHHOH CHCTEME,
YBEIHYCHUE KOIMYECTBa MaKpO(haroB CBHIACTEILCTBYET O (haronuTapHOH akTUBHOCTH. V3ydeHne ocOOCHHOCTEH N3MEHEHII NMMYHHON CHCTEMBI
B 3aBHCHMOCTU OT TSXKECTH M (opMbI 3a00ieBaHUS, AKTHMBHOCTH IATOJIOIMYECKOTO IIPOIecca B TOJICTOH KHIIKE, pa3paboTKa KIMHUKO-
HMMYHOJIOTHYECKHX KPUTEPHUEB AUArHOCTHKH, MPOTHO3UPOBAHKE ITOCIIEICTBUH 3a00sIeBaHNs, pa3paboTKa MPUHINIIOB MIMMYHOKOPPUTUPYIOIIEi
Tepamyy B HACTOSIIEE BPEMsI CIUTAIOTCS aKTYaIbHBIMH.

KimroueBble c10Ba: UMMYHHUTET, TOJICTAst KHIIKA, HIMMYHOKOPPEKIHS, TMM(OLIUTHI, FTeHETHYECKas! IPeapacIioI0KeHHOCTb.
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THE INFLUENCE OF CLINICAL AND IMMUNOLOGICAL ASPECTS ON THE DEVELOPMENT OF ULCERATIVE COLITIS
ANNOTATION

Nonspecific ulcerative colitis (NUC) remains one of the most urgent problems of gastroenterology today. This disease is a chronic diffuse
inflammation of the rectal mucosa and submucosal layer, manifested by the following clinical symptoms: abdominal pain, frequent bowel
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movements, tenism and false stools, weight loss. Also, nonspecific ulcerative colitis can be accompanied by various extraintestinal symptoms,
which causes certain difficulties in the early diagnosis and treatment of this disease. Non-specific ulcerative colitis (NUC) is medically and socially
important, as it causes severe complications, poor prognosis, and difficulties in diagnosis and treatment. Epidemiological studies show that the
annual incidence of NUC is 10.4-12 cases per 100,000 people, with a prevalence of 35-100 cases per 100,000 people. NUC is three times more
common than Crohn's disease.

Currently, the prevalence of non-specific ulcerative colitis (NUC) in the whole world is 50-230 cases per 100,000 people. The annual increase
in the number of patients suffering from NUC in the world is 5-20 cases per 100,000 people. By age group, NUC occurs in all age groups, but the
main incidence is in the 20-40 year age group. The disease occurs with the same frequency among men and women. The death rate with the diagnosis
of NUC, including 6 cases per 1 million people in the world. At present, the main emphasis in the pathogenesis of NCD is on the body's immune
system. In the first studies of immune system disorders in non-specific ulcerative colitis (NUC), the finding of lymphoid tissue elements of the
intestinal mucosa indicates disturbances in the immune status of the body. The presence of plasma cells, eosinophils, granulocytes, basophils in
such infiltrates indicates changes in the immune system, an increase in the number of macrophages indicates phagocytic activity. Studying the
characteristics of changes in the immune system depending on the severity and form of the disease, the activity of the pathological process in the
large intestine, developing clinical and immunological diagnostic criteria, forecasting the consequences of the disease, and developing the principles
of immunocorrective therapy are currently considered relevant.

Keywords: immunity, colon, immunocorrection, lymphocytes, genetic predisposition
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NOSPESIFIK YARALI KOLITNING RIVOJLANISHIGA KLINIK VA IMMUNOLOGIK KO'RSATKICHLARNING
AHAMIYATI
ANNOTATSIYA

Nospesifik yarali kolit bugungi kunda gastroentrologiyaning eng dolzarb muammmolaridan biri bo‘lib golmoqgda. Ushbu kasallik to‘g’ri ichak
shilliq va shilliq osti qavatining surunkali diffuz yallig’lanishi bo‘lib, quyidagi klinik belgilar bilan namoyon bo‘ladi: qorinda og’riq, ichning suyuq,
qon aralash tez-tez kelishi, tenizm va yolg’on chaqiruvlar, tana vaznining kamayishi bilan namoyon bo‘ladi. Shuningdek, nospesifik yarali kolit
turli xil ichakdan tashqari belgilar bilan kechishi mumkin, bu esa ushbu kasallikning erta tashxisi va davolashda muayyan qiyinchiliklar keltirib
chiqaradi. Nospesefik yarali kolit (NYaK) tibbiy va ijtimoiy jihatdan muxim ahamiyatga ega, chunki bu kasallikning og’ir asoratlari, yomon
prognoz, diagnostika va davolashdagidagi giyinchiliklarni yuzaga keltiradi. Epidemiologik tadqiqotlar shuni ko'rsatadiki, NYaK bilan yillik
kasallanish 100,000 kishiga 10,4-12 holatni tashkil etadi, tarqalish darajasi esa 100,000 kishiga 35-100 holatni ko'rsatadi.

Hozirgi kunda butun dunyoda nospesifik yarali kolit (NYaK) tarqalishi — 100 ming aholiga 50-230 holat to‘g’ri keladi. Dunyoda NYaK bilan
og’rigan bemorlarning yillik o‘sishi 100 ming aholiga 5-20 holatni tashkil giladi. NYaK yosh guruhlari bo‘yicha barcha yosh guruhlari orasida
uchraydi, lekin asosiy kasallanish 20-40 yoshga to‘g’ri keladi. Kasallik erkaklar va ayollar orasida bir xil chastotada uchraydi. NYaK tashxisi bilan
o‘lim ko‘rsatkichi, shu jumladan dunyoda 1 million aholiga 6 ta holatni tashkil giladi.

Hozirgi kunda NYaKning patogenezida asosiy urg’u organizmning immun sistemasiga qaratilgan.

Nospesifik yarali kolit (NYaK) da immun tizimining buzilishlari o‘rganishlarning ilk tadqiqotlariga ichak shilliq qavatining limfoid to‘qima
elementlarining topilishi organizmdagi immun holatidagi buzilishlardan dalolat beradi. Bunday infiltratlarda plazmatik hujayralar, eozinofillar,
granulotsitlar, bazofillar topilishi immun tizimidagi o‘zgarishlarga, makrofaglar miqdorining oshishi fagositar aktivlikdan dalolat beradi.
Kasallikning og'irligi va shakliga qarab immun tizimidagi o'zgarishlarning xususiyatlarini o'rganish, yo'g'on ichakdagi patologik jarayonning
faolligi, klinik va immunologik diagnostika mezonlarini ishlab chiqish, kasallik oqibatlarini prognozlash, immunokorrektsiyalovchi terapiya
tamoyillarini ishlab chiqish hozirgi vaqtda dolzarb hisoblanadi.

Kalit so'zlar: immunitet, yo'g on ichak, immunokorreksiya, limfositlar, genetik moyillik

Relevance. Recent studies confirm the importance of changes in the To study the state of functional activity of natural killer cells (NKC)
immune system in nonspecific ulcerative colitis (NUC), which makes it in patients with NUC at various degrees of severity and forms of the
relevant to study the characteristics of these changes depending on the  disease.

severity and form of the disease. The purpose of this study is to develop To study the effectiveness of treatment of ulcerative colitis using
clinical and immunological characteristics and principles of immunocorrective agents.
immunocorrective therapy for NUC. This study has practical significance, as it will allow the

Changes in the immune system in nonspecific ulcerative colitis are ~ development of more effective methods for diagnosing and treating
also confirmed by clinical studies. This is confirmed by seasonality, =~ NUC, taking into account differences in the immune response in
hereditary genetic predisposition, increased individual sensitivity of the — patients with different degrees of severity and forms of the disease.
body to food, imbalance in the fraction of proteins in the body, increased Materials and methods of research. This study included the
globulins, effectiveness of immunodepressants, as well as toxic-allergic ~ observation of 96 patients with ulcerative colitis in the acute phase in
complications of aphthous stomatitis, iridocyclitis, arthritis, erythema  the gastroenterological department of City Medical Association No. 1
nodosum, gangrenous pyoderma, autoimmune hemolytic anemia, in Samarkand. The average age of the patients was 15-67 years, among

thrombocytopenic purpura. whom there were 49 men and 47 women. All patients underwent a
Purpose of the study: To achieve this goal, the following tasks  standard examination, including biochemical, radiological, endoscopic
have been identified: (sigmoid-fibroscopy, colonofibroscopy), immunological,
To identify the features of changes in the cellular and humoral  bacteriological and histological examination of intravital colon biopsies.
immunity in patients with NUC of varying severity and depending on The control group included 25 practically healthy individuals aged
the form of the disease. 17 to 56 years. As a result of the analysis, 59.4% of patients had a

chronic relapsing form of NUC, 36.4% had a chronic continuous form,
and only 4.2% had an acute form of the disease. A mild course was
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typical only for the chronic relapsing form in 20% of patients, moderate
in 56.3%, and severe in 22.9%.

Separation of patients according to the courseof the

disease
Acute form 4,20%
chronic recurrent form 36,40%
chronic continuous form 59,40%
0,00% 10,00% 20,00% 30,00% 40,00% 50,00% 60,00% 70,00%

The course of nonspecific ulcerative colitis

The assessment of immune status was carried out in accordance with
accepted diagnostic standards. The absolute and relative content of T-
lymphocytes,  subpopulations of  theophylline-resistant  and
theophylline-sensitive cells, the state of the B-link of the immune
system, the concentration of immunoglobulins of classes A, M, G, the
number and functional activity of natural killer cells were determined.
The obtained data were processed statistically.

Research results.A study of patients with mild ulcerative colitis
showed the following results:

- In the study group of 46 patients, other diseases were detected in
20 (9.2%) of them, such as chronic cholecystitis, 13 (5.98%) patients
with chronic pancreatitis, 11 (5.06%) patients with chronic hepatitis and
2 patients with acute appendicitis.

Despite the presence of concomitant diseases, in most patients the
symptoms of ulcerative colitis were identified after a thorough
questioning and examination.

- All patients had a chronic relapsing form of the disease with a
disease duration of 1 to 14 years.

- Analysis of the immune status of this group showed a decrease in
the relative number of lymphocytes and a decrease in the relative
number of T-lymphocytes, as well as an increase in the relative and
absolute number of B-lymphocytes. Indicators of humoral immunity
were also changed, with an increase in the concentration of IgE and IgA,
as well as an increase in the content of IgM compared to the control
group.

- The functional activity of natural killer cells showed only a
tendency to decrease.

Thus, in patients with mild ulcerative colitis, changes in the immune
system are characterized by a decrease in T-lymphocytes, an increase in
B-lymphocytes and immunoglobulins of class A and M. These changes
can serve as diagnostic criteria for a chronic relapsing form of NUC with
a mild course.

A study of patients with moderate ulcerative colitis revealed the
following features:

- In 54 patients among the study patients, a moderate course of NUC
was identified, among which 39% had a chronic continuous form of the
disease, and 61% had a chronic relapsing form.

- Analysis of the immune system of these patients showed a
decrease in the number of T-lymphocytes, T-helpers and T-suppressors.
At the same time, an increase was noted in B-lymphocytes. This
indicates a deficiency of the T-immune system and an imbalance
between T and B cells.
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- The level of immunoglobulins IgA and IgM was also increased in
these patients, and the IgM content was 2.3 times higher than in the
control group. The IgA concentration tended to increase by 1.7 times.

- Patients with moderate NUC showed the lowest levels of T-cell
immunity with a predominant decrease in T-suppressors. This immune
deficiency is accompanied by a more pronounced clinical picture of the
disease.

A study of patients with severe NUC confirmed the following
results:

- Severe disease was observed in 22 patients. Against the
background of normal indicators of the number of lymphocytes in the
peripheral blood, a sharp decrease in T-lymphocytes was detected.

- As in the case of a moderate course, there is a decrease in the
number of T-helpers and T-suppressors, accompanied by an increase in
the number of B-lymphocytes.

- The level of immunoglobulins IgA and IgM was also increased.
IgM levels increased up to 3-7 times compared to the control group.

Thus, patients with nonspecific ulcerative colitis of moderate and
severe severity are characterized by a decrease in the T-cell component
of immunity, a deficiency of the T-system, as well as an increase in the
level of immunoglobulins IgA and IgM. These changes indicate serious
disorders of the immune system and may contribute to the development
of more pronounced clinical manifestations of the disease.

This study showed that changes in the immune system of patients
with ulcerative colitis (NUC) correlate with the severity of the disease
and the activity of the pathological process. Even with mild NUC
severity, changes in cellular and humoral immunity, as well as low
functional activity of natural killer cells (NK) were detected. With an
increase in the severity of the disease and the prevalence of the
pathological process in the colon, a deepening deficiency of the T-
immune system was observed, which was accompanied by the
development of autoimmune reactions and systemic lesions of various
organs, including the gastrointestinal tract, liver, heart and blood.

Conclusions: Main conclusions of the study:

1. Disturbances in the immune system (cellular and humoral
immunity) in patients with NUC depend on the form of the disease, its
severity and the activity of the pathological process.

2. Low functional activity of the NK indicates a severe course and
unfavorable prognosis of the disease, and is a criterion for diagnosing
its severity.

3. Determination of the state of the immune system (cellular and
humoral immunity), as well as the functional activity of NK, can be used
to determine the form and severity of NUC.
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4. Tt is recommended to determine the individual sensitivity of T- Thus, understanding the changes in the immune system in NUC and
lymphocytes to immunomodulatory drugs for more differentiated their relationship with disease severity may be useful for the
therapy. development of individualized methods for diagnosis and therapy of this

condition.
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AHHOTALIUA
B crarbe paccmarpuBaercs pons obmiero IgE n nutokunoB NJI-6 1 UDH-y B pa3paboTke HOMOTHUTENBHBIX KPUTEPHUEB PAaHHEH TMArHOCTUKH,
MIPOTHO3UPOBAHMSA H JICUCHHS 3200JIeBaHMs Y OONBHBIX CeMeHON OpoHXnaIbHON acTMOM. MccnenoBanue mpoBOAMIOCH C yUacTheM 82 4eloBeK,
CTpafaroux OpoHXHANbHOU acTMoil. B manHOM ciydae ompenensiin obummit IgE, NJI-6 u uatepdepon-y B ceiBopoTKe KpoBu MeTogom UDA ¢
WCTIOJIB30BaHueM TecT-cucTeMbl «Bekrop-bect». [IpoBenen ananus yposueit obmero IgE, NJI-6 u uarepdepoHa-y, onpeneysieMpIX B CBIBOPOTKE
KPOBH JIUI] U3 CEMEH C HACTICICTBEHHOH MPEIpacloOKECHHOCTBIO K CEMEHHOI OpOHXHAFHON acCTME, B 3aBUCHMOCTH OT IMaTOr€HETUIECKUX TUIIOB
OpOHXMaNbHOW aCTMBI, CTaguil 3a00JIeBaHUSA, UINTEIBHOCTU TEUCHUS M YPOBHS KOHTpois 3aboneBanus. Ilokazano, uro crammu, ¢oOpMBI,
JUTNTETBHOCTH 3a00JICBaHMSI M YPOBEHb KOHTPOJS 3a00JI€BaHMS NPU CeMEfHOW OpOHXMANBHOI acTMe MOTyT ObITh HCIIOIBb30BAHBI B KAaUECTBE
JIOTIOTHUTENIBHBIX KPUTEPHEB TMArHOCTUKH, IPOrHO3UPOBAHMS H JICUSHUSI 3a00I€BaHMSI.
KuroueBble ciioBa: cemeiinas OpoHxuanbHas actMa, ooumit IgE, WJI-6, uaTepdepon-v.
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State Medical University. Samarkand, Uzbekistan

STUDY OF CYTOKINE LEVELS IN FAMILY BRONCHIAL ASTHMA

ANNOTATION
The article considers the importance of total IgE and IL-6, [FN-y cytokines in the development of additional criteria for early diagnosis, prognosis
and management tactics in patients with familial bronchial asthma. The study was conducted on 82 individuals with bronchial asthma. In this study,
total IgE, IL-6 and interferon-y were tested in serum using the IFA method using the Vector-Best test system. The levels of total IgE, IL-6 and
interferon-y detected in the serum of individuals from families with a hereditary predisposition to familial bronchial asthma were analyzed in relation
to the pathogenetic types of bronchial asthma, stages of the disease, duration of the disease and the degree of disease control. It is shown that the
stages of progression of familial bronchial asthma, types, duration of the disease and the level of disease control, as well as the different
manifestations of the content of total IgE, IL-6, interferon-y, can be used as additional criteria for the diagnosis, prognosis and management tactics
of the disease.

Keywords: familial bronchial asthma, total IgE, IL-6, interferon-y.
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OILAVIY BRONXIAL ASTMA KASALLIGIDA SITOKINLAR DARAJASINI O’RGANISH
ANNOTATSIYA
Magqolada oilaviy bronxial astma bilan xastalanganlarda kasallikni erta tashxislash, bashoratlash va boshqaruv taktikasining qo‘shimcha
mezonlari ishlab chiqishda umumiy IgE va IL-6, IFN-y sitokinlari ahamiyati ko‘rib chigilgan. Tadqiqot bronxial astma bilan xastalangan 82 nafar
shaxslarda olib borilgan. Bunda «Vektor-Best» test — sistemasidan foydalanib IFA wusuli bo‘yicha qon zardobida umumiy IgE, IL — 6 va
interferon - y tekshirilgan. Oilaviy bronxial astmaga irsiy moyil bo’lgan oiladagi shaxslar qon zardobida aniqlangan umumiy IgE, IL—6 va interferon-
v miqdorini bronxial astma kasalligining patogenetik turlari, kasallik pog‘onalari, kasallikning davomiyligi va kasallik nazorat gilinish darajasi
bo‘yicha tahlili o‘tkazilgan. Bunda oilaviy bronxial astmaning kechish pog‘onalari, turlari, kasallik davomiyligi va kasalligi nazorat
darajasida umumiy IgE, IL — 6, interferon-y miqdorini turlicha ko’rinishlari kasallikni tashxislash, bashoratlash va boshqaruv taktikasining
qo‘shimcha mezonlari sifatida qo’llanilshi mumkinligi ko‘rsatilgan.
Kalit so‘zlar: oilaviy bronxial astma, umumiy IgE, IL—6, interferon-y.
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Dolzarbligi. Bronxial astma (BA) geterogen patogenezli kasallik
hisoblanib, uning asosida immunologik va noimmunologik
mexanizmlar yotadi. Bu umumiy patogenetik zveno birlashganda
bronxlarga zararli ta'sir ko'rsatadigan allergiya meditorlari ajraladi Turli
kasalliklarning patogenezida sitokinlarning rolini o'rganish zamonaviy
tibbiyotning eng yangi yo'nalishlaridan biridir. Qon va boshqa tana
suyugliklarida sitokinlarning kontsentratsiyasini aniqlash prognostik
ahamiyatga ega. Kasallikning og'irligini baholash va uning kechishini
bashorat qilish uchun kasallikning dinamikasida yallig'lanishni
kuchaytiruvchi va yallig'lanishga qarshi sitokinlarning kontsentratsiyasi
aniqglanadi. So'nggi yillarda sitokin ishlab chiqarish darajasini aniglash
usullarini ishlab chiqish tufayli ma'lum sitokinlarning insonning
salomatlik va kasallikdagi rolini tushunishda sezilarli yutuqlarga
erishildi. Bronxial astma (BA) bilan og'rigan bemorlarda qon zardobida
sitokinlarni o'rganishga bag'ishlangan bir qator tadqiqotlar o'tkazilgan.
Qon zardobida bir qator sitokinlarning darajasining ortishi tasdiglangan.
Biroq, ba'zi mualliflar qon zardobidagi sitokinlar darajasi va
kasallikning kuchayishi o'rtasidagi bog'liqlik haqida ishonchli dalillarga
ega emaslar. Aynigsa oilaviy bronxial astmani tashxislash, kasallik
kechishini bashoratlash va nazorat darjasini aniglash mezonlari sifatida
sitokinlarning ahamiyati haqida yetarlicha ma’lumotlar kamchilikni
tashkil qiladi.

Shu sababli o°zbek populyatsiyasida oilaviy bronxial astmaga irsiy
moyil bo’lgan oiladagi bemorlarni tashxislash, bashoratlash va
boshqaruv taktikasin o‘rganishda immunologik tahlillarning rolini
muhim hisoblanadi.

Tadqiqot magsadi. Oilaviy bronxial astma kasalligida umumiy
IgE va IL-6, IFN-y sitokinlari ahamiyati o’rganish.

Tadqiqot materiallari va usullari. Bronxial astma bilan og'rigan
82 nafar bemorlarning qon zardobidagi umumiy IgE va IL-6, interferon-
vy darajasi o’rganildi.

100%

LN

Umumiy IgE ME/ml

Tadqiqotga kiritilganlarni yoshi 10 -67 yosh [o‘rtacha 37,04 yosh]
bo'lib, ulardan 39 nafari (47,56%) erkaklar va 43 nafari (52,44%)
ayollardir.

Oilada bronxial astma xastaligini aniqlash maqsadida oiladagi
barcha shaxslar keng qamrovli klinik, funktsional va laboratoriya
tekshiruvlaridan o’tkazildi. Bemorlarni tekshirish JSST xalqgaro tasnifi
(XKT-10 qayta ko’ruvi asosida) va BA ni davolash va oldini olish
bo’yicha global strategiya (GINA, 2024) diagnostik mezonlariga
muvofiq amalga oshirildi.

Oiladagi  shaxslarda  immunologik tahlillar ~ O‘zbekiston
Respublikasi Fanlar akademiyasi Inmunologiya va immunodiagnostika
instituti laboratoriyasida o‘tkazildi. Bunda qon zardobidagi INF-g va
IL-6 darajasini aniqlash IFA usulida amalga oshirildi.

Nazorat guruxi uchun yoshi 17 — 62 yil ( o’rtacha 28,64) bulgan 21
nafar (11 nafar erkak va 10 nafar ayol) amaliy sog’lom shaxslar
tekshirildi.

Olingan ma’lumotlarning statistik ishlovi natijalari Rentum — IV
kompyuterida «Microsoft Excel» dasturi yordamida bajarildi.

Natija: Dastlab oiladagi shaxslarda tadqiqot uchun tanlangan
shaxslardan bronxial astma bilan xastaligi aniglangan bemorlarda
immunolgik tekshirish o‘tkazildi. Olingan natijalardan tahlil qilib aytish
mumkinki, oilaviy BA bilan kasallangan bemorlarda yallig‘lanishni
yuzaga keltiruvchi va yallig‘lanishga qarshi sitokinlar parametrlari qon
zardobida umumiy IgE, IL-6 va interferon-y mahsulotli
immunokomponent hujayraning ko‘payganligini ko‘rsatadi. Oilaviy
BA bilan kasallangan bemorlarning pereferik qon zardobida umumiy
IgE, IL-6 va interferon-y miqdorlari (mos ravishda 295,94+21,91
ME/ml; 13,8340,98 pg/ml; 7,07+0,40 pg/ml gacha) nazorat guruhidagi
ko‘rsatkichdan (mos ravishda 67,2+16,44 ME/ml; 8,6+2.4; 4,4+0,8
pg/ml) ishonchli darajada oshganligi qayd qilindi (mos ravishda
p<0.001, p<0,01, p<0,05) (1-rasm).

Umumiy IgE p<0,001.
Interferon-y p<0,01,
Interleykin—6 p<0,05

u Nalzl‘(;r%?émﬂhi | Asosiyflgh%fﬁron_v pg/m|

1-rasm. Oilada bronxial astma bilan xastalanganlar qon zardobida umumiy IgE, IL—6 va interferon-y ko‘rsatkichlari

Bemorlarda o‘tkazilgan immunolgik tekshirish natijalari asosida
oilaviy BA ning patogenetik turlari bo‘yicha bemorlar pereferik qon
zardobida aniqlangan umumiy IgE, IL-6 va interferon-y ishlab
chiqarish darajasi o‘rganildi. Bunda oilaviy BA ni allergik turi bilan
xastalangan bemorlarning pereferik qon zardobidagi umumiy IgE, IL-6
va IFN-y miqdori (mos ravishda 564,2+72,04 ME/ml; 18,3+1,3 pg/ml;
5,1£0,12 pg/ml) nazorat guruhidagi shaxslar ko‘rsatkichidan (mos
ravishda 67,2+16.44 ME/ml; 8,6+2,4 pg/ml; 4,4+0,8pg/ml) statistik
jihatdan ishonchli oshganligi qayd qilindi (p<0.001, p<0.05).

Oilaviy BA ni noallergik turi bilan xastalangan bemorlarning
pereferik qon zardobidagi umumiy IgE, IL-6 va IFN-y miqdori (mos

Aralash BA "7,%'8

ravishda 156,4+21,5 ME/ml; 11,3£1,06 pg/ml; 8,9+1,08 pg/ml) nazorat
guruhidagi shaxslar ko‘rsatkichidan (mos ravishda 67,2+16.44 ME/ml,;
8,6+2.,4 pg/ml; 4,4+0,8pg/ml) ishonchli darajada oshganligi qayd etildi
(p<0.01, p<0.05).

Oilaviy BA ni aralash turi bilan xastalangan bemorlarning pereferik
qon zardobidagi umumiy IgE, IL-6 va IFN-y miqdori (mos ravishda
312,9+44,23 ME/ml; 14,8+1,23;7,87+1,28 pg/ml) nazorat guruhidagi
shaxslar ko‘rsatkichidan (mos ravishda 67,2 £16.44 ME/ml; 8,6+2.4;
4,4+0,8 pg/ml) ishonchli darajada oshganligi aniglandi (p<0.001,
p<0.05) [2-rasm].

312,9
; 3
Noallergik BA B d& vaes 1564
Allergik BA B¥5 1 564,2
Nazorat guruhi £ zﬁzﬁ 67,2
0 100 200 300 400 500 600
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Izoh: natijalar ishonchliligi nazorat guruhdagilarga nisbatan olingan ( p<0,001, p<0,01, p<0,05)
2-rasm. Bronxial astma kasalligini klinik-patogenitik turlarida umumiy IgE, IL—6 va interferon-y ko‘rsatkichlari
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Oilaviy BA bilan kasallangan bemorlarda IgE, IL-6 va IFN-y
mabhsulotlari darajasini o‘rganishdan ma’lum bo‘ldiki, kasallikning
barcha patogenetik turlaridan qat’iy nazar periferik qondagi
yallig‘lanishni yuzaga keltiruvchi IgE va sitokinlarining miqdori yuqori
darajada ekanligini ko‘rsatdi. Pereferik qon zardobida IgE, IL-6 va IFN-
v miqdori allergik (mos ravishda 564,2+72,04 ME/ml; 18,3£1,3 pg/ml;
5,1£0,12 pg/ml), noallergik (mos ravishda 156,4+21,5 ME/ml;
11,3+1,06 pg/ml; 8,9+1,08 pg/ml) va aralash (mos ravishda
312,9+44,23 ME/ml; 14,8+1,23; 7,87+1,28 pg/ml) patogenetik turlarida
statistik  jihatidan (p<0,001, p<0,01, p<0,05) ishonchli farq
kuzatilganligi gayd qilindi. Bu esa oilaviy BA patogenezida
immunologik mexanizmlarga oid keltirilgan ma’lumotlar tashxis
qo‘yishga yangicha differentsiallashgan yondoshuvni va nafas yo‘llari
yallig‘lanish kasalliklarining rivojlanishini to‘xtatuvchi patogenetik
davolashni tavsiya qilish uchun asos bo‘la oladi. Pereferik qon
zardobidagi aniqlangan umumiy IgE ning eng yuqori ko‘rsatkichi
kasallikni allergik turida (564,2+72,04 ME/ml) qayd qilinishi erta
diagnostik immunologik marker ekanligini tasdiglaydi. Oilaviy BA
allergik turida kasallikning boshqa turlariga nisbatan solishtirganda

bemorlar pereferik qon zardobidagi IL-6 miqdorini oshishi, interferon-
v miqdori kamayishi kasallikni patogenetik turlarini farqlashda qiyosiy
tashxisot markeri bo‘lishligi ko‘rsatildi.

Oiladagi BA Dbilan xastalangan bemorlarda aniqlangan
immunologik ko‘rsatkichlarini kasallikning kechish pog‘onalari
bo‘yicha baholandi. Oilaviy BA ni og‘irligi bo‘yicha kasallikni barcha
pog‘onasi bilan xastalanganlarda pereferik qon zardobida umumiy IgE,
IL-6 va IFN-y miqdorlari sezilarli darajada oshganligi qayd qilindi.
Kasallikni I — pog‘onasida (mos ravishda 311,1+32,4 ME/ml; 18,2+2,9
pg/ml; 7,2+1,1 pg/ml) nazorat gurhida (mos ravishda 67,2 +16.44
ME/ml; 8,6+2,4; 4,4+0,8 pg/ml), I — pog‘onasida (mos ravishda
262,6£21,3 ME/ml; 17,7£2,1 pg/ml; 7,8+0,9 pg/ml) nazorat gurhida
(mos ravishda 67,2 +16.44 ME/ml; 8,6+2,4; 4,4+0,8 pg/ml), III —
pog‘onasida (mos ravishda 171,6+18,6 ME/ml; 14,5+2,7 pg/ml; 8,9+1,4
pg/ml) nazorat gurhida (mos ravishda 67,2 +£16.44 ME/ml; 8,6+2.4;
4,440,8 pg/ml), IV — pog‘onasida (mos ravishda 132,3+£12,7 ME/ml,
12,3+1,9 pg/ml; 9,6+1,2 pg/ml) nazorat gurhida (mos ravishda 67,2
+16.44 ME/ml; 8,6+2.4; 4,4+0,8 pg/ml) ko’rsatkichlar qayd gilinganligi
aniqlandi (p<0,001, p<0,01, p<0,02, p<0,05) [3 — rasm].

Izoh: farqlar nazorat guruhi ko ‘rsatkichlariga
nisbatan ahamiyatli
(<0,05, p<0,02, p<0,01, p<0,001).
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3-rasm. Oilada bronxial astmani kechish og‘irligi ko‘ra umumiy IgE, IL—6 va interferon-y ko‘rsatkichlari

Shunday qilib, oilaviy BA bilan xastalanganlarda kasallik kechish
pog‘onalarining ortib borishi bilan bemor qon zardobida umumiy IgE
va IL-6 miqdori kamayib borishi, ammo IFN-y miqdorining esa oshib
borishi kuzatildi. Allergik yallig‘lanishni mezoni hisoblangan umumiy
IgE, yallig‘lanishni kuchaytiruvchi va yallig‘lanishga qarshi sitokinlar
miqdoridagi bu kabi ko’rsatkichlarni oilaviy BA da kasallik kechish
og’irligini darajasi markerlari sifatida baholash mumkin. Oilaviy BA da
immun tizimdagi  yetishmovchiliklar  natijasida  kasallikning
rivojlanishiga va zo‘rigishiga sabab bo‘ladi deb izohlash mumkin. Bu
esa kasallikga o’z vaqtida tashxis qo’yish va davolash taktikasini
belgilashda mezon bo’lishini ko’rsatadi.

Biz olib borgan tadqiqotda oilada aniqlangan kasallikni davomiyligi
oshib borgan sari kasallik og‘irlashib, kechish pog‘onasinig ortib
borishi kuzatildi. Shu sababli oilaviy BA bilan xastalanganlarda
aniqlangan immunologik ko‘rsatkichlarini kasallikning davomiyligi
bo‘yicha tahlili o‘tkazildi. Kasallikni davomiyligi oshib borgan sari
bemorlar pereferik qon zardobida umumiy IgE, IL-6 miqdori sezilarli
darajada kamayganligi va IFN-ymiqdori sezilarli oshganligi qayd
qilindi.

55

Oilaviy BA bilan xastalanganlarda pereferik qon zardobida umumiy
IgE miqdori kasallik davomiyligi 5 yilgacha - 304,2 + 24,9 ME/ml, 5-
10 yilgacha - 271,6 + 26,7 ME/ml, 10-15 yilgacha - 189,4+25,8ME/ml,
15 yildan ortiq davrda - 172,7+22,4 ME/ml ni tashkil qilib, nazorat
guruhi - 67,2+ 16.44 ME/ml bilan taqqoslaganda ishonchli oshganligi
kuzatildi (p<0,001).

Oilaviy BA bilan xastalanganlarda pereferik qon zardobida IL-6
miqdori kasallik davomiyligi 5 yilgacha - 16,2+1,9 pg/ml, 5-10 yilgacha
- 15,4£2,1 pg/ml, 10-15 yilgacha - 14,6+1,3 pg/ml, 15 yildan ortiq
davrda - 13,1£2,9 pg/ml qayd qilinib, nazorat guruhi - 8,6+2,4 pg/ml
bilan solishtirilganda statisik hihatdan ishonchli farq kuzatildi (p<0,02,
p<0,05).

Oilaviy BA bilan xastalanganlarda pereferik qon zardobida IFN-y
miqdori kasallik davomiyligi 5 yilgacha - 6,0 + 0,9 pg/ml, 5-10 yilgacha
- 6,4+1,2 pg/ml, 10-15 yilgacha - 7,2+0,7 pg/ml qiymatlarda ifodalanib,
nazorat guruhiga - 4,4+0,8 pg/ml garaganda sezilarli farq bo‘ldi. Faqat
15 yildan ortiq davrda - 8,4+1,4 pg/ml esa ishonchli farq qayd
qilinganligi kuzatildi (p<0,05) [4 — rasm].
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Izoh: farqlar nazorat guruhi ko‘rsatkichlariga nisbatan ahamiyatli (p<0,05,p<0,02,p<0,001).
4-rasm. Oilaviy bronxial astmani kasallik davomiyligiga ko‘ra umumiy IgE, IL—6 va interferon-y ko‘rsatkichlari

Olingan natijalardan ma’lum bo‘ldiki, oilaviy BA patogenezida
immunologik mexanizmlarni o‘rganish ya’ni umumiy IgE, IL-6 va IFN-
vy larning o‘rni shu patologiyada nafas yo‘llarining yallig‘lanish
jarayonini rivojlanishi va davomli bo‘lishida katta ahamiyatga ega.

Oilaviy BA bilan xastalanganlarda aniqlangan immunologik
ko‘rsatkichlar kasallikni nazorat qgilinish darajasi bo‘yicha baholandi.
Pereferik qon zardobida umumiy IgE miqdori oilaviy BA nazoratga
erishmaganlarda (456,7+32,8 ME/ml), nazoratga erishgan (243,4429,3
ME/ml) bemorlar bilan taqqoslaganda sezilarli darajada oshganligi qayd
qilindi (p<0,001). Nazorat guruhiga nisbatan umumiy IgE miqdori
(67,2+16.44 ME/ml) bu ikki guruhda ham ishonchli farq borligi
aniglandi (p<0,001).
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Pereferik qon zardobida IL-6 miqdori oilaviy BA nazoratga
erishmaganlarda (15.7+2,3 pg/ml), nazoratga erishgan (9,6+1,9 pg/ml)
bemorlar bilan taqqoslaganda sezilarli darajada oshganligi qayd qilindi
(p<0,05). Nazorat guruhida IL-6 miqdori (8,6+2,4 pg/ml) nazoratga
erishmagan lar guruhiga nisbatan ishonchli oshgan ekanligi aniqlandi
(p<0,05). Pereferik qon zardobida IFN-y miqdori esa oilaviy BA
nazoratga erishmaganlarda (3,5+0,8 pg/ml), nazoratga erishgan
(4,8+£0,9 pg/ml) bemorlar bilan taqqoslaganda sezilarli darajada
kamayganligi qayd qilindi. Nazorat guruhida IFN-y miqdori -
4,440,8pg/mlni tashkil etdi [5-rasm].
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Izoh: natijalar ishonchliligi nazorat va tadqiqot guruhdagilarga nisbatan olingan ( p<0,001, p<0,05)
5-rasm. Oilada bronxial astmani nazorat qilinishi bo‘yicha umumiy IgE, IL—6 va interferon-y ko‘rsatkichlari

Umumiy IgE va IL-6 darajasini o‘rganishdan ma’lum bo‘ldiki,
kasallikning nazoratga erishgan va nazoratga erishmagan davridan
qat’iy nazar periferik qondagi ularning miqdori yuqori darajada
ekanligini ko‘rsatdi (p<0,001). IFN-y miqdori esa kasallik nazoratga
erishmaganlarda sezilarli darajada kamayganligi qayd qilindi. Shunday
qilib, kasallikni nazorat qilinishida sitokin mahsullarining bu
ko‘rsatkichlari tashxisga yangicha yondoshuvga asos bo‘lishi bilan
izohlandi.

Adabiyotlarda ta’kidlashidan ma’lumki, organizm immunologik
holatini o‘zgarishi BA patogenezini asosiy xalqalaridan biri
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hisoblanadi. Yallig‘lanishning immunologik markeri hisoblangan IgE
va sitokinlar ifodalanish darajasi, kasallikni rivojlanish bosqichi va
kechish og‘irligiga bog‘liq. Tadqiqot o‘tkazilgan oiladagi shaxslarni
immunolgik holatini o‘rganish, tashxis, davolash va profilaktik
o‘tkazishda muhim ahamiyat kasb etadi. Tekshirish uchun ajratilgan
oiladgi shaxslar quyidagi guruhga (proband, oilaviy BA bilan
xastalangan qarindoshlari va sog‘lomlarda) ajratilib, umumiy IgE, IL-6
va IFN-y miqdori tahlil gilindi. Bunda pereferik qon zardobidagi
umumiy IgE miqdori oiladagi probandlarda - 304,2+24,9 ME/ml,BA
bilan xastalangan qarindoshlarida 271,6+26,7 ME/ml, BA
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aniqlanmagan qarindoshlarida - 189,4+25,8 ME/ml ni tashkil qildi.
Oiladagi tekshirilgan bu guruhlar immun ko ‘rsatkichlar qiymati nazorat
guruhi - 67,2+£16.44 ME/ml bilan taggoslaganda statistik jihatdan
ishonchli tarzda yugqoriligi qayd qilindi (p<0,001). Pereferik qon
zardobidagi IL-6 miqdori probandlarda - 16,2+1,9 pg/ml,BA bilan
xastalangan qarindoshlarida - 15,442,1 pg/ml, BA aniglanmagan
qarindoshlarida - 14,6+1,7 pg/ml ni tashkil qildi. Nazorat guruhi
ko‘rsatkichi - 8,6+2,4 pg/ml bilan taqqoslaganda barcha yuqoridagi
guruhlarda ishonchli ko‘p ishlab chigarilganligi bilan ifodalandi
(p<0,02, p<0,05 ). Pereferik qon zardobidagi IFN Y
miqdoriprobandlarda - 7,1+1,2 pg/ml,LBA bilan xastalangan
qarindoshlarida - 5,1+0,9 pg/ml, BA aniglanmagan qarindoshlarida -
4,8+0,8 pg/ml ni tashkil qildi. Nazorat guruhida bu ko‘rsatkich - 4,4+0,8
pg/ml gayd qilindi [6-rasm].

Shunday qilib, qon zardobidagi umumiy IgE miqdori oiladagi
tekshirilgan barcha guruhlarda, jumladan probandlarda, BA bilan
xastalangan qarindoshlarida va BA aniqlanmagan qarindoshlarida
ishonchli yuqoriligi bilan ifodalandi (p<0,001). Bu manbalarda
keltirilgan oilaviy BA da allergik yallig‘lanish yuzaga kelishida IgE-
vositali mexanizm rivojlanishi asosiy rol o‘ynashini tasdiglab, BA
aniqlanmagan qarindoshlarida esa allergik fon borligidan darak beradi.
Bu kasallikni kechishini bashoratlashda muhim ahamiyat egadir.
Oiladagi xastalanganlarda qon zardobida aniqlangan IL-6 va IFN — y
ko‘rsatkichlari ham kasallikning davrlariga mosligini va yallig‘lanish
biomarkerlari ekanligini ko‘rsatib, kasallik tashxislashda ahamiyatini
ko’rsatadi.

Izoh: natijalar ishonchliligi nazorat guruhdagilarga nisbatan olingan( p<0,001, p<0,02, p<0,05)

14,6 7,2
15,4 64
16,2— 6
IL-6 IFN-y

Nazorat guruhi
Kasal qarindoshlari

189.4
271,6
304,2
0
IgE
— —Probandlar

— —BA aniqlanmagan qarindoshlari

6-rasm. Oilada guruhga ajratilgan shaxslarda umumiy IgE, IL—6 va interferon-y ko‘rsatkichlari

Oilada tadqiqot o‘tkazilgan guruhlarda kasallikni patogenetik turlari
bo‘yicha IgE, IL-6 va IFN-y ko‘rsatkichlarining korrelyatsion
bog‘ligligi o’rganildi.

Oilaviy BA bilan xastalanganlarda kasallikni patogenetik turlari va
IgE-IL-6 konsentratsiya darajasi o‘rtasida bemorlarning barcha
guruhlarida statistik jihatdan to'g‘ri munosabatlar mavjud, umumiy
guruhida r=0,64; p<0,01, allergik turida r=0,74; p<0,01 musbat yaqqol
korrelyatsion bog‘liq borligi, noallergik turida r=0,11; p<0,05, aralash

turida r=0,25; p<0,05 musbat kuchsiz ifodalangan korrelyatsion
bog‘liglik borligi aniqlandi.

Oilaviy BA bilan xastalanganlarda kasallikni patogenetik turlari va
IL-6-IFN-y konsentratsiya darajasi o‘rtasida bemorlarning barcha
guruhlarida statistik jihatdan teskari munosabatlar mavjud, umumiy
guruhida r=-0,33; p<0,02, allergik turida r=-0,21; p<0,05, noallergik
turida r=-0,41; p<0,02, manfiy kuchsiz ifodalangan korrelyatsion
bog‘liqlik borligi aniqlandi, aralash turida korrelyatsion bog‘liqlik
kuzatilmadi.

Jadval
Tadgqiqot o‘tkazilgan guruhlardagi IgE, IL-6 va IFN-y ko‘rsatkichlarini korrelyatsion bog‘ligligi
0,64 0,74 0,11 0,25 <0,01 <0,01 <0,05 <0,05
-0,33 -0,21 -0,41 0,04 <0,02 <0,05 <0,02 >0,05
-0,34 -0,30 0,04 0,22 <0,02 <0,02 >0,05 <0,05

Oilaviy BA bilan xastalanganlarda kasallikni patogenetik turlari va
IgE - IFN-y konsentratsiya darajasi o‘rtasida bemorlarning barcha
guruhlarida statistik jihatdan teskari munosabatlar mavjud, umumiy
guruhida r=-0,34; p<0,02, allergik turida r=-0,30; p<0,02, manfif
kuchsiz ifodalangan korrelyatsion bog‘liqlik borligi, aralash turida r=
0,22; p<0,05 musbat kuchsiz ifodalangan korrelyatsion bog‘liglik
borligi qayd qilindi va noallergik turida korrelyatsion bog‘liqlik
kuzatilmadi.

Oc‘tkazilgan korrelyatsion tahlillar natijasi BA ning har xil
patogenetik shakllarida sitokinlarning ishlab chiqilishi o‘ziga xos
bo‘lishini  ko‘rsatadi. Jadvalda ko’rsatilishicha, interleykinlar
patologiyaning turlarida, kasallikni barcha turlari bo'lgan bemorlarda
IgE-IL-6 ko’proq, IL-6-IFN-y va IgE-IFN-y biroz kamroq ishtirok
etishini ko'rsatadi.
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Xulosa: Shunday qilib, oilaviy bronxial astmani og'ir turida qon
zardobida umumiy IgE, IL-6, IFN-y darajasi nomutanosiblik bilan
kechadi, uning darajasi kasallikning klinik va patogenetik variantiga
bog'liq. BAda sitokin spektri parametrlarini o'rganish natijalari ushbu
patologiyaning  shakllanish =~ mexanizmlarining  geterogenligini
tasdiglaydi. Klinik va patogenetik variantga qarab sitokin profilini
o'rganish va bronxial astma bilan og'rigan bemorlarga differentsial
yondashuv kasallikni nazorat qilish uchun zarur bo'lgan diagnostika,
bronxial astma kechishini bashoratlash imkoniyatlarini oshiradi va,
shubhasiz, davolashni optimallashtirishga yordam beradi.

O‘tkazilgan tadqiqotlar shuni ko'rsatadiki, bronxial astma bilan
og'rigan bemorlarda kasallikning og'ir bosqichida kasallikning turli
shakllarida yallig'lanishga qarshi va yallig'lanishga qarshi sitokinlarni
ishlab chiqarishda har xil ko’rinishdagi o'zgarishlar kuzatildi.
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AHHOTALUA
Llenbto uccaenoBanus ObUIO OIpe/ieIeHUE YacTOThl reHoTHIa 4b/4a u anteneii rena eNOS3 cpenu 60IbHBIX OPOHXHAIBHON aCTMOH Y30eKCKOit
HAILMOHAJILHOCTH ¥ YWICHOB UX CEMEH I paHHEH THarHOCTHKH ¥ IPOTrHO3UPOBaHus 3a00seBanus. C 3ToH 1enbio ObUIO MPOBEICHO UCCIICI0BAHNE
173 denoBek u3 49 ceMeil ¢ HaCIEACTBEHHOH MPEIPACTIONOKECHHOCTRIO K CEMEHHONW OpOHXHMANbHOW acTMe. Y IHII, BKIIOYCHHBIX B CEMEHHOE
HCCIIC/IOBAHKE, METOZOM IIOJIMMEPa3sHOW LIEMHOI peakuun (MONEKYJISPHO-TeHETHYecKas IHarHOCTHKa) ObUla M3y4deHa HICHTU(UKAIUS TeHa
eNOS3, T. e. BbIsiBIICHHE 27 Nap HyKJICOTHIOB, MOBTOPsIOMNXCS 4/5 pa3 B uHTpoHE 4 (4b, 4a) rena eNOS3. BbisiBIeHHas acCOLMALNS AJUICTBHOTO
BapuaHra 4a/4a rena eNOS3 ¢ pa3BUTHEM CEMEHHOIT OPOHXHAIBHON aCTMBI B Y30€KCKOIl MOMYJIALUN CBUACTEIBCTBYET 0 HEOOXOJUMOCTH HOBOTO
MO/IX0/1a K TOHMMaHHIO TeHETHYECKHX MEXaHH3MOB NaToreHe3a 3a00JeBaHus, U Ha 3TOif OCHOBE 0c000¢ BHUMAHHUE CIIEYET YIS T ONTUMHU3ALN
METOIOB paHHEH AMArHOCTUKU M MPOrHO3UPOBAHMS OPOHXUATIBEHOM aCTMBL.
KuroueBble ciioBa: CemeitHas OponxuanbHas actMa, reH eNOS3, paHHsIS TMarHOCTHKA W IPOTHO3UPOBAHUE.

Okboev Toshpulat Alikhodjaevich

PhD., Senior Lecturer, Department of Internal
Medicine No. 4. Samarkand

State Medical University

Samarkand, Uzbekistan

EARLY DIAGNOSIS AND PREDICTION OF FAMILY BRONCHIAL ASTHMA BY IDENTIFYING GENETIC MARKERS

ANNOTATION
The aim of the study was to determine the frequency of the 4b/4a genotype and alleles of the eNOS3 gene among patients with bronchial asthma
of Uzbek nationality and their family members for early diagnosis and prognosis of the disease. For this purpose, a study was conducted on 173
people from 49 families with a hereditary predisposition to familial bronchial asthma. In individuals included in the family study, the identification
of the eNOS3 gene was studied by polymerase chain reaction (molecular genetic diagnostics), i.e., the detection of 27 nucleotide pairs repeated 4/5
times in intron 4 (4b, 4a) of the eNOS3 gene. The identified association of the 4a/4a allelic variant of the eNOS3 gene with the development of
familial bronchial asthma in the Uzbek population indicates the need for a new approach to understanding the genetic mechanisms of the
pathogenesis of the disease, and on this basis, special attention should be paid to optimizing the methods of early diagnosis and prognosis of
bronchial asthma.
Key words: familial bronchial asthma, eNOS3 gene, early diagnosis and prognosis.
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GENETIK MARKERLARNI ANIQLASH ORQALI OILAVIY BRONXIAL ASTMANI ERTA TASHXISLASH VA
BASHORATLASH
ANNOTATSIYA
Tadqiqot magsadi o‘zbek millatiga mansub bo’lgan bronxial astma bilan xastalangan bemorlar va ularning oila a’zolari o‘rtasida eNOS3
genining 4b/4a genotip va allellari chastotasini aniqlash orqali kasallikni erta tashxislash va bashoratlashdan iborat bo’lgan. Buning uchun oilaviy
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bronxial astma kasalligi irsiy moyil bo’lgan 49 nafar oiladagi 173 nafar shaxslarda tadqiqot olib borilgan. Oilada tadqiqotga kiritilgan shaxslarda

eNOS3 geni identifikatsiyasi, ya’ni eNOS3 geni 4 (4b, 4a) intronida 4/5 marta takrorlangan 27 nukleotidlar juftligini aniqlash polimeraza zanjir

reaksiyasi (molekulyar-genetik tashxis) usuli orqali o’rganilgan. Bunda o‘zbek populyatsiyasida oilaviy bronxial astma rivojlanishida eNOS3

genining 4a/4a allel variantining aniqlangan assotsiatsiyasi kasallik patogenezining genetik mexanizmlarini tushunishga yangicha yondashish va

shu asosda bronxial astmani erta diagnostika usullari va bashoratlashni optimallashtirish kerakligini aloxida e'tibor qaratish lozimligi aniglangan.
Kalit so'zlar: Oilaviy bronxial astma, eNOS3 geni, erta tashxislash va bashoratlash

Relevance. Bronchial asthma(BA), considered as one of the
diseases belonging to the group of multifactorial diseases, still remains
one of the pressing problems of modern pulmonology and allergology.
Today, scientific achievements in the study of the human genome and
advanced results of molecular biology make it possible to identify
specific tasks for the development of diagnostic methods using new
technologies. The late 20th century saw many in-depth studies using
polymerase chain reaction (PCR) in candidate gene studies and
positional cloning. As a result of these studies, candidate areas of
structural changes contributing to the formation of bronchial asthma
were studied. In particular, a wide range of polymorphic variants of the
promoter and coding regions of bronchial asthma genes has been
studied. Currently, family studies and relationship analysis have
identified many chromosomal regions associated with susceptibility to
the development of bronchial asthma. In addition to the genes that
determine susceptibility to bronchial asthma, special attention is paid to
studying the role of the endothelial nitric oxide synthase gene (eNOS3),
which is one of the candidate genes for the metabolism of inflammatory
mediators, in the development of this disease. Information about the
genetic polymorphism of candidate genes in different populations and
their impact on the development of the disease allows us to better
understand the features of the pathogenesis of bronchial asthma and
develop effective approaches to early diagnosis, prognosis and targeted
primary prevention.

The purpose of the study is to determine the frequency of

genotypes and alleles 4b/4a of the gene eNOS3 among patients with
familial bronchial asthma and their family members in the Uzbek
population.

Materials and methods of research. The study was
conducted in 49 Uzbek families with a hereditary predisposition to
bronchial asthma. The study included 173 people from 49 families. Of
these, 116 people in the family were diagnosed with bronchial asthma,
57 people are healthy relatives in the family. Family members are 73
(42.19%) men and 100 (57.81%) women aged 4 to 78 years. Their
average age is 33.55 [4; 78] years.

All patients with familial asthma underwent a comprehensive
clinical, functional and laboratory examination. The examination of
patients was carried out in accordance with the diagnostic criteria of the
WHO international classification (based on the revised ICD-10) and the
global strategy for the treatment and prevention of asthma (GINA,
2022).

The identification of the eNOS3 gene in 173 individuals
included in a family study was studied, that is, the identification of 27
nucleotide pairs repeated 4/5 times in intron 4 (4b, 4a) of the eNOS3
gene by PCR (molecular genetic diagnostics). DNA extraction,
amplification, and electrophoresis were performed from lymphocytes in
the patient's peripheral deposits. For amplification, oligoprimers of the
structure  F: 5'-AGGCCTATGGTAGTGCCTT-3' R: 5'-
TCCTTTAGTGCTGTGGTCAC-3' were used. One of the results
obtained is presented in the figure.

Picturel. Electrophorogram of the result of amplification

The control group was made up of 45 practically healthy people
aged 17-62 without signs of respiratory pathology. 24 (52.38%) of them
are men and 21 (47.61%) are women, their average age is 28.64 [17; 62]
is equal to.

The results of the statistical processing of the received data were
performed using the Microsoft Excel program on the Pentum-IV
computer. Arithmetic mean (M), error of arithmetic mean value (m) was
calculated for the normal distribution of the sample. Reliability
differences between means were assessed by Student's t-test. In order to
determine the relationship between the tested parameters, a correlation
analysis was performed by calculating the Spearman (R) rank
correlation coefficient. The statistical significance of the difference

between indicators was calculated at r<0.05 [Rebrova O.Yu. 2002].
Statistical processing of molecular genetic testing data was performed
using an online calculator (https://medstatistic.ru/index.php).

Research result. Based on the obtained results, when the
frequency of genotypes and alleles of the eNOS3 gene was evaluated in
49 individuals of the family, the distribution was as follows in 173
individuals of the family: 4b/4b genotype - 152 (87.9%), 4b/4a genotype
- 17 (9.8%) ), 4a/4a genotype - 4 (2.3%), 4b allele - 321 (92.8%), 4a
allele - 25 (7.2%). 4b/4b genotype - 38 (84.5%), 4b/4a genotype - 6
(13.3%), 4a/4a genotype - 1 (2.2%) in 45 practically healthy individuals
examined as a control group. , 4b allele was recorded in 82 (91.1%), 4a
allele - 8 (8.9%) [Table 1].

Tablel
Frequency of occurrence of eNOS3 gene in family members
Genotype and allele Individuals in families (173) Controls (45) X2 P OR[95%CI]
4b/4b 152(87,9%) 38(84,5%) 1.33[0.53-3.37]
4b/4a 17(9,8%) 6(13,3%) 0.46 p=0.793 0.71[0.26- 1.91]
4a/4a 4 (2,3%) 1 (2,2%) 1.04[0.11-9.55]
4b 321 (92,8% 82 (91,1% _ 1.25[0.54-2.88]
4a 25 E7,2%)) 8 28,9%) : 0.28 p=0.596 0.79[0.34-1.81]

Note: the reliability of the results is obtained relative to those in the control group ( p<0,05)

The eNOS3 gene polymorphism 4b/4a genotype and alleles found
in the subjects included in the study were divided into groups with BA
and those without BA. It was noted that 105 (90.5%) carriers of the
homozygous genotype consisting of 4b/4b alleles in patients with

60

familial BA compared to 38 (84.5%) of the control group (OR=1.76,
¥2=1.70, p=0.429) . 47 (82.5%) were not identified in the family. It was
found that carriers of the heterozygous genotype consisting of 4b/4a
alleles in the family were 8 (6.9%) in patients with familial BA, twice
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less than in 9 (15.8%) patients without BA. In the control group, it was
6 (13.3%). Patients with familial BA carrying the homozygous genotype
of the 4a/4a allele in the family were 3(2.6%), compared to the control
group 1 (2.2%) significantly more often (OR=1.17, y2=1.70, p=0.429).
1 (1.7%) of undiagnosed BAs in the family.

In patients with familial BA, the occurrence of eNOS3 gene 4b
allele carriers 218 (94.0%) was significantly higher compared to the

m4a Wb

(n=57)

control group 82 (91.1%) (OR=1.52, y2=0.83, p=0.363). 103 (90.4%)
individuals without BA were identified in the family. It was noted that
eNOS3 gene 4a allele carriers 11 (9.6%) were significantly more
frequent in individuals without BA in the family compared to the control
group 8 (8.9%) (OR=1.09, x2=0.03, p=0.853). 4a allele carriers of
eNOS3 gene accounted for 14 (6.0%) of patients with familial BA
[Figure 2].

4a/4a m4b/4a m4b/4b

Healthy people in the family b 90,4

&_ 82,5

BA (n=116) a >
n= 6
_ 90,5

b 91,1

Control group (n=45)

0 20

ﬁb
84,5

40 60 80 100

Note: the reliability of the results is obtained relative to those in the control group (p<0,05)
Figure 2. Meeting of eNOS3 gene genotypes and alleles among family members

Thus, it was found that there were many cases of familial BA in
individuals carrying the eNOS3 gene 4b/4b genotype and 4b allele in
the family. The disease was significantly higher in the family carrying
the 4a/4a allele homozygous genotype. This shows that eNOS3 gene
4b/4b, 4a/4a genotypes and carriers of the 4b allele are more likely to
develop the disease in the Uzbek population.

The analysis of genotypes and alleles of the eNOS3 gene was
carried out in patients with familial BA according to pathogenetic types
of the disease. It was noted that carriers of the eNOS3 gene homozygous
genotype consisting of 4b/4b alleles in the family had a significantly
higher incidence of familial BA allergic type 89 (95.7%) compared to
the control group 38 (84.5%) (OR=4.10, ¥2=5.24 , p=0.023). It was
noted that carriers of the eNOS3 gene heterozygous genotype consisting
of 4b/4a alleles in the family had twice the incidence of non-allergic
type of familial BA 4(28.6%) compared to the control group 6(13.3%)
(OR=2.17, ¥2=5.08 , p=0.025). Also, carriers of the homozygous
genotype of eNOS3 gene 4a/4a alleles in the family had familial BA six

400

350
88,9
300

250 571

200

150
28,6

100
3,2

50

times more often than non-allergic type 2 (14.3%) compared to control
group 6 (13.3%) (OR=7.33, x2=5.54, p =0.063). It was also noted that
carriers of the homozygous genotype of the eNOS3 gene 4b/4b alleles
in the family had a mixed type of familial BA in 8 (88.9%) compared to
the control group 38 (84.5%) (OR=1.47, y2=0.25, p=0.885).

In patients with familial BA, it was noted that 4b allele carriers of
the eNOS3 gene were reliably more frequent in the allergic type of
familial BA 181 (97.3%) than in the control group 82 (91.1%)
(OR=3.53, ¥2=5.20, r< 0.05). It was noted that eNOS3 gene 4a allele
carriers in patients with familial BA had a significantly higher frequency
of 8 (28.6%) in the non-allergic type of familial BA compared to 8
(8.9%) in the control group (OR=4.10, ¥2=7.06, r <0.01). It was also
noted that in patients with familial BA, 4b allele carriers of the eNOS3
gene were significantly more frequent in the mixed type of familial BA
17 (94.4%) than in the control group 82 (91.1%) (OR=1.66, x2=0.25, r
=0.641). [Figure 3].

94,4

71,4
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14,3
28,6
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Note: the reliability of the results is obtained relative to those in the control group ( p<0,01, p<0,05)
Figure 3. Comparison of eNOS3 gene genotype and alleles according to pathogenetic types of the disease
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Thus, in the Uzbek population, it was found that carriers of the 4b/4b
homozygous genotype and 4b allele of the eNOS3 gene with the allergic
type of familial BA, and the carriers of the 4a/4a homozygous genotype
and the 4a allele with the nonallergic type of familial BA were found to
be more ill.

An analysis of the distribution of genotypes and alleles of the
eNOS3 gene was performed according to the severity of the disease in
patients with familial BA. It was noted that eNOS3 gene 4b/4b allele
homozygous genotype carriers in the family had a mild disease in 51
(96.2%) compared to 38 (84.5%) control group (OR=4.70, y2=4.27,
p=0.118 ). In patients with familial BA, eNOS3 gene 4b allele carriers
were significantly more frequent in mild familial BA 104 (98.1%)
compared to control group 82 (91.1%) (OR=5.07, x2=4.93, r< 0.05).

30 3,8
20 13,3 95 9,5

4b/4b 4b/4a

= Control group (n=45) = Mild (n=53)

) 8,9
o P 2200

4a/4a 4b 4a

It was noted that carriers of homozygous genotype of eNOS3 gene
4b/4b alleles in the family were more likely to have moderate disease
38 (90.5%) compared to 38 (84.5%) control group (OR=1.75, 2= 1.30,
p=0.523). In patients with familial BA, carriers of the 4b allele of the
eNOS3 gene were found to be more frequent in moderate familial BA
in 80 (95.2%) compared to 82 (91.1%) controls (OR=1.95, x2= 1.15,
p=0.284).

It was noted that carriers of the homozygous genotype of eNOS3
gene 4a/4alleles in the family had more severe disease in 3 (14.3%)
compared to control group 1 (2.2%) (OR=7.33, ¥2=3.73, p=0.155). In
patients with familial BA, eNOS3 gene 4a allele carriers were more
frequent in severe familial BA in 8 (14.3%) compared to 8 (8.9%)
controls (OR=2.28, y2=2.43, p =0.120) [Figure 4].

o1 51)8,1 95,2
; 85,7

1,9

14,3 14,3

4,8

Moderate (n=42) * Severe (n=21)

Note: the reliability of the results is obtained relative to those in the control group (p<0,05)

Figure 4. Correlation of eNOS3 gene genotype and alleles in disease severity

Thus, in the Uzbek population, it was found that carriers of the 4b/4b homozygous genotype and 4b allele of the eNOS3 gene are more likely
to have a mild degree of familial BA. It was found that carriers of 4a/4a homozygous genotype and 4a allele were more likely to suffer from severe

familial BA.

An analysis of the distribution of genotypes and alleles of the eNOS3 gene according to the level of disease control in patients with familial BA
was performed. In patients with controlled familial BA, 73(96.1%) homozygous genotype carriers of 4b/4b alleles were reliably increased compared
to 38(84.5%) of the control group (OR=4.48, x2=5.45, p=0.066). It was noted that 149 (98.0%) of eNOS3 gene 4b allele carriers in patients with
controlled familial BA compared with 82 (91.1%) of the control group were reliably observed (OR=4.85, ¥2=6.23, r<0.05).

Among patients with uncontrolled familial BA, 3(7.5%) homozygous genotype carriers of 4a/4a alleles were significantly increased compared
to control group 1(2.2%) (OR=3.57, ¥2=1.32, p=0.518). It was noted that 11 (13.7%) carriers of the eNOS3 gene 4a allele in patients with
uncontrolled familial BA compared with 8 (8.9%) of the control group (OR=1.63, ¥2=1.008, r=316) [ Picture 5].
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Note: the reliability of the results is obtained relative to those in the control group (p<0,05)
Figure S. Occurrence of genotype and allele of the eNOS3 gene for disease control.
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Thus, in the Uzbek population, it was found that the 4b/4b
homozygous genotype and 4b allele carriers of the eNOS3 gene were
more prevalent in patients with disease control, and the 4a/4a

homozygous genotype and 4a allele carriers in patients who did not
achieve disease control.

An analysis of the distribution of genotypes and alleles of the eNOS3
gene by gender of patients with familial BA was performed. It was noted

Control group (n=45)
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4b/4b 4b/4a

1BA (n=49)

IR

4a/4a

that 6 (10.5%) carriers of the heterozygous genotype consisting of 4b/4a
alleles in men without BA in the family were more frequent compared
to 3 (6.7%) of the control group (OR=2.33, y2=1.23, r=268). In men
without family history of BA, 4a allele carriers 6(12.5%;) were more

frequent compared to control group 3(6.2%;) (OR=2.14, y2=1.10,
r=294) [Figure 6].

Undiagnosed relatives of BA (n=24)

93,8
87,5

12,5
09 0

4b 4a

Note: the reliability of the results is obtained relative to those in the control group (p<0,05)

Figure 6. Genotype and alleles of the eNOS3 gene in males in the family

An analysis of the distribution of genotypes and alleles of the
eNOS3 gene by gender of patients with familial BA was performed.
Homozygous genotype of the eNOS3 gene consisting of 4b/4b alleles
and 4b allele carriers in the family had BA (62/53.4%; and 127/54.7%;
respectively), undetected BA (29/50.8%; and 62 /93.9%;) in women

compared to the control group (17/37.8%; and 37/88.1%; respectively)
was noted to be more common.

It was noted that 62 (53.4%) women with BA with homozygous
genotype of 4b/4b alleles in the family compared to 17 (37.8%) women
in the control group (OR=2.92, ¥2=2.64, r= 267). It was noted that 29
(50.8%) women without family history of BA were more frequent
compared to 17 (37.8%) of the control group (OR=1.71, ¥2=1.69,
r=430). It was noted that 62 (93.9%) women carrying the 4b allele of
the eNOS3 gene in the family were more frequent compared to 37
(88.1%) of the control group (OR=2.09, y2=1.19, r=285) [ Picture7].
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Note: the reliability of the results is obtained relative to those in the control group (p<0,05)
Figure 7. The occurrence of genotypes and alleles of the eNOS3 gene in women in the family

Thus, in the Uzbek population, in patients with familial BA, it was
noted that eNOS3 gene 4b/4b homozygous genotype carriers were more
common in women, and 4b/4a heterozygous genotype carriers were
more common in men without family BA. This shows that eNOS3 gene

is inherited with this genotype in patients with familial BA in the Uzbek
population.

Summary. Thus, the determined association of the 4a/4a allele
variant of the eNOS3 gene in the development of familial BA in the
Uzbek population allows a new approach to understanding the genetic
mechanisms of the pathogenesis of the disease and, on this basis, to
optimize the methods of early diagnosis and prediction of BA.
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AHHOTALUA
TyOepkyné3Hoe opakeHNEe MO3BOHOYHHKA — BCTPEYACTCS YacTo 110 CPABHEHHIO C IPYTUMH (HOPMaMHM SKCTPaIyJIbMOHAIBHOTO TyOepKyE3a.
Llenbio ucciienoBaHUS SIBUIOCH, M3YYUTh MPUYMHBI MUOKAPAUAUCTPOGHHU Y OOJIBHBIX C TYOCpKyJIE3HBIM CIOHIMINTOM B MHTEHCUBHOII (aze
JICYCHHMS , ONPEACITUTH METOBl YCTPAHSHHUS M ONITUMU3ALMS JICYCHUS OCHOBHOTO 3a0oneBanust. IIpon3BeéH peTpOCIICKTHBHBIN aHAIU3 HCTOPUH
OONIE3HH TMALMEHTOB O00NAacTHOro LeHTpa @DTH3MATPUH W IyJIBMOHOJOIMH CaMapKaHACKoil oOmactu. IIpoBenéH aHaIN3 KOMIUIEKCHOTO
obcnenoBanusi, ¢ cpaBuutensHoit DKI'. Tlepexon cyOkauHIYecKoi (a3pl 3a00eBaHIs MHUOKAPAUOAUCTPOPHUH y OOMBHBIX C TYOEpKYJIe3HBIM
CIIOHAMIIUTOM, O0YCJIOBJICHA TOKCHKO-AJUICPTHYECKUM JCHCTBHEM XMMHOIIPENapaToB, HATMYHUE SIHLYPAIBHBIX H MapaBepTeOpaIbHbIX HATEYHBIX
a0creccoB, HMEHYEMBIX KaK XOJIOJHBIN adcuecc. [IpoBenéHHas CBOCBPEMEHHAsT IMArHOCTUKA C TIOCICAYIONMM JICYCHHEM METa0O0IMKaMH, /1Al
XOPOILIHH Pe3y/bTaT B KOMIUIEKCHOM JICUCHUH TYOCPKYJIE3HOTO CIIOHIHIINTA.
KuroueBbie ciioBa. Muokapaunuctpodust (MKII), TyOepkyn€3Hblii CIOHIMIIUT, MAIIUEHT, SHEPTETHIECKUE META0O0THKH.

Pardayeva Uguloy Jamolovna
Assistant of the department of phthisiology and pulmonology
Samarkand State Medical University. Samarkand, Uzbekistan

MYOCARDIODYSTROPHY IN PATIENTS WITH TUBERCULOSIS SPONDILITIS IN THE INTENSIVE PHASE OF
CHEMOTHERAPY
ANNOTATION
Spinal tuberculosis - is more common compared to other forms of extrapulmonary tuberculosis. The purpose of the study was to study the
causes of myocardial dystrophy in patients with tuberculous spondylitis in the intensive phase of treatment, to determine methods for eliminating
and optimizing the treatment of the underlying disease. A retrospective analysis of the medical history of patients at the Samarkand Regional Center
for Phthisiology and Pulmonology was conducted. An analysis of a comprehensive examination with a comparative ECG was conducted. The
transition of the subclinical phase of the disease to myocardiodystrophy in patients with tuberculous spondylitis is due to the toxic-allergic effects
of chemopreparations, the presence of epidural and paravertebral fluid abscesses, referred to as cold abscess. Timely diagnosis followed by
metabolic treatment yielded good results in the comprehensive treatment of tuberculous spondylitis.
Keywords. Myocardial dystrophy (MCD), tuberculous spondylitis, patient.

Pardayeva Uguloy Djamolovna

ftiziatriya va pulmonologiya kafedrasi assistenti
Samarqgand davlat tibbiyot universiteti,
Samarqand shahri, O‘zbekiston

SIL SPONDILITI BILAN OG‘RIGAN BEMORLARDA KIMYOTERAPIYANING INTENSIV FAZASIDAGI
MIOKARDIODISTROFIYA
ANNOTATSIYA
Umurtga pog‘onasining sil bilan zararlanishi o‘pkadan tashqari silning boshqa shakllariga nisbatan ko‘proq uchraydi. Tadqiqotning magsadi
sil spondiliti bilan og‘rigan bemorlarda davolashning jadal bosqichida miokard distrofiyasi sabablarini o‘rganish, asosiy kasallikni bartaraf etish va
davolashni takomillashtirish usullarini aniglashdan iborat edi. Samarqgand viloyati ftiziatriya va pulmonologiya markazi bemorlarining kasallik
tarixi retrospektiv tahlil qilindi. Qiyosiy EKG bilan kompleks tekshiruv tahlili o‘tkazildi. Sil spondiliti bilan og‘rigan bemorlarda
miokardiodistrofiya kasalligining subklinik bosqichiga o‘tishi kimyoterapevtik dori vositalarining toksik-allergik ta’siri, sovuq abssess deb
ataladigan epidural va paravertebral oqma abssesslarning mavjudligi bilan bog‘liq. O‘z vaqtida o‘tkazilgan tashxis va keyinchalik metabolik dori
vositalari bilan davolash sil spondilitini kompleks davolashda yaxshi natija berdi.
Kalit so‘zlar. Miokardidistrofiya (MKD), sil spondiliti, bemor.
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AkTyasbHOCTh.  OCOOCHHOCTH TEYEHMsI BHENErOYHBIX (opm
TyOepkyné3a WM CIOXKHOCTH  BBISIBICHHMS ~ BO30yauTens B
MaTOJIOTMYECKOM MaTepHalie TO €cTh CKyAHOE BBIIENeHHe, Tpedyer
Goslee  BBICOKO TEXHOJIOTHIHBIE MOJIEKYJISTHO ~TC€HEeTHYECKHE
nabopaTopHBle METOABl HcclienoBaHus. lIpM KOCTHO CycTaBHOM
JIOKAJIM3aIMH CHeIM(UUEcKOro MpoIecca He0OOXOAUMO ONEPaTUBHOE
BMEIIATENBCTBO, C 3200pOM ONEPaTUBHOTO MaTepuaia s [IUTOIOT U
[7, 8].

TyOGepkyné3Hoe TopakeHHe MO3BOHOYHHUKA — BCTPEYACTCS YacTO
10 CpPaBHEHHIO C JPYyrUMH  (OpPMaMH SKCTPAITyJIbMOHAIBHOTO
TyOepkynéza [4, 6]. B coBpeMeHHOM Mupe OSHUIEMHS BHpYyca
nmmyHoeduiura genoseka (BMY ) u pacnpoctpaneHme ycTOMYHBBIX
dbopm TyOepkyné3HOH HMH(PEKIHMH  CHOCOOCTBYIOT YBEITHYCHHIO
3CTpamyJIbMOHANBHEIX (opM TyOepkynésa [1, 9]. A 310 B cBOIO
ouepenp, MPHUBEIO K MAaroMopho3y KIMHUIECKOTO IPOSBICHUS
3a0oneBaHuss, Ooiee MPOMODKUTEIBHOTO TEUCHHS, H3MEHMIICS
MIPOTHO3, TTOABMIINCH MaJIO0 BCTPEYaeMble MTOPAKEHHs] OPTaHOB M CHCTEM
[3]. Ecniu mpu  AMArHOCTHKH CHElH(UYECKOTO CHOHIIIATA
HEoOXOAUM OOLIMIT OCMOTP, [UIS BBISBICHHS — CTENeHH Aedopmarun
M03BOHOYHMKA U TIPOSIBIICHUS CTEIICHU HEBPOJIOTHUECKOM MaTOIOTHHY,
HEOOXOANMO MPOBECHHS CTAHAAPTHBIX PEHTT€HOJIOTNIECKHX, CIIEKTP
0GaKTepUOIOrNIECKHX, THCTOJIOTUYECKUX U IUTOJIOTHIECKHUX
HCCIEeI0BaHUN [9]. Opnaxo, HCIOJIb30BaHUE Jlaxe
BBICOKOTEXHOJIOTHYHBIX METOJOB IIPU JUATHOCTUKHU TyOEpKyIE3HOTO
cnonunta B 50-55% cityqaeB AUarHOCTUPYETCs Ha MO3AHUX CTAIUsIX
3a00JIeBaHys, a TeHEPATN30BaHHbIEC H OCIOKHEHHOE TEUESHHS IpoIiecca
BcTpeuarorca y 45-50% y B3pocmeix GombHBIX [2, 5]. Otm Bee
(aKkTOppl: TO3MHAS JUATHOCTHKA, OTCYTCTBHE UyBCTBHUTEIHHOTO
METO/ia Ha PaHHUX 3Tarax 3a00JIeBaHIs, COUATBHO-HEOIarONpHUsITHBIC
YCIOBUSI B CEMBSX, JIWTEIbHAs MHTOKCHKAIMSA 3a CUET XOJOIHBIX
abcreccoB (KOTOpble HE HAalOT BBICOKYIO TemIeparypy ©u Ooib)
CHOCOOCTBYIOT K TOKCHYECKOMY IOPAKEHHIO IapeHXMMAaTO3HBIX
OpTaHOB.

Leap ucciaenoBanus ucciaeaopanus. M3yunts npuaunst MKJ y
OONMBHBIX € TYOCpKYNE3HBIM CHOHAWIMTOM B WHTCHCHBHOW (hase
JICUCHUS , OTIPEJETUTh METOABl YCTPAHEHNSI M ONTHMH3AIMS JICUCHUS
OCHOBHOT0 3200JI€BaHHSI.

Martepuajibl M MeToAbl  HcclenoBaHus. VccienoBanue
MpOBOIWIOCE Ha 0a3e obOmactHoro mneHtpa DrTmsmartpun U
ITyIbMOHOJIOTHH CaMapKaHICKOH 00acTH, B OTAEIEHHH XUPYPrHU
KOCTHO cyctaBHOro TyOepkyné3a. OxsaT 43 GONBHBIX c
TyOepKyIE3HBIM CHOHIIINTOM, HAXOAUBIIHIXCS HA JICYCHHUH 3a STHBAaph
U UWIOHb MECAIBI 2023r.. IlpoBeaéH aHaNM3 KOMILUIEKCHOTO
obcnenoBanms ¢ cpaBHUTENbHOM DKI'.

W3-3a oTcyTcTBUS O0JIEE YYBCTBUTEIBHBIX METOOB AUArHOCTHKH
(GYHKIMOHAIBHOCTH MUOKapaa (dxokapaunorpaduu, Ioriepa cepiua,
Benospromerpuu, cyTounbli OKI' MOHHUTOPHHT) ¥ OrpaHHYEHHS
MOOMIIBHOCTH OOJIEHBIX c TyOepKyJIE3HOTO CIIOHWIUTOM,
uccienoBanus orpannamwiock ¢ JKI' naHHbIMU.

Pe3syasbTatsl. Bo3pacTtHas kareropusi O0JBHBIX BapbHpOBaI OT 18
o 75 nmer u onuH NMOApOocTOK 11 jer, cpemHuid BO3pAacT cOCTaBHI 35
net. [lonoBast Tpamarys maueHToB: keHIuH — 19 (44,2%), My>XIuH
24 (55,8%). Ilo mecTy mMpoXHBaHMS: C CENBCKOH MeECTHOCTH 26
(60,5%), ¢ Topoma 17 (39,5%). 1o nokanu3arusam: MeEeHHBIH OTALN - y
1 (2,3%), meiino — rpyaHoit otaen y 2 (4,6%), rpyaHoi -y 18 (41,8%),
IPyAONOSICHUYHEIN - ¥ 9 (20,9%), MOSCHUYHBIN OTAEN MO3BOHOYHHKA
65u1 opakéH y 10 (23,3%) GonbHBIX, TOSICHUIHO-KPECTIOBBIH - y 3
(7%). Bce manmeHTHl WMETH HEBPOJOTHYECKHE HApYIICHHS U
pa3nuuHbIe BUABI OCJIOXKHEHHS B BHIE IapaBepTeOpalbHBIX H
SMHIYPaTBHBIX a0CIIECCOB.

JKanoObl OONMBHBIX XapPaKTEPHBIX ISl MHUOKAPIHOJUCTPOPHU -
o0mas cnabocTh, yTOMISIEMOCTb, OJBIIIKA PH (PUIUUECKON HArpy3Ku
He OBbIIO BO3MOXKHOCTH ONPENEIHNTh, M3-32 OCHOBHBIX TpeOOBaHWI B
aKTUBHOH (haze JeYeHWsl CTPOrod MMMOOWIM3aluH. B OCHOBHOM y
naneHToB npu moctymwieHun Ha OK[  He OBIIO W3MEHEHHWH,
HEe3HAYMUTeNbHas Taxukapaus BbLBIeHH! y 3 (7%) maIueHros,
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HapylIeHHe BHYTPH >KENIyIOUKOBOH mpoBoguMoctH y 2 (4,6%),
MeTabonmueckue m3MeHeHus y 4 (9,3%) namuenra.

[lepkyTOpHO - H3MEHEHUI OTHOCUTENHHOM 1 aOCOTIOTHON TYTIOCTH
ceplia He BBISIBICHO. AyCKyJIBTaTUBHO - BBICITYIIMBAJIOCH OCJIA0IeHNe
BEPXYIIEYHOr0 TOJIYKA X TOHOB CEP/LA.

Ipu noakroYeHur OOMBHBIX K 0a30BOI XMMHOTEpAvu Ha (OHEe
MMMOOHMIIM3ALUY B Hadajae BTOPOI Helenu, MOSBIUINCH MHHUMAIIbHBIE
CHMITTOMBI B BHJE a100 Ha cepneOueHne, IOHKEHNe anmneTura. Y
OCHOBHOH YacTH MAaIMEHTOB aJI00bI B BUJIE TPEBOTH U OECIIOKONCTBA
K TPEACTOSINEeH XHPYypPrUUeCKUX BMENIATENbCTB HA MO3BOHOYHHKE.
AprepuanbHoe qaBieHne noBsicwioch y 4 (9,3%) mamuenta Ha 10-20
MM.PTYTHOTO CcTOJIOa, 6e3 matonorndyeckux oTkiaoneHmid Ha OKI, y
KOTOPBIX paHee He UMETH B aHaMHe3e THIepToHndeckon 6onesnu. [Ipn
muHamugeckor  OKI HalO-12 mum newenus, y 8 (18,6%), Obinm
BBIBIICHBI pe3Kasi HHBepcus 3yona T Bo BceX rpyIHBIX OTBEACHUSX. Y
3 (7%) nuBepcus 3y6ua T coueranach ¢ omymeHneM uaTepsana S-T ¢
m3omuuuK Ha 0.5>1.5Mm., y 5 (11,6%) mosBWINCH pa3iIHdHBIC BHUIBI
KETyAOUKOBBIX 3KcTpacucron, eme y 5 (11,6%) Gmoxamsl mpaBoit
HOXKM Tydka ['mca. [Ipu3Haku HapylleHHsT BHYTPHU JKEIIyJI0UYKOBOU
MIPOBOAMMOCTH Habmomanocs y 4 (9.3%) manuenTa.

B 0o0111e KIMHUYECKOM aHAIIN3¢ KPOBY MONMAChHUIUTHAS aHEMHUS Y
BCEX MALHEHTOK B PA3INYHON CTENEHH BBIpaXEHHOCTH, Y 7 (27,2%)
MAIUEHTOB OT OOIIEr0o KOJMYECTBA MYXUHH, YTO MOXKET SBHUTHCS
OJJHUM M3 IPUYUH TUCTPODUH MHUOILIUTOB.

Jlns  ycrpaHeHus sBiIeHMH gucTpoduu  ObUTM  Ha3HAYCHBI
SHEPreTUUECKUEe METa0OJIMKH COXPAHSIOIINE KIETOYHBIH IeMeocTas,
MIpenapaThl KOMICHCUPYIOIIHE HEAOCTATOK 3JEKTPOIUTOB B IHIIIE.

O6cy:xaenue. Juctpodus Muokapaa y 007IbHBIX C CIIEIUPHISCKAM
CHOHJWJINTOM HE SBIAETCS  BOCHAIUTEIBHBIM IOPAXEHHUEM, 3TO

KOMILIEKC MaTOJIOr MUECKUX COCTOSTHUH 00yCIOBICHHOI
TyOepKyIE3HOM WHTOKCHKALIUEH, HapyIIaroue MeTaboIm3mMa
cepAeyHON MBIIIIIBL. JnurensHoe TOPIHUIHOE Te4YeHue

crenu()UIECKOro MOPaskeHHs MO3BOHOYHHKA C 00IIeH HHTOKCHKAILIUCH,
C HEJOCTATOYHBIM NHUTaHHEM (COIMAIbHOE TOJIOKEHHE OOJBHBIX) U
BUTaMHUHHAs HENOCTATOYHOCTh, NMPUBOAUT K HAPYIICHUIO OOMEHa
BEIIIECTB, KOTOPOMY UyBCTBUTENbHA CepeuHas MbIIa. B maTorenese
3a00/IeBaHUs ~ OTPOMHAs  POIb  TNPHHAUICKUT  W3MEHEHHAM
OMOXMMHYECKHX IPOIECCOB B MHOKapAe Ha KJIETOYHOM YPOBHE, C
JaTbHEHIIIM W3MEHEHHEM MHKPOCTPYKTYP M HCTOHYEHHEM
MHOIIUTOB, KOTOpbIE TPHBOIIT K HapyIICHHIO BCeX (QyHKIMI
MBIIICYHBIX BOJIOKOH (TIPOBOAMMOCTH, BO30YIUMOCTH, COKPAaTUMOCTH,
aBTOMATH3Ma).

[epexoxn cyoxmuangeckoii (aser 3a6oneBanns MKJ y 60mbpHBIX ¢
TyOepKynE3HBIM ~ CHOHJWIMTOM  OOYCIIOBIE€Ha  HECKOJIBKUMHU
(hakTOpaMu: TOKCHKO-JUIEPrHIecKoe JEHCTBHE XMMHOIPEapaToB Ha
MIApPEHXMMATO3HBIE OPraHbl, JUINTENbHAs MMMOOWIM3anus MalUeHTa
KaKk OJWH W3 YCIOBUH JICUeHWs, XpOHMUYECKas monuaeduimraas
aHEeMUs, HAJIMYUE SMUIYPANbHBIX M TapaBepTeOpalbHBIX HATEYHBIX
abc1eccoB, IMEHYEMBIX KaK XOJIOAHBIN a0ciecc.

Xopommii pe3ynbTaT HabIroAaICs PU CBOeBpeMeHHOM JiedeHur MK/,
IpernapaTaMy  yIydIalomMMH  MeTabolu3M U aHTHHIIEMHYECKHN
3¢ GEKT B CEpACYHON MBITIIIIE.

BbiBoabLYcTpaHeHHH NpUYMH  3a00JICBaHUS, YMEHBIICHHE
sHeprojeGUIUTa, MOMOraeT BOCCTAHOBICHHUIO (YHKIMOHATILHOCTH
MHOKapfa TOJHOCTHIO MIIM YaCTHIHO B 3aBHCHMOCTH OT CTEHCHH H

mwiomaan mopaxkenus. [lpu MK]] gacto crpamaer  mpoBoxsmas
cucrtema cepaua. I[IpoBenéHHas cBOEBpeMEHHas  JIMarHOCTHKA C
MOCJIEAYIOIIM JICYCHHEM C  TperapataMH  yIydIIaromue

SHEpreTHUecKuil MeTabonm3M M yJIydIIalolnfe KPOBOTOK, 4TOo
MOJITBEPAIOCH HA O0IIIEM COCTOSTHUY MAIMEHTOB U B JaHHBIX OKI.

B xoMmiekcHOM JedeHHHM TyOepKyn€3HOrOo CIOHAWINTA  UIS
JIOCTHOKEHHA ~ Xopomiero 3¢¢exra, HeoOX0IUMO HUMMOOMIU3ALIUS C
STHOJIOTUYECKON Teparuell ¢ MPOTUBOTYOECPKYIE3HBIMHU MPETapaTaMu
OTHOCHUTENBHO Ha JUIMTEIBHBII CPOK, TaK)Ke NMPerapaThl yIydIIaronye
METab0IM3M MHOINTAX,C JATBHEHIINM PUMEHEHHEM pPaIUKaTbHBIX
XUPYPrU4ecKHX BMEIIaTeNbCTBa
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UHCYJUHOPE3UCTEHTHOCTb U BOCHAJIEHUE KAK KJIIOYEBBIE 3BEHbSI HIATOT'EHE3A OCJIOKHEHMI IIOCJIE
CTEHTUPOBAHUA Y BOJIBHBIX UBC U METABOJIMYECKUM CHUHAPOMOM
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AHHOTALIUA
WHCynmHOPE3nCTeHTHOCTH ¥ BOCTIAJTUTENIHBIE MPOIECCHI UTPAIOT BYKHYIO POJIb B PA3BUTUH OCIIOKHEHUH y OOIBHBIX HIIEMUYECKON O0IE3HBIO
cepaua (MUBC) mocne cTreHTHpOBaHWs, OCOOCHHO NPH HATHMYMUA METa0OIMYecKoro cuHiapoma. llenpro Hacrosmeil paboTel OBUIO OLICHUTH
B3aMMOCBS3b MexkAy ypoBHeM wuHcynauHOpe3ucteHTHOCTH (METS-IR), BocmamurensHbiME MapkepamMu (C-peakTHBHBIM — O€IKOM U
WHTEPIICHKUHOM-6) U PUCKOM PAaHHHX IOCICONEPALMOHHBIX OCIOKHeHUH. B mccnenoBanne Bouutn 120 manueHTOB, NPOXOAMBIIMX JICUCHHUE B
CamapkanzackoM (unmane PecrmyOnukaHCKOro Hay4HOTO LEHTpa SKCTPEHHOW MEAWIMHCKOM HoMomy. BeisiBieHa mocToBepHast CBSA3b MEXIY
BbicokuMHE 3HaueHuIMH METS-IR u ypoBHEM BocmaneHUs ¢ MOBBIIICHHOW YacTOTOHM OCIOKHEHHH B TedeHHe 30 CyTOK IOCIe YPECKOKHOTO
KOPOHApHOT'O BMEIIATEIbCTBA.
KiroueBble ciioBa: wuimeMudeckas OONe3Hb cepAlla, METaOOIMYECKHH CHHAPOM, WHCYJIWHOPE3HCTEHTHOCTh, BocmaneHne, METS-IR,
CTEHTHPOBAHHE.
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INSULIN RESISTANCE AND INFLAMMATION AS KEY PATHOGENETIC LINKS IN POST-STENTING COMPLICATIONS
IN PATIENTS WITH CAD AND METABOLIC SYNDROME.

ANNOTATION
Insulin resistance and systemic inflammation significantly contribute to adverse outcomes after stenting in patients with coronary artery disease
(CAD), especially in those with metabolic syndrome. This study evaluated the association between the METS-IR index, inflammatory markers
(C-reactive protein and interleukin-6), and the risk of early post-intervention complications. A total of 120 patients treated at the Samarkand branch
of the Republican Scientific Center for Emergency Medical Care were included. Elevated METS-IR and inflammatory parameters were strongly
associated with a higher rate of complications within 30 days after percutaneous coronary intervention.
Key words: coronary artery disease, metabolic syndrome, insulin resistance, METS-IR, inflammation, stenting.

Pulatova Kristina Samvelovna

Ichki kasalliklar va kardiologiya Ne2 kafedrasi assistenti,
Samarqgand davlat tibbiyot universiteti,

Samarqand shahri, O‘zbekiston.

INSULINQARSHILIK VA YALLIG‘LANISH YURAK ISHEMIK KASALLIGIDA METABOLIK SINDROM FONIDA
STENTLASHDAN KEYINGI ASORATLAR PATOGENEZINING ASOSIY BO‘G‘INLARI SIFATIDA

ANNOTATSIYA

Yurak ishemik kasalligida stent qo‘yilgan bemorlarda insulinqarshilik va yallig‘lanish jarayonlari asoratlar xavfini oshiradi, aynigsa metabolik

sindrom mavjud bo‘lsa. Ushbu tadqiqotda METS-IR indeksi, S-reaktiv ogsil va interleykin-6 darajalari bilan stentlashdan keyingi erta asoratlar

o‘rtasidagi bog‘liglik o‘rganildi. 120 nafar bemor tahlil gilindi, ular Samarqanddagi Respublika shoshilinch tibbiy yordam ilmiy markazi filialida
davolangan. Yuqori METS-IR va yallig‘lanish ko‘rsatkichlari 30 kun ichida asoratlar xavfi bilan bog‘liq ekani aniqlandi.
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Kalit so‘zlar: yurak ishemik kasalligi, metabolik sindrom, insulinqarshilik, yallig‘lanish, METS-IR, stentlash.

AkTyanabHocTb. Mimmemuueckas 6one3ns cepana (MBC) ocraérest
OCHOBHOM NPUYMHOM CMEPTHOCTH, HECMOTPSI HAa LIMPOKOE BHEJPEHUE
COBPEMEHHBIX METOJIOB JI€UEHHS, BKJIIOYAsT IPECKONKHOE KOPOHAPHOE
BMemarenscTBo (UKB) [1]. OnHoit 13 KII0YeBBIX 3aad COBPEMEHHOM
KapIUOJIOTHH OCTAa€TCsl HE TONBKO CBOEBPEMEHHOE BOCCTAHOBIICHHE
KOPOHApHOTO KpPOBOTOKa, HO u CHIDKEHHE YacTOTHI
MOCJICONICPALIMOHHBIX ~ OCIOXKHEHUH, OCOOCHHO y MAanUeHTOB C
MeTabommdeckuM CHHAPOMOM [2,3]. MHCYIMHOPE3UCTEHTHOCTh IPHU
3TOM COCTOSIHUM COIPOBOKAAETCS HAapyIICHHEM SHIOTENINAIBHON
(GYHKIMY, aKTUBAIEell BOCHAINTENBHBIX PEAKIMH, YCHICHHEM
TPOMOOTEHHOCTH M CHIDKEHHEM (D EKTHBHOCTH CTaHAAPTHOI Tepanuu
[4]. Magexkc METS-IR, B oTnuuune OoT Ipyrux CIOXKHBIX IOKa3aTeleH,
MO3BOJISIET OBICTPO OLEHHUTH YPOBEHb WHCYIHMHOPE3UCTEHTHOCTH IIO
PYTHHHBIM TaHHBIM (TJ1I0K032, Tpurmuiepuast, UMT) [5,6]. Coueranue
3TOT0 WHAEKCA C BOCHAIUTENBHBIMU MAapKepaMH, TaKHUMH Kak
C-peaktuBHbiii  6enok (CPB) wu wunrepneiikun-6 (MUJI-6), moxer
CITy’KUTh OCHOBOM ISl IPOrHOCTUYECKOM CTpaTU(hUKAnuK y OONBHBIX,
HanpasisieMbix Ha UYKB

Heab ucciaenoBanusi. ONEHUTh NPOrHOCTHYECKYIO 3HAYMMOCTD
nmokazarened METS-IR, CPb u WMJI-6 B pa3BuUTHM OCIOXHEHHH B
teuenne 30 nmHe mocne creHTHpoBaHus y mammueHToB ¢ MBC u
METa0O0IMIECKUM CHHIPOMOM.

Martepuaibl ¥ MeTOAbl HMcciaefAoBaHuMsl. lccienoBanue
npoBoanIoch Ha 6ase Camapkanzackoro (umuana Pecrny0iaukaHCcKoro
HAyYHOTO I[EHTpa 3KCTPEHHON MEAMIMHCKONW IIOMOIIM B HEPHOI C
nexabps 2024 roga mo mait 2025 roga. HaGmoaeHne ocymecTBisuioch
B PO IIBHBIX OTACICHUAX — B OTAeieHNH Tepanuu Nel, Teparmuu Ne2
U OTJENCHUH KapAuoxupypruu. B mccriemoBaHme ObUIH BKIIOYEHBI
MAIUEeHTHl C MOATBEP)KAEHHBIM JAMArHO30M HIIEMUYECcKOil Oone3Hn
cepAla, KOTOPHIM OBLIO BBINOJHEHO IUIAHOBOE WM SKCTPEHHOE
YpecKoKHOe KopoHapHoe BMemaTenbeTBo (HUKB) ¢ ycranoBKoii cTeHTA.

dopmupoBaHue BBHIOOPKH OCYIIECTBISIOCH PETPOCHEKTUBHO C
HCTIONB30BAHUEM MEIUIMHCKON JOKyMEHTaluu (UCTOpHH OOJe3HH,
BeIMUCKH, mpoTokonel YKB), a Takke Ha OCHOBaHMH OYHBIX
oOcnenoBaHN TALMEHTOB B PAaHHUHU MOCICONEPAMOHHBIA MEPHO.
Bcero B nccnenoBanue ObUTH BKITIOYEHBI 120 ManMeHTOB B BO3PAcTe OT
35 mo 70 ner, y KOTOpBIX HO pe3yapTaTaM aMOyJIaTOPHOTO U
CTAIIMOHAPHOT0 00Ce0BaHHA ObLI JMarHOCTUPOBAH METa0OIMYECKUI
CHUHAPOM B COOTBETCTBUM C KpuUTepussMH MexayHapoaHoH
nuabetmueckoit ¢enepauun (IDF, 2009). ¥ Bcex mammeHTOB OblLia
noarBepxkaena MBC B cTabwibHO# min HectaOWibHOU (opme, mpu

9TOoM BceM BbIonHEeHO UKB ¢ ycTaHOBKOI OZHOTO MM HECKOJIBKUX
KOPOHApHBIX CTEHTOB.

Ilepen BMemIaTenbCTBOM BCEM MAIMEHTaM ObUIO IIPOBEICHO
CTaHAAPTHOE KJIMHUYECKOE M HMHCTPYMEHTAJIbHOE O00CIeI0BaHNE:
CHATHE 3JICKTPOKApAMOTrPAMMBI, MPOBEACHUE SXOKapauorpaduu, a
TaKXKe J1abopaTOpHOE UCCIIEOBAaHHUE C OOS3aTENBHBIM OINPEACICHUEM
YPOBHS TIIOKO3bl HATOIIAK, WHCYJIHMHA, TPUIVIMLIEPUAOB H OOIIETro
xosiecrepuHa. Ha OCHOBaHMM 3THX JAaHHBIX y KaXKIOTO MalMEeHTa ObLI
paccuuran uagekc uacynnaopesucreHTHocTt METS-IR mo goctymHoi
KJIMHUYECKOH (opMylie, YTO TO3BOJSUIO OLICHUTh BBIPAKCHHOCTD
METa0OIMYECKUX HApYIICHUH INIpU OTCYTCTBHM HEOOXOJUMOCTH B
CIIOKHBIX U IOPOTOCTOSIINX aHATU3aX.

B nomonHeHMe K OCHOBHBIM OHOXMMHYECKMM MOKAa3aTellsiM, B
pamMKax  JOCTYNHBIX  BO3MOXHOCTEH  JabopaTtopuu  ¢unmana,
MPOBOIUIIOCH ompeneneHne ypoBHa C-peaktuBHoro Oenka (CPB) u
nHTepreiikuna-6 (MJI-6) kak KIIOYEBBIX BOCHAJIUTEIBHBIX MapKepOB,
aCCOIIMMPOBAHHBIX €  COCYAWUCTBIMH  OCHOXHEHusMu.  Jlns
MHTEPIIPETalUK JaHHBIX HCIOJIb30BAIHCH CTaHIAPTHBIC peepEeHTHBIC
3HAu€HWs,, NPUHATBIE B KIMHWYECKOM mpakTuke. B cioywae
HEOAHOKPATHOTO ONpPEAesICHMS (MIPHU HATWYUY JAHHBIX), yIHTHIBAINCH
HanOoJiee BHICOKHE 3HaUeHHMs, 3aQMKCHUPOBaHHBIC B TEYEHHE MEPBBIX 3
CYTOK IIOCJIE CTEHTHPOBAHUSL.

[NammenTs! Habmoganucy B TeueHne 30 CyTOK MOciie MPOBEACHHUS
BMenIarenbeTa. HabmoieHne BKIII0Yano OYHbIC BU3UTHI, TeIe(QOHHbIE
KOHTAaKTBl, a TaKKe IIOBTOPHBIE TOCIHUTaIM3anuu. B KkadecTBe
HEONArONPUSTHBIX ~ COOBITHH ~ YYHTHIBAINMCH: Pa3BUTHE  OCTPOTO
KOPOHApHOTO CHHIPOMA, TPOMOO3 CTEHTa, PECTEHO3, IOBTOpHAS
HIIeMusi, TOTpeOOBaBIIIasi MHBA3UBHOTO BMEIIATENIHCTBA, X BHE3AIHAS
cepaedHas cMepTb. KpurepmsMu HCKIIOUEHHS U3 HCCIICIOBaHUS
SIBIBUTACH.  OCTPhle  MH(EKIHOHHBIC 3a00JICBaHUI B  MOMEHT
obcieoBaHMs, HAJIMYUE 3JI0KAYECTBEHHBIX HOBOOOpa3oBaHHMN B
aKTHBHOH (ha3e, TSHKENbIe XPOHUIECKHEe 3a001€BaHMsT EIECHH U MIOUEK
B CTaJUM JEKOMIICHCAIL[MM, a TAKXKe OTKa3 MaIeHTa OT y4yacTus B
HaOmogeHnu. MCKmodanuch Takke CIyd4al C HEIOCTaTOYHOCTHIO
IAHHBIX M0 J1a0OpaTOPHOMY OOCIEIOBAaHUIO, HEBO3MOXKHOCTHIO
pacuéra METS-IR wnu oTcyrcTBHEM AMHAMHYECKOTO HAOIIOACHUS
mociie UKB. Jlns aHanu3a JaHHBIX HCIOJIB30BAJIMCH  METOJIbI
ONUCATENIPHOM CTAaTHUCTHKH, CpaBHEHHME CpeAHHX (t-TecT), OLEHKa
noneit (y?) U KOppeIsIUOHHbINH aHann3. CTaTHCTUYECKH 3HAYMMBIME
cyrTanuch pasnuaus mpu p < 0,05.

Taoauua 1. Xapakrepucruka 00cjieIOBAHHBIX NanueHToB (n = 120)

Mokasatenb

3HayeHue (M £ SD) uan %

CpegaHuii Bo3pacT, net

58,1+6,7

MyK4nHbI

64 (53,3%

KeHWwuHbI

56 (46,7%

Oxupenue (MMT > 30 Kkr/m?)

87 (72,5%

ApTepuanbHas runepreHsus

HapyuweHue yrnesogHoro obmeHa

74 (61,7%

Twun BMeLLaTenbCTBa: N1aHoOBOE

72 (60,0%

Twun BMmeLlaTenbCTBa: 3KCTpEeHHOEe

)
)
)
98 (81,7%)
)
)
)

48 (40,0%

Tabnuua 1 gemoHCTpUpYyeT 0a30BbIE KIMHUKO-AEMOTpadUIeCcKie
XapaKTEePUCTHKH BKJIIOYEHHBIX B HCCIICJOBAHHE MAlUEHTOB. BumHo,
YTO OONBUIMHCTBO OOJBHBIX MMENU BBIPAKCHHBIC KOMIIOHEHTHI
MeTabOJIMYECKOr0 CHHIPOMA.

Pesyabrathl uccienoBanus. Cpean 00CICI0BAaHHBIX MAlMEHTOB
cpenHuii Bo3pacT coctaBun 58,1 roga, My)»KYMHBI COCTAaBISUIM 4yTh
Oonee TMOJOBUHBI BHIOOPKH. Bce TMalMEHTBl WMEIM MPU3HAKH
MeTaboJIMYEeCKOr0 CHHAPOMA, HanOoJIee YacTO BBISBILUIHCH OXKHUPEHHUE,
apTepuajbHas TMICPTEH3MS U HapyLICHHs yrieBOAHOro oomeHa. J{is
aHanM3a 3aBUCUMOCTU HMCXOJIOB OT YPOBHSI MHCYJIMHOPE3UCTEHTHOCTH
MaLMEHTH! ObLIM Pa3/IeeHbl Ha JBE TPYIIIbL: C YMEPEHHBIM H BEICOKUM
METS-IR. B rpymme ¢ 60ee BEBICOKUM HHIEKCOM OTMEYAIUCH TaKKe
noseItieHHbIe ypoBHH CPB 1 UI-6. B cpenrem yposens CPb coctaBmn
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6,4 mr/n, NJI-6 — 9,1 ur/mn. B rpynne ¢ ymepenasiv METS-IR ot
MOKa3aTead OBUIM HIKE. COOTBETCTBEHHO 3,2 Mr/a u 5,6 mr/mi.
Paznuuust ObUTH CTaTHCTHYECKH JOCTOBepHBIME. B Teuenue 30 cyrok
1OCJIe BMEMIATENbCTBA OCJIOXKHEHMS pPa3BWINCh y 30 MarueHToB.
Hanbonee wacto BCTpedanuch CIydad pPecTeHo3a, Tpom0o3a CTEHTa,
MOBTOPHBIX MPHUCTYIIOB CTEHOKAPAUH. Y MAlUEHTOB C 001ee BHICOKHM
METS-IR 4acrora ociiokHeHHUH Oblia BHIIE, YeM y OCTaNBHBIX. Takke
y HEX oTMedanuck Oonee Boicokue 3Hauenus CPb u NJI-6.
KoppensaiuoHHsIl aHaIN3 MMOKa3al YMEPEHHYIO IMOJIOKHTEIbHYIO
cBsa3b Mexy METS-IR u ypoaem CPb, a Takxke mexxny METS-IR u
ypoBHeM WJI-6. Takum o00pa3oM, BBISBICHO, YTO IPH TOBBIIICHHN
MoKazaTenei HMHCYJTHHOPE3UCTEHTHOCTH YCHIIUBAETCS
BOCIIAJIUTENBHBIA (DOH, KOTOPBIH, BEPOSTHO, UTPAET POJIb B Pa3BUTHU
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OCIIO)KHEHHH TMocie CTeHTUpoBaHMs. CTaTHCTHYECKH IOCTOBEPHO
BeLsiBiIeHa CBs13b Mexy METS-IR u yposaem CPb (r = 0,49; p <0,01),
a tarke Mexay METS-IR u WUJI-6 (r = 0,44; p < 0,01). Cpennue
3radeHust METS-IR y manueHToB ¢ 0CoKHEHUsIME ObUTH BBILIE, YEM Y

TeX, y KOTO TeUSHHUE MOCICONEPAIUOHHOTO IEPHUOa ObLITO CTAOMITEHBIM
(53,9 £ 6,2 mporuB 47,8 £ 54; p < 0,01). Dro moaTBep:KAACT
3HAQYUMOCTh  MOKAa3aTeinsl  KaK  MOTCHIHMAIBHOTO  KPHUTEpUs
MIPOTHO3UPOBAHHUSL.

Ta6auna 2. Ilokazareau METS-IR, CPB u WJI-6 B uccaenyeMbIx rpynnax

lpynna METS-IR (M + SD) CPB (mr/n) (M £SD) WN-6 (nr/mn) (M £ SD)
Ipynna c ymepeHHbiMm METS-IR 46,3 +3,7 3,2+1,4 56+2,1
I'pynna c Bbicokum METS-IR 54,7 +4,2 6,4+2,2 9,1+2,8
CTaTmcTnyeckasn 3Ha4MMocCTb (p) <0,01 <0,01 <0,01

Tabnuna 2 WITIoCTPUPYET pasIudus MEX Ty IPYyIIaMH HAIEHTOB B 3aBUCHMOCTH OT YPOBHS HHCYJIHHOPE3UCTEHTHOCTH. [Ip1 BEICOKOM
METS-IR 3HauiMO BbIlle ypoBHHU BocmanuTeabHbIX MapkepoB CPB u JI-6, uTo yka3siBaeT Ha YCHIICHHBIN BOCTIAUTEIBHBIN (DOH.
Tabauua 3. YacTora ocaokHeHuii B 3aBucumoctu ot ypoBasi METS-IR

OcnoxHeHne YmepeHHbIii METS-IR (n = 60) Bblcokuit METS-IR (n = 60) p-3HayeHue
O6Lan YacToTa OCNOKHEHWI 9 (15%) 21 (35%) 0,01
PecreHo3 3 (5%) 8 (13,3%) 0,04
Tpomb603 cTeHTa 2 (3,3%) 5 (8,3%) 0,2
MoBTOpHas UWeMnaA/aHIMHa 4 (6,7%) 9 (15%) 0,08
BHe3sanHasa cmepTb 0 2(3,3%) 0,15

Tabnuna 3 nokas3piBaet, 4To y nanueHToB ¢ BEICOKUM METS-IR 3HauuTeNnbHO BBIIIE YacTOTa OCI0KHEHHN, OCOOEHHO pECTeH03a. DTO
MOJTBEP>KIACT MPOrHOCTHYECKOE 3HaUCHNE MeTabommdeckux HapymieHnuit mpu UBC.
Tabauna 4. Koppeassuus me:xkny METS-IR u BocnajMTeJbHBIMH MapKepaMu

Mokasatenu KoadduumeHT Koppenauum (r) p-3HayeHue
METS-IR n C-peaKTuBHbIN 6enoK 0,49 <0,01
METS-IR n MHTepNENKNH-6 0,44 <0,01
Tabmuma 4  [EMOHCTPHPYET  CTATUCTHYECKH  3HAYUMYIO Ba)XHO OTMETHTb, YTO BCE UCIIOIb30BAHHBIC IOKA3ATENH SIBISIOTCS

MOJIOKUTENBbHYI0 Koppersiiuio Mexay METS-IR u BocnanurensHIMU
MapKepaMH, YTO YKa3bIBa€T HA MATOr€HETHUECKYIO CBSI3b MEXIY
HHCYJHHOPE3UCTCHTHOCTBIO U BOCHIAJICHHEM.

O6cy:xnenune.  [lomydeHHBIE — pe3ynbTaThl  MOITBEPIKIAIOT
3HAQUUMOCTh OICHKH HHCYJIMHOPE3HCTEHTHOCTH U BOCIIAIUTEIHHBIX
MapkepoB y mamueHToB ¢ MBC u MerabonmmyeckuM CHHIPOMOM,
HanpaBsieMbix Ha YKB. V OGompHpix ¢ BeicokmM METS-IR
OCIIO)KHEHHS Ppa3BHBAINCH dYalle, OCOOEHHO B COYETaHHU C
noBbIIeHHBIMU ypoBHAMU CPb u NJI-6. Ot naHHBIE COOTBETCTBYIOT
pe3ynbTaTtaM APYTuX KIMHUYECKHX HCCIEHOBAHUNA M MOAYEPKHBAIOT
pONb  CKPHITOTO  BOCHANECHUS KakK OIHOTO U3 MEXaHHU3MOB,
YYacTBYIOIIMX B HapyIICHHH BOCCTAHOBJIEHHS COCYIHCTOM CTEHKH
I0CJIe BMETIIATEeIBCTBA.

JIOCTYHHBIMH U MOT'YT NIPUMEHSITECS B TOBCEJHCBHON IPAKTHKE, B TOM
4HcIIe B KIMHUKAX Y30ekucrana. Vx ncronp30BaHHE MOXKET ITOBBICHTH
3¢ HEKTUBHOCTH CTPATUPHUKALNY PUCKA U YIYUIIUTh TAKTUKY BEICHUS
TaKUX MAIMCHTOB.

BbiBoabL.

1. Iamuentsl ¢ UBC 1 MeTabonn4eckuM CHHAPOMOM, UMEIOIINE
BbIcokuit ypoBeHb METS-IR u noBeIieHHbIe 3Ha4eHUsS C-pEakTUBHOTO
6emnka u MJI-6, HaxoAsdTCs B IpyIIe HOBBIIIEHHOTO PHCKA MO Pa3BUTHIO
PaHHUX OCIOXKHEHHH IT0CJIe CTEHTHPOBAHI.

2. OmeHka 3THX TOKa3aTeneld J0 MpOBENCHHUS BMEIIATEIHCTBA
TI03BOJISIET 3apaHee BBIIBUTH MAI[IEHTOB BHICOKOTO PHCKA.

3. UcnonezoBanne METS-IR u BocnanuTenbHBIX MapKEPOB MOKET
OBITH PEKOMEHIOBAHO AJIS BKIIOYEHHS B AITOPUTMBI OICHKHU IIEpen
UKB B pyTHHHOH KIIMHUYECKOH MPAKTHKE.
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AHHOTALUA
3aboneBanust sxemuHoi cuctemsl (32KC) urparot 3HaYUTETBHYIO POJIb B CTPYKTYpE ACTCKOM maTonoruu. [1o JaHHBIM pa3iHyHBIX aBTOPOB, UX
yacToTa coctaBiieT oT 55 no 80% cpemau nereit ¢ maronoruei sxkenynouno-kumednoro tpakta (OKKT) [1, 2, 5, 6]. B mocnenHue roasl moaxoIsl K
JIMarHOCTHKE W JiedeHHIo 3aboneBannii 3XKC y nmereill CymiecTBEHHO M3MEHWINCH. JTO B TEPBYIO OYEPEb CBSI3aHO C IMOSBICHUEM HOBBIX
MEINIUHCKUX TEXHOJIOTHH, MO3BOJMIONINX IMATHOCTUPOBATH 3a00JICBaHUS HA PaHHHX CTaguix. B cTpykrype 3aboneBanmii 3)KC y nerei,
HECOMHEHHO, TPHOPHUTET MMEIOT (YHKIMOHAIBHBIE paccTpoiictBa. Cpenu 3aboieBaHMN OPraHWYECKOrO MPOHMCXOXKICHUS Bce Oojee BakHOE
3Ha4YCHUE PUOOpeTaeT xemanokameHHas 6one3nb (JKKB), yactora KoTOpoii B IETCKOM BO3pacTe ¢ KaKIbIM roJIoM yBenmunBaercs. K coxanenmuto,
3HAHWA NEIMaTPOB M Bpayeil MepBUYHOrO 3BEHA 3[PABOOXPAHCHHUS IO JAHHOW TeME B psje CIydaeB HEIOCTATOYHBI, IIOSTOMY OCHOBHAS LiEJb
JTAHHOW CTaThM — B ONpEJCIEHHOI CTeNeHH KOMICHCHPOBaTh AeUIUT MHPOPMAIMK IO 3asBiIeHHOH TeMe. Oco0ylo akTyalbHOCTb, Ha Halll
B3TJISLI, IPEACTABISIET MpobiaeMa BEIOOpa MPUOPUTETHHIX HAMPABICHUH JIe4eOHOM TaKTHKH, a TaKKe pa3paboTka KOMITIEKca MPOPIITaKTHISCKUX
MEPONPHUSITHH JUIs HALMEHTOB U3 TPYIIIIBI PUCKA.
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MODERN VIEWS, TREATMENT OPTIONS AND PREVENTIVE MEDICINE IN CHILDREN WITH BILIARY SYSTEM
DISEASE
ANNOTATION
Biliary system diseases (BSD) play a significant role in the structure of childhood pathology. According to various authors, their frequency
ranges from 55 to 80% among children with gastrointestinal tract (GIT) pathology [1, 2, 5, 6]. In recent years, approaches to the diagnosis and
treatment of BID diseases in children have changed significantly. This is primarily due to the emergence of new medical technologies that allow
diagnosing diseases at early stages. In the structure of BID diseases in children, functional disorders undoubtedly have priority. Among diseases of
organic origin, cholelithiasis (CSD) is becoming increasingly important, the incidence of which in childhood increases from year to year.
Unfortunately, the knowledge of pediatricians and primary health care physicians on this topic is insufficient in a number of cases, so the main
objective of this article is to compensate for the information deficit on the stated topic to a certain extent. Particularly relevant, in our opinion, is
the problem of choosing priority areas of treatment tactics, as well as developing a set of preventive measures for patients at risk.
Keywords: biliary system, children, functional disorders, gallstone disease, diagnosis, treatment, prevention, gastrointestinal diseases.
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BOLALARDA O‘T YO‘LLARI TIZIMI KASALLIKLARIDA ZAMONAVIY QARASHLAR, DAVOLASH USULLARI VA
PROFILAKTIKA

ANNOTATSIYA

O‘t yo‘llari tizimi kasalliklari (O°YTK) bolalar patologiyasi tuzilmasida muhim o‘rin egallaydi. Turli mualliflarning fikriga ko‘ra, ular bolalar
orasida me’da-ichak tizimi (GIT) kasalliklari bilan og‘riganlar orasida 55-80% ni tashkil etadi [1, 2, 5, 6]. So‘nggi yillarda bolalarda O°YTK
kasalliklarini tashxislash va davolash yondashuvlari sezilarli darajada o‘zgardi. Bu birinchi navbatda kasalliklarni erta bosqichda aniqlash imkonini
beruvchi yangi tibbiy texnologiyalarning paydo bo‘lishi bilan bog‘liq. Bolalarda O‘YTK kasalliklari tuzilmasida funksional buzilishlar shubhasiz
ustunlik giladi. Organik kelib chiqadigan kasalliklar orasida so‘nggi yillarda bolalar orasida uchrash tezligi ortib borayotgan ho‘l safro tosh kasalligi
(JCB) tobora dolzarb bo‘lib bormoqda. Afsuski, pediatrlar va birlamchi tibbiy yordam shifokorlarining bu boradagi bilimlari ayrim hollarda yetarli
emas. Shu bois, mazkur maqolaning asosiy maqsadi — ko‘rsatilgan mavzu bo‘yicha ma’lumotlar tanqisligini qisman bo‘lsa-da qoplashdan iborat.
Bizningcha, davolash taktikasining ustuvor yo‘nalishlarini tanlash hamda xavf guruhiga kiruvchi bemorlar uchun profilaktik choralar majmuasini

ishlab chiqish muammosi aynigsa dolzarb hisoblanadi.

Kalit so‘zlar: o‘t tizimi, bolalar, funksional buzilishlar, o‘t-tosh kasalligi, diagnostika, davolash, profilaktika, oshqozon-ichak kasalliklari.

Epidemiology
Gallstone disease is a fairly common pathology in both adults and
children, accounting for approximately 10-20% of the general
population (in Japan and Great Britain — up to 10%, in some regions of
Chile — up to 80%). As a rule, women get sick 2-3 times more often
than men. There is a specific formula for predisposition to gallstone
disease, the so-called "risk situation 5F": female , fair , forty (over 40),
fat , fertile (having given birth many times). Among the diseases of the
digestive system, the share of cholelithiasis in children of our country is
more than 1%. The last 10-15 years are characterized not only by a
tenfold increase in the frequency of this pathology, but also by its
obvious rejuvenation. Cholelithiasis is increasingly diagnosed in
children of the first three years of life, and in some cases even in infants
and newborns. In the younger age group (up to 7 years), boys are more
often ill than girls. By the age of 10-12, the frequency levels out, and in
puberty and adolescence, the incidence of cholelithiasis in girls exceeds
that of boys by 2 times [1, 6, 8].
Etiology
Today, cholelithiasis is considered a liver disease characterized by
a defect in the mechanism of synthesis or transfer of bile lipids with the
formation of stones in the gallbladder and/or bile ducts. The etiological
structure of cholelithiasis in children is multifaceted, and several main
factors are distinguished:
. hereditary predisposition (HLA: B12, B18, A9, All, A26,
Cw3, Cw4);
diseases (conditions) accompanied by prolonged hemolysis;
congenital anomalies of the biliary tract;
pathology of the duodenum, duodenostasis ;
violations lipid exchange (excess weight, dysli pyedemia );
endocrine diseases, dyshormonal violations;
long-term parenteral nutrition;
resection of the colon (especially in the area of the ileocecal
angle ), Crohn's disease (ileitis);
chronic constipation;
cystic fibrosis , celiac disease ;
sharp loss of mass bodies.
IN quality additional factors discussed:
consumption of large amounts of refined carbohydrates, fats,
easily digestible proteins, preservatives along With deficit V diet
vegetables, fruits, vitamins, dietary fiber;
early translation children on artificial feeding, V result what
They Not receive V sufficient quantity certain substances (for example,
taurine) that prevent development of hyperlipidemia
hyperinsulinemia , obesity;
e ecological ill-being;
violation regime days And nutrition;
Hypodynamia (playing gadgets );

>
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e alcoholism, smoking, substance abuse.

Pathogenesis

Stones formed in the gallbladder are traditionally divided into
"cholesterol" and "pigment" stones. The latter, in turn, are subdivided
into "black" and "brown".

1. Pathogenesis of cholesterol stone formation.

In normal bile, cholesterol is in a dissolved state. This is facilitated
by bile acids ( cholic , deoxycholic and chenodeoxycholic ), as well as
phospholipids (lecithin), which form special complexes with cholesterol
called micelles. In recent years, the presence of "lipid bubbles" in bile,
capable of binding large amounts of cholesterol, has been proven [1, 3,
4,6,7,8].

In case of decrease in concentration of these components in bile,
conditions are created for precipitation of cholesterol and its
crystallization. A certain significance in formation of stones has initially
increased concentration of cholesterol in bile, which occurs in obesity,
diabetes mellitus, early pregnancy. Congenital variants of
hypercholesterolemia have also been described [ 2 ] .

The infectious factor plays a significant role in the process of stone
formation. Thus, when infectious agents enter the bile ducts, for
example, with pancreatic juice, the enzyme phospholipase A is
activated, breaking down lecithin. The resulting lysolecithin is not able
to sufficiently bind cholesterol. Cholestasis , in which the absorption of
water in the gallbladder (GB) increases and the concentration of salts
increases, is of great importance in the process of lithogenesis.
Inflammation of the GB and bile ducts significantly increases the risk
of cholelithiasis . At the same time, the concentration of bile acids in the
bile sharply decreases as a result of their absorption. In addition, the
inflamed mucosa secretes a lot of protein and calcium salts. Protein can
become the basis of a stone, and calcium salts - a kind of "crust".

2. Pathogenesis of the formation of pigment ( bilirubin ) stones.

"Black" stones are formed mainly in the gallbladder due to an
increase in the concentration of calcium bilirubinate in it . This occurs
as a result of hydrolysis of unconjugated bilirubin in the gallbladder by
endogenous - glucuronidase . There are two main causes of excessive
release of conjugated bilirubin: intravascular hemolysis and intrahepatic
circulation of bilirubin (in Crohn's disease, gallbladder fibrosis, etc.).

"Brown" stones can form anywhere in the biliary tract, most often
due to infection with anaerobic bacteria. The mechanism of their
formation is quite complex. It is important to note that such stones often
have a mixed structure and consist of both bilirubin and cholesterol [1,
3,4,6].

Pathological anatomy

It is no secret that the most common diagnosis in adults in case of
detection of stones in the gallbladder is "calculous cholecystitis". In
pediatric practice, the diagnosis of "gallstone disease" is encountered
with overwhelming frequency. In the latter case, it is implied that there
is a stone, and the gallbladder as such is intact . Morphological studies
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of recent years have dispelled this illusion, proving that in most cases of
stone formation in children there is cholecystitis of varying degrees of
severity [1, 2].

of the gallbladder in children is the activation of organ sclerosis
processes against the background of a decrease in fibroblast
proliferation and the formation of mature forms of collagen. Dystrophic
processes are also intensified both in the proper plate of the mucous
membrane and in the muscular wall. Microcirculation disorders are of
great importance in maintaining inflammation .

Classification

In 2002, a new classification of cholelithiasis was proposed,
developed at the Russian Institute of Gastroenterology [6]. In our
opinion, the authors, the classification reflects the level of modern
knowledge about the mechanisms of cholelithiasis and the features of
the clinical picture of cholelithiasis.

Stage I —initial, or pre-stone : A) thick, heterogeneous bile;

B) formation of biliary sludge (microliths, putty-like bile and their
combination).

Stage I — formation of gallstones:

A) by localization (in the gallbladder, common bile duct, hepatic
ducts);

B) by the number of stones (single, multiple); C) by composition
(cholesterol, pigment, mixed); D) by clinical course:

a) latent,

b) with the presence of clinical symptoms:
painful form with typical biliary colic,
dyspeptic form,
under the guise of other diseases.

Stage III — chronic recurrent calculous cholecystitis.

Stage IV — complications.

Clinical painting

Current data indicate that more than half of cholelithiasis cases in
children (up to 65%) are in stages I and II. stages diseases, those. stones
at this are “silent ” and are diagnosed by chance during ultrasound.

The stage of clinical manifestation is characterized by the
appearance of acute or dull abdominal pain of varying intensity. In
terms of localization, the predominant pains are in the epigastrium ,
pyloroduodenal zone, in the navel area, and right hypochondrium. With
a detailed collection of anamnesis, it is possible to identify some age-
related patterns of pain syndrome.

In particular, preschool and primary school children often complain
of pain around the navel or throughout the abdomen. Middle school
children periodically complain of pain in the epigastrium and
pyloroduodenal zone. Pain in the right hypochondrium, typical for
adults with cholelithiasis, is detected mainly in children of pubertal age
[1].

The nature of the pain syndrome is largely determined by the
localization of the stone in the gallbladder. It is known that the area of
the bottom of the bladder is the least sensitive (“silent zone”), and
therefore stones located in this place most often do not cause pain.
When the stones are localized in the body of the bladder, the pain
syndrome is moderate. The neck of the gallbladder, the cystic duct and
the common bile duct have the greatest sensitivity , therefore stones
located in these areas often give a typical clinical picture of biliary
colic.

The mobility of stones in the gallbladder cavity is of particular
importance in the development of the clinical picture of cholelithiasis
in children. In particular, children with large immobile stones more
often complain of aching pain in the right upper quadrant of the
abdomen. Mobile ( floating ) stones can cause acute pain of uncertain
localization.

It should be remembered that purely “glandular” complaints are not
so common in clinical practice. Many school-age children and
adolescents may experience a kind of “interference” of symptoms due
to the addition of signs of damage to the esophagus, stomach, and
duodenum.

Diagnostics
Firstly : a correctly collected anamnesis is of great importance, in
particular, the features of hereditary predisposition to chole- and
urolithiasis . During an objective examination, no specific findings

73

should be expected in most children. Palpation of the abdomen often
reveals pain in the epigastrium , right hypochondrium, positive
gallbladder symptoms; an increase in the liver by 1-2 c¢cm is possible.
The severity of these signs largely depends on the degree of bile
outflow disorder .

Secondly : Laboratory diagnostic methods are not decisive in
diagnosing cholelithiasis in children. Determining elevated levels of
cholestasis markers and triglyceride levels in the blood (the level of
total lipids may decrease somewhat) may be of some importance. In
order to clarify the genesis of calculus formation, it is advisable to
determine markers of latent hemolysis.

Thirdly : ultrasound is rightfully considered a screening method in
the diagnosis of cholelithiasis in both children and adults. Its sensitivity
in localizing stones in the gallbladder exceeds 97%, and in the case of
the presence of an acoustic shadow, it reaches 99% [1, 6, 7].

On echograms, gallstones appear as clearly visible hyperechoic
inclusions of various shapes and sizes. Usually, due to their weight, the
stone is located at the back wall of the bladder, but it can also “float” if
it contains a large amount of cholesterol or gas.

The brightness of the ultrasound signal from the stone depends on
its chemical composition. Soft cholesterol stones practically do not
produce an acoustic shadow, unlike stones containing calcium in their
composition, in which case there is always a bright acoustic signal of
the track.

When the gallbladder is completely filled with stones, neither the
bladder nor the stones can often be visualized due to significant signal
reflection. In such cases, only the presence of a wide ultrasound shadow
allows one to assume the presence of multiple stones.

When the body position changes, the concrement moves freely in
the lumen of the bladder. Displacement does not occur in the case of a
"driven" stone in the neck of the bladder or when it is very small, when
it "sticks" to the wall. This happens especially often in the presence of
"dirty" bile, when the sediment looks like putty.

In children, a calculus is very rarely fixed to the wall of the
gallbladder. When a hyperechoic formation is detected on the wall of
the gallbladder, it is necessary to conduct differential diagnostics
between a stone and a polyp. The latter may be the result of hyperplastic
cholesterolosis of the gallbladder, the cause of which is excessive
accumulation of triglycerides and cholesterol in the wall of the organ
[6, 7]. A polyp is usually visualized as a single small formation (2-5
mm), does not give acoustic shadow , has clear contours and is firmly
fixed to the wall. In very rare cases, the polyp may contain
calcifications, resulting in the formation of a light acoustic path. The
combination of a polyp and a gallstone is quite rare in children, but
usually requires surgical intervention.

Fourthly : Among the radiological methods for detecting
radiopaque stones in the right hypochondrium, the most frequently used
is a survey radiograph of the abdominal cavity. It is believed that the
greater or lesser contrast of a stone depends on its calcium content.
Predominantly, cholesterol stones are either not visible at all on a
survey image or are visualized as a blurred, indistinct shadow. Stones
containing calcium bilirubinate and stones of mixed ( cholesterol -
pigment-calcium) composition, on the contrary, are clearly visible on a
radiograph.

Fifthly : computed tomography allows visualization of even small
stones (mainly calcium stones) up to 1-2 mm in diameter. However,
“soft” stones that do not contain calcium are visualized only after the
introduction of a contrast agent. If the stone size is more than 5 mm, its
structure can be described. More informative examination methods,
especially for assessing the patency of the extrahepatic bile ducts, are
spiral computed tomography and magnetic resonance cholegraphy [3,
4].

Sixth : The “ gold standard” for diagnosing choledocholithiasis is
considered to be endoscopic retrograde cholangiopancreatography
(ERCP), which, however, has a high risk of complications [3].

Treatment

Before starting active treatment, a pediatrician or general
practitioner must answer the question: "What to do: treat conservatively
or refer to a surgeon - operate?" There are no clear recommendations
on this matter, but there is an unspoken rule: do not operate on a child
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with an accidentally detected gallstone until the development of a
characteristic clinical picture of gallstone disease. The author of this
concept is unknown, and it has no strict scientific basis. Rather, such
tactics are a product of the general wariness of all pediatricians, general
practitioners and pediatric gastroenterologists towards surgical
treatment in general.

The arguments of supporters of conservative management of
patients with cholelithiasis can be summarized as follows:

. there is a certain risk of intra- and postoperative
complications during surgical treatment;

« the possibility of intraductal formation cannot be excluded
lithiasis after cholecystectomy ;

. as a result of cholecystectomy , a violation of the
neurohumoral regulation of the processes of bile formation and bile
secretion is possible due to a violation of the regulation of pressure in
the hepatobiliary system;

. there is a high probability of developing postcholecytectomy
syndrome (PCS);

. there is a certain risk of an unfavorable course of the
postoperative period when performing cholecystectomy in puberty;

. cholecystectomy does not eliminate the very cause of stone
formation (synthesis of lithogenic bile by hepatocytes ) [1, 2]. If a
decision is made on conservative treatment of a child, the primary task
is to develop an adequate dietary correction program. As a rule, table
No. 5 is prescribed with additives in the form of vegetables, fruits and
other functional food products (dietary fiber), including for the purpose
of constipation prevention. Of great importance is the inclusion in the
child's diet of products that have a beneficial effect on the state of the
colon microbiocenosis - fermented milk products with dietary
supplements ( Bifidok , Bifilife , Acidophilus, etc.), biologically active
additives (BAA) with a prebiotic effect ( Eubikor ).

Among the general regimen aspects, it is necessary to note regular
meals without long breaks, limitation (but not complete prohibition) of
physical activity, the need to adhere to a daily routine with adequate
sleep in accordance with the child’s age, a protective regimen in terms
of psycho-emotional influences, etc.

When developing a drug treatment program, the pediatrician needs
to answer one more question: “Should we carry out litholytic therapy
or not?”

A positive answer to this question is possible only if the following
conditions are met: 1) detection of “soft”, radiolucent stones (calculi)
in the child; 2) their diameter should not exceed 10 mm; 3) bladder
localization of stones; 4) if small stones are present, they should not
occupy more than half of the volume of the gallbladder; 5) contractility
of the gallbladder and patency of the bile ducts are preserved; 6) desire
and capabilities of the parents, since treatment can be lengthy and
expensive. Looking at the problem from the opposite direction, we can
list the main contraindications to medicinal dissolution of stones: 1)
“dense”, radiopaque stones; 2) their diameter is more than 20 mm; 3)
“disconnected” gallbladder; 4) acute cholecystocholangitis ; 5) chronic
pancreatitis; 6) chronic hepatitis; 7) ulcer of the duodenum, etc.

The most promising time for conservative treatment is to detect the
disease at the biliary stage. sludge (BS). According to literature, dietary
correction and timely administration of specific litholytic therapy, as
well as antispasmodics and choleretic drugs, leads to the complete
disappearance of sludge in more than 70% of cases. However, in such
situations, the pediatrician inevitably faces the need to diagnose
cholelithiasis at a virtually " pre-stone " stage, which can cause certain
organizational difficulties.

The list of litholytic drugs is small and includes derivatives of
ursodeoxycholic acid (UDCA), of which the most widely known is the
drug " Ursofalk ". The therapeutic effects of UDCA are as follows:

. anticholestatic — eliminates all types of intrahepatic
cholestasis — both intralobular and ductal ;

. litholytic — dissolves cholesterol stones in the gallbladder and
prevents the formation of new stones;

. hypocholesterolemic — reduces cholesterol levels in the
blood;

. hepatoprotective and antioxidant — protects liver cells from

hepatotoxic factors;
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. membrane stabilizing — due to the formation of non-polar
dimers and inclusion in cell membranes;
. cytoprotective — protects the cells of the bile ducts and

epithelial cells of the gastric and intestinal mucosa from aggressive
factors, reduces the cytotoxic effect of lipophilic bile acids due to the
formation of mixed micelles;

. antifibrotic — prevents the development of liver fibrosis;

. immunomodulatory — reduces autoimmune reactions against
liver cells and bile ducts, suppresses autoimmune inflammation;

. antioxidant — prevents oxidative damage to liver cells and bile

ducts [1, 3, 4].

Ursofalk is usually prescribed in a daily dose of 10 mg/kg of the
child's body weight (less often - 15 mg/kg, for example, in cystic
fibrosis or neonatal cholestasis syndrome ). The course of continuous
treatment is from 6 to 24 months. A feature of the use of this drug is the
need to take the main part (or all) of the daily dose at night. This is due
to the known fact that the concentration of cholesterol in bile increases
precisely at night. A standard capsule of Ursofalk contains 250 mg of
the active substance.

During the first 3 months of treatment, it is necessary to monitor
the level of aminotransferases and cholestasis markers in the blood once
a month, then once every 3 months. Ultrasound monitoring is
performed every 6 months. A certain tactical stage is the period of 1
year from the start of treatment. If no positive dynamics are noted
during this time, then the treatment should be stopped. In case of
dissolution of stones, treatment with UDCA preparations should be
continued for another 3 months.

Usually, in addition to UDCA preparations at the pre-stone stage of
cholelithiasis, combined drugs with a mild choleretic , antispasmodic
and hepatoprotective effect are prescribed. Among the most popular at
present are Galstena , Hofitol , Odeston , Gepabene . They are
prescribed in pulse courses of 3-4 weeks 2-3 times a year.

The use of choleretic drugs (especially the cholekinetic group )
cannot be considered appropriate at the stage of formed stones due to
the high risk of the latter moving into the cervical area of the gallbladder
and the occurrence of an intense pain attack, as well as into the bile
ducts (including the common bile duct) with the formation of
obstruction and the need for emergency surgical intervention
As additional therapy, biopreparations are prescribed to correct the
intestinal microbiocenosis, dietary fiber preparations to prevent
constipation, antispasmodics of various groups (especially in case of
recurrent pain syndrome), and, according to indications, pancreatic
enzyme preparations. In the presence of signs of an active inflammatory
process in the gallbladder or in the preoperative period, antibacterial
therapy is indicated. According to L.A. Kharitonova (2002), the
effectiveness of litholytic therapy usually does not exceed 15%.
However, if all recommendations for the use of ursofalk are followed ,
the effectiveness of treatment increases.

If radiopaque, mainly bilirubin stones are detected, litholytic
therapy is ineffective. The attending physician should be aware that the
only radical method of treating cholelithiasis in this case is surgical.
The same applies to situations of unsuccessful litholytic therapy.

The arguments of supporters of surgical treatment of cholelithiasis
boil down to the following provisions:

. with prolonged existence of the stone, inflammatory-
dystrophic changes in the wall of the gallbladder occur,
pericholecystitis develops , which complicates surgical treatment in the
future;

. children with cholelithiasis have a high incidence of
congenital anomalies of the gallbladder and ducts with impaired bile
rheology, which makes conservative tactics ineffective;

. patients may have situations that limit the use of conservative
litholytic therapy;

. when litholytic therapy is prescribed, partial or complete
litholysis is observed only in a small proportion of patients;

. there is a high risk of complicated cholelithiasis;

. after cholecystectomy, there is a decrease in the lithogenicity

index of bile due to the acceleration of enterohepatic circulation of bile
acids.
Thus, in each specific situation all the " pro et contra » for an
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informed choice of the optimal treatment program.

Among the known surgical techniques, laparoscopic is the most
frequently used cholecystectomy , which is characterized by minimal
trauma Laparoscopic surgery, proposed by some authors,
cholelithotomy is practically not used in pediatric practice due to the
large number of side effects and frequent relapses of the disease.
According to most clinics with experience in surgical treatment of
cholelithiasis, any negative consequences (recurrence of stones,
pancreatitis) develop in no more than 5% of children who have
undergone laparoscopic cholecystectomy .

According to A.M. Zaprudnov and L.A. Kharitonova (2002),
surgical treatment of cholelithiasis is a priority in children under 12
years of age. After its implementation, long-term therapy with litholytic
drugs is recommended (up to 2 years).

In children over 12 years of age, conservative therapy is considered
the method of choice, and surgical intervention is performed only in the
case of biliary colic. Such age differences are due to a slightly higher
number of postoperative complications in children of pubertal age.

Exercise therapy, physical therapy, and spa treatment are of
particular importance in the treatment of children with cholelithiasis.

The aim of our study was to evaluate the results of conservative
and surgical methods of therapy for cholelithiasis and to develop a set
of preventive and therapeutic measures in children at risk for the
development of cholelithiasis.

The study involved 42 patients aged 2 to 17 years (boys - 16, girls
- 26), who underwent examination and treatment at the Bukhara
Regional Children's Medical Center from 2022 to 2025 (chief physician
M. Amonov ). The indication for hospitalization in more than half of
the patients (59.4%) was recurrent abdominal pain without any
pathognomonic signs, in some cases requiring exclusion of acute
surgical pathology. In 8 cases (19.1%), typical biliary colic was

0/°

diagnosed, accompanied in 2 patients by clinical and laboratory signs
of pancreatic pathology. In other patients with various types of chronic
pathology (including children with allergic diseases, cystic fibrosis ,
congenital heart defects, hematological pathology, etc.), gallbladder
stones were an accidental finding during an ultrasound examination of
the abdominal cavity.

Research methods: All patients, in addition to the usual clinical
and laboratory screening, ultrasound and endoscopic (FEGDS)
examination, underwent plain radiography of the abdominal cavity
(right hypochondrium) to verify radiopaque stones, a comprehensive
biochemical blood test to determine markers of cholestasis and latent
hemolysis. Patients with anamnestic indications of episodes of
hyperbilirubinemia , jaundice, increased levels of liver transaminases
and/or hyperamylasemia underwent magnetic resonance cholegraphy ,
and in isolated cases - ERCP.

Results and discussion: Among the probable risk factors for the
development of cholelithiasis , according to the anamnesis, the most
significant role belongs to a burdened heredity for cholelithiasis (this
pathology was diagnosed in the closest relatives of 66.7% of patients).
In 33.3% of cases, anomalies in the shape of the gallbladder were
verified (persistent deformations according to polypositional dynamic
echocholecystography ), in 14.3% - hemolytic conditions of various
origins. In most cases, a combination of several factors was noted in
one patient. At the same time, children with excess body weight
accounted for only 11.9% of those examined; children with a
harmonious mesosomal balance predominated. somatotype . In isolated
cases, factors such as long-term parenteral nutrition, endocrine diseases
were noted; in two cases, cholelithiasis was diagnosed in patients with
cystic fibrosis , in three cases - with celiac disease . In 7 patients
(16.7%), probable risk factors could not be identified (Fig. 1).
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Fig. 1. Probable risk factors for cholelithiasis in the examined patients.

A differentiated approach to the choice of treatment tactics, taking
into account the severity of abdominal pain syndrome, the presence of
complications, the number, diameter and localization of stones, the age
of the patient, as well as the nature and effectiveness of previous
conservative therapy, made it possible to determine the indications for
surgical treatment. Laparoscopic Cholecystectomy was performed in
15 patients.

The remaining patients (n = 27) were prescribed conservative
therapy, which included, in addition to dietary recommendations and
ursofalk , antispasmodics ( duspatalin , no-shpa), pre- and probiotics
(especially drugs containing dietary fiber), enzymes (creon). Medicines
against the background of ursofalk were prescribed sequentially and no
more than three drugs at a time.

After cholecystectomy, all patients were prescribed similar
conservative therapy with the addition of choleretic and
hepatoprotective drugs.

The follow-up period of the observed patients ranged from 6 to 24
months; the frequency of examinations ( physical examination,
determination of cytolysis and cholestasis markers , ultrasound) was
once every 3—6 months.

In the group of patients who underwent cholecystectomy |,
abdominal pain syndrome and dyspeptic complaints (probably caused
by concomitant pathology of other parts of the digestive tract) were
noted in three cases; in one patient, PHES was verified; in the remaining
cases, the operated patients did not present any complaints (Fig. 2).
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Fig. 2. Follow-up clinical characteristics of children who underwent laparoscopic cholecystectomy .
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Among patients who were on conservative therapy, positive clinical
dynamics of the main symptoms were noted in the majority of cases
(91.3%). Although the goal of litholysis was achieved in only 3 cases,
a decrease in the size of stones was recorded in 4 patients. Most patients
(82.6%) who received ursofalk did not experience an increase in the

size, quantity or compaction of the structure of stones, almost all
patients (88.9%) experienced the disappearance of biliary tract
infection determined during the initial ultrasound examination. sludge

(Fig. 3).
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Fig. 3. Follow-up clinical characteristics of children after conservative therapy of cholelithiasis.

Thus , the choice of treatment tactics for children with
cholelithiasis is based on the analysis of a set of clinical, anamnestic
and laboratory-instrumental data and is not subject to schematization.

Laparoscopic Cholecystectomy , which is a radical method of
treating cholelithiasis in school-age children, does not, however, solve
the problem of eliminating the lithogenicity of bile, and therefore
requires maintenance therapy with UDCA ( ursofalk ) . Surgical
intervention should be carried out according to strict clinical and/or
paraclinical indications (L.A. Kharitonova, 2002).

In our opinion, the indications for surgical treatment are as follows:

. developmental anomalies of the biliary tract with impaired
gallbladder function (confirmed by CT or ERCP data);

. active inflammatory process in the gallbladder, biliary
pancreatitis;

. significant impairment of gallbladder function;

. multiple floating stones;

. large stones with a diameter of more than 1.5 cm;

. anamnestic indications of episodes of obstructive jaundice (a
sign of choledocholithiasis );

. “ disconnected” (according to ultrasound data) gallbladder;

. the appearance or persistence of attacks of biliary colic

against the background of conservative therapy.

In the latent form of the disease in young children, regardless of the
number, size and structure of stones, in the presence of ultrasound signs
of biliary sludge, it is indicated to prescribe complex therapy using
UDCA preparations with clinical, biochemical and sonographic
monitoring within the prescribed timeframes.

It is necessary to identify a risk group for the development of
cholelithiasis . It should include children who have:

. diseases (conditions) accompanied by prolonged hemolysis;
. hereditary predisposition to cholelithiasis;
. congenital anomalies in the development of the biliary tract

with impaired contractile function of the gallbladder (according to

dynamic polypositional echocholecystography );

. chronic inflammatory bowel diseases (especially with
damage to the ileum, for example, Crohn's disease);

. various types of malabsorption syndrome ( celiac disease ,
cystic fibrosis );

. anamnestic indications for resection of the ileum and
ileocecal angle;

. lipid metabolism disorders, hormonal disorders;

. long-term use of hepatotoxic drugs.

This group of children needs regular sonographic screening, which
makes it possible to diagnose cholelithiasis at the biliary stage. sludge
(BS). It is at this stage of the disease that UDCA preparations are most
effective, which allows achieving the maximum effect from
conservative therapy.

Apparently, it is advisable to expand the indications for the
prescription of UDCA preparations:

. after cholecystectomy to prevent ductal lithiasis ;

. if it is impossible to perform a cholecystectomy — regardless
of the number, size and structure of stones;

. in patients at risk for developing cholelithiasis, especially

with ultrasound signs of BS — under clinical, biochemical and
sonographic control within the prescribed timeframes (once every 3—6
months ).

The following scheme of preventive observation of children at risk
for cholelithiasis is possible:

. Ultrasound of abdominal organs once a year;

. if signs of BS are detected, prescribe traditional choleretic
therapy for 1 month, followed by ultrasound monitoring;

. if BS persists — prescribe UDCA ( ursofalk ) in the usual dose
for 3 months with monthly monitoring of ALT levels in the blood and
ultrasound monitoring after 3 months;

. continuation of dynamic sonographic observation once a year
after the disappearance of signs of BS.
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AHHOTALIUA

Heab: WM3yunts Biustane NT-proBNP Ha pemonennpoBanue cepama y manueHToB ¢ caxapusiM auaberom (CJI) u aprepuansHOil runepreH3uei
(AD).

MarepuaJbl 1 MeToabl: B nccinenosanue Bkirouens! 134 manuenta B Bospacte oT 35 10 80 ser ¢ AI' u CJI. Cpennuii BO3pacT MarueHToB
coctaBui 62,42 + 8,1 net, n3 KoTopbix 38% OblM MyXuuHAMU U 62% - sxeHIuHaMu. [lanuenTs! ObUTH pa3/eneHs! Ha 2 TPYIIEl B 3aBUCHMOCTH
ot ypoBHs NT-pro BNP: B rpynmy 1 Bomwm manuentsr ¢ ypoBHeM NT-pro BNP Breime 125 nr/mn (n = 64), a B rpynimy 2 BOIUIM MAIUEHTHI C
ypoBHeM NT-pro BNP mmke 125 mr/min (n = 73).

PesyabTatei: [Ipu cpaBHeHUH mokasaTeneil oducHoro cucromuueckoro aprepuansHoro masinenus (CAJ]) U 0HUCHOrO AMACTONHYECKOTO
aprepuanbHoro fasnenus (JAJl) Mexmy AByMs rpymnmamu CyIIECTBEHHBIX Pa3liMuuil He BbLIBICHO. YpoBeHb NT-pro BNP B 06eux rpymmax
cocraBuit: 297,5 [160,0-562,5] nr/mi npotus 42,0 [21,6-61,0] or/mn. Koneuno-cucronuueckuii pazmep (KCP) - 3,8 £ 0,8 cm npotus 3,4 + 0,3 cm,
p = 0,001; Koneuno-nuacronmueckuii pazmep (KAP) — 5,38 + 0,6 cm mpotus 5,21 £+ 0,3 cm, p = 0,046. Koneuno-guactonnueckuii o6pem (K/10) -
142,7 £ 36,7 M ipotus 130,9 + 19,4 mu, p = 0,024; Koneuno-cucronmueckuit 06bem (KCO) — 69,3 + 35,8 mu mpotus 51,25 £ 12,89 mu, p =0,001;
TonmuHa MEXKEeTyJOYKOBOK MEPEropoIKU U 3aHEH CTEHKH JICBOT'O XKEITyA04Ka ObUIH CTATUCTUYECKH 3HAUMMO Ooubiie B rpymme 1 - TMXKII -
1,23 + 0,8 mm mpotuB 1,18 + 0,1 mm, p = 0,004; T3CJIK - 1,22 + 0,09 mm mpotus 1,15 + 0,12 mm, p = 0,001; Xots ¢paxmus Beidpoca IeBOro
xemynouka (PBJIK) coxpansnacs B 06eux rpymnnax, Tpymiibl 3HAYUTEIBHO pa3anyainucs: 53,6 + 11,8% npotus 61,17 +4,5%, p=0,001. B rpynme
1 macca muokapaa jieBoro xenynouka (MMITXK) - 262,2 + 44,07 r/m2 npotus 261,6 £ 65,1 /M2, p = 0,6 ¥ UHIEKC MACChl MHOKAap/a JIEBOrO
xenymouka (MMMIDK) - 172,9 + 44,6 r/m2 npotus 161,4 + 26,3 r/m2, p = 0,026, ObLIH CTATUCTUYSCKH 3HAYUMO BBIIIIE IO CPABHEHHUIO C TPYIIHOi
2.B To ke Bpemst Obl1a 0OHapyskeHa npsaMas Koppersinus Mexxay yposaeM NT-pro BNP u npogomkurensnoctsio C/ (r = 0,33, p =0,001), KAP (r
=0,16, p=10,05), KCP (r =0,3, p =0,001), TMKII (r = 0,25, p = 0,003), T3CJIKX (r = 0,31, p =0,001), UMMJIX (r = 0,12, p=0,019), KJIO (r =
0,19, p=0,024), KCO (r = 0,32, p = 0,001), u o6parnas xoppeminus ¢ OB (r =-0,39, p=0,001).

BoiBoa: CJI siBisieTcs cepbe3HOH KIIMHUIEeCKOH npobiemoit mumst nedamero Bpada. Hanmnane CH y marenros ¢ CJI 2 Tuma SBIsieTCsl IIIOXUM
MIPOTHOCTHYECKUM MPH3HAKOM MO cpaBHeHmIo ¢ nanuentamu 6e3 CJl. Hammune MBC u Al sBistrorcst ocHOBHBIME npuumnHaMu paszsutust CH y
nauueHtoB ¢ CJI. Ha pannux craausx CH 11 [UarHOCTHKYM BaKEH TINATEIBbHBIA aHAIW3 AWACTOIMYECKON (DYHKIMH JICBOTO JKEIyI0YKa IIpu
axokapauorpaduu. B To jxe Bpems BaxKHBIM sBIsieTcs onpeaenenue konnaectsa NT-pro BNP B kpoBu.

KuroueBble ciioBa: AprepuanbHasi THIICPTCH3MS, caxapHslid auabder 2 tuma, NT-pro BNP, pemonennpoBanue cepia, 1uacToamdeckast
(bYHKIHS IEBOTO HKEITyI04Ka, CUCTONINYECKask (pyHKIMS JICBOTO JKEIyI0UKa.
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THE IMPACT OF NT-PROBNP IN THE DEVELOPMENT OF CARDIAC REMODELING IN PATIENTS WITH DIABETES
MELLITUS

ANNOTATION

Objective: To study the role of NT-proBNP in cardiac remodeling in patients with diabetes mellitus (DM) and arterial hypertension (AH).

Materials and Methods: This study included 134 patients aged 35-80 years with AH and DM. The average age of the patients was 62.42 +
8.1 years, of whom 38% were male and 62% were female. Patients were divided into two groups according to NT-proBNP levels: Group 1 included
patients with NT-proBNP levels > 125 pg/ml (n = 64), and Group 2 included patients with NT-proBNP levels < 125 pg/ml (n = 73).

Results: When comparing office systolic blood pressure (SBP) and office diastolic blood pressure (DBP) indicators between the two groups,
no significant differences were found. The NT-pro BNP levels in both groups were: 297.5[160.0-562.5] pg/ml vs. 42.0[21.6-61.0] pg/ml. ESD- 3.8
+0.8cmvs 3.4+ 0.3 cm, p=0.001; EDD —5.38+ 0.6 cm vs 5.21 £ 0.3 cm, p = 0.046. EDV - 142.7 + 36.7 ml vs 130.9 = 19.4 ml, p = 0.024; ESV
—69.3+35.8ml vs 51.25 + 12.89 ml, p = 0.001; The thickness of the interventricular septum and the posterior wall of the left ventricle was found
to be statistically significantly greater in group 1 - IVST - 1.23 £ 0.8 mm vs 1.18 = 0.1 mm, p = 0.004; PWT - 1.22 £ 0.09 mm vs 1.15 £ 0.12 mm,
p =0.001; Although the left ventricular ejection fraction (LVEF) was preserved in both groups, the groups differed significantly: 53.6 + 11.8% vs
61.17 + 4.5%, p = 0.001. In group 1, LV mass (LVM) - 262.2 £+ 44.07 g/m2 vs 261.6 = 65.1 g/m2, p = 0.6 and LV mass index (LVMI) - 172.9 +
44.6 g/m2 vs 161.4 + 26.3 g/m2, p = 0.026, were statistically significantly higher compared to group 2.

In addition, a direct correlation was found between NT-proBNP level and DM duration (r = 0.33, p = 0.001), EDD (r = 0.16, p = 0.05), ESD(r
=0.3,p=0.001), IVST (r=0.25, p=0.003), PWT (r=0.31, p=0.001), LVMI (r=0.12, p=0.019), EDV (r =0.19, p = 0.024), and ESV (r =0.32,
p =0.001), and an inverse correlation with EF (r=-0.39, p=0.001).

Conclusion: DM is a major clinical problem for physicians. The presence of HF in patients with type 2 DM is associated with poor prognosis
compared with patients without DM. The presence of IHD and AH is a major cause of HF in DM patients. In the early stages of HF, a thorough
analysis of the left ventricular diastolic function on echocardiography is important for diagnosis. At the same time, determining the amount of NT-
proBNP in the blood is also important.

Keywords: Arterial hypertension, type 2 diabetes mellitus, NT-proBNP, cardiac remodeling, left ventricular diastolic function, left ventricular
systolic function.
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QANDLI DIABETLI BEMORLARDA YURAK REMODELINGI RIVOJLANISHIDA NT-PROBNP NING AHAMIYATI

ANNOTATSIYA

Magsad: Qandli diabet (QD) va arterial gipertenziyasi (AG) bor bemorlarda NT-proBNP ko‘rsatgichining yurak remodelingidagi ahamiyatini
o‘rganish.

Tadqiqod materiali va usullari: Tadqiqotga 134 nafar AG va QD li 35 yoshdan 80 yoshgacha bo‘lgan bemorlar olindi. Bemorlarning o‘rtacha
yoshi 62.42 +8.1 yosh, ularning 38 % erkak va 62% ayol kishilar tashkil qildi. Bemorlar NT-proBNP ning ko‘rsatgichiga ko‘ra 2 guruxga bo‘lindi:
1-guruh NT-proBNP ko‘rsatgichi 125 pg/ml dan baland bo‘lgan bemorlar (n=64 ta) va 2-gurux NT-proBNP ko‘rsatgichi 125 pg/ml dan past bo‘lgan
bemorlar (n=73 ta) kiritildi.

Tadqiqod natijalari: Ikkala guruh ambulator SQB va DQB ko‘rsatgichlari taqqoslanganda o‘zaro farq topilmadi. Ikkala guruhda NT-proBNP
ko‘rsatgichi: 297.5[160.0-562.5] pg/ml vs 42.0[21.6-61.0] pg/ml tashkil qildi.

0OSO*- 3.8+0,8sm vs 3.4+0,3 sm, r=0,001; ODO‘~ 5.38+0,6 sm vs 5.21£0,3 sm, r=0,046. ODX — 142.7+36.7 ml vs 130.9+£19,4 ml , r=0,024;
0SX —69.34£35,8 ml vs 51.25 +12,89 ml, r=0,001; qorinchalararo to‘siq va chap qorincha orqa devori qalinligi 1-guruhda statistik ishonchli darajada
qalin ekanligi aniqlandi — QATQ-1.23+£0,8 mm vs 1.18+0,1 mm, r=0,004; CHQODQ — 1.22+0,09 mm vs 1.15+0,12 mm, r=0,001; chap qorincha
otish fraksiyasi ikkala guruhda saqlangan bo‘lsa ham, guruhlar o‘zaro ishonchli farq qildi: 53,6+11,8% vs 61,17+4,5%, r=0,001. 1- guruh
bemorlarda CHQMM -262.2+44.07 g/m2 vs 261.6£65.1 g/m2, p=0.6 va CHQMMi -172.9+44.6 g/m2 vs 161.4+26.3g/m2, p=0.026 2-guruh
bemorlarga qaraganda statistik ishonchli yuqori bo‘ldi.

Shu bilan birga NT-proBNP ko‘rsatgichi QD davomiyligi (r=0.33, p=0.001), ODO* (r=0.16, p=0.05), OSO* (r=0.3, p=0.001), QATQ (r=0.25,
p=0.003), CHQODQ (r=0.31, p=0.001), CHQMMi (r=0.12,p=0.019), ODH (r=0.19, p=0.024), OSX (r=0.32, p=0.001) o‘rtasida to‘g‘ri
korrelyatsion bog‘lanish OF (r=-0.39, p=0.001) bilan teskari korrelyatsion bog‘lanish borligi aniqlandi.

Xulosa: QD kasalligi davolovchi shifokor uchun asosiy klinik muammo hisoblanadi. QD 2-turli bemorlarda YuE mavjudligi QD bo‘lmagan
bemorlarga nisbatan yomon prognoz hisoblanadi. YUIK va AG mavjudligi QD bemorlarda SYUE rivojlanishining asosiy sabablaridan sanaladi.
SYUE ning erta bosqgichlarida tashhislashda ExoKG tekshiruvida chap qorinchaning diastolik faoliyatini chuqur tahlil qilish muhim hisoblanadi.
Shu bilan birga qondagi NT-proBNP ning miqdorini aniglash ham muhim hisoblanadi.

Kalit so‘zlar: arterial gipertenziya, gandli diabet 2-tur, NT-proBNP, yurak remodelingi,chap qorincha diastolik faoliyati, chap qorincha sistolik
faoliyati.

Kirish. Yurak qon-tomir patologiyasi rivojlanishi va avj olishida  qilgan statistik ma’lumotlarga ko‘ra , “diabet bilan kasallanish butun
qandli diabet 2-turi (QD 2) kuchli xavf omillaridan sanaladi. Ma’lumki, = dunyo bo‘ylab 537 million kishini tashkil giladi va bu meta—tahlillar
QD erkaklarlarda 2 va ayollarda 4 martta yurak qon —tomir o‘limi xavfni ~ daromadi past va o‘rtacha sanalgan davlatlarda yanada yuqori ...”.
oshiradi va bu bemorlar yuqori va juda yuqori xavf guruhidagi bemorlar ~ Jahon sog‘ligni saqlash tashkiloti (JSST) ma’lumotlariga ko‘ra ,
kategoriyasiga kiradi [1]. QD 2-turi iqtisodiy rivojlangan barcha  O‘zbekiston ham QD va yurak qon-tomir tizimi kasalliklari
mamlakatlarning ~ yurak qon-tomir kasalliklaridan kelib chiqadigan  rivojlanishi xavfi yuqori mamlakatlar sirasiga kiradi. Dunyo miqyosida
erta nogironlik va o‘lim ko‘rsatkichlarining o°sib borishida asosiy  diabetdan o‘lim erkaklarga qaraganda ayollar orasida ko‘p uchraydi
tibbiy va ijtimoiy muammodir. Xalqaro diabet federatsiyasi taqdim (2.1 qarshi 1.8 mln) va bu asosan ayollarda yurak qon -tomir xavfining
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yugqoriligi bilan bog‘liq bo‘lishi mumkin [2]. Diabet bilan og‘rigan
bemorlarning o‘lim havfini va sababini baholashda o‘tkazilgan qator
epidemiologik tadgiqotlar mualliflarining takidlashicha , bu kasallikda
o‘lim holati sodir bo‘lishiga yurak qon-tomir kasalliklari olib keladi.
JSSTning ta’kidlashicha , yaqin 20-yil ichida sayyoramiz miqyosida
QD bilan og‘riganlar sonining 122 % ga oshishi kutilmoqda. Bu 1-
navbatta yer yuzi aholisining tez sur’atlarda qarib borayotganligi va
turmush tarzining urbanizatsiyalashuvi yanada chuqurlashayotganligi
bilan bog‘liq [3]. Mamlakatimizda QD bilan kasallanish 20 yoshdan 79
yoshgacha aholi orasida 7.5-7.6% ni tashkil giladi, 60 yoshdan aholi
orasida esa 0.74% ni tashkil etadi[4]. Framingham tadqiqotiga ko‘ra
QD dan o‘limning asosiy sababi bo‘lib yurak qon-tomir kasalliklari va
surunkali yurak yetishmovchiligi (SYUYE) hisoblanadi [5]. YuYE
simptomlarining rivojlanishidan avvalroq simptomsiz subklinik chap
qorincha disfunksiyasi rivojlanadi. QD da erta simptomsiz SYUYE
ga quyidagi belgilar xarakterlidir: 1) yurakning struktur o‘zgarishi
belgilari (miokard gipertrofiyasi , yurak bo‘shliglari dilatatsiyasi),
2)CHQ miokardi funksiyasining buzilishi (sistolik va diastolik), 3)
biomarkyorlarning qondagi yuqori konsentratsiyasi (natriyuretik peptid
(NUP) yurak troponinlari sTn) [6]. Boshlang‘ich simptomsiz bosqichda
standart ExoKG CHQ miokardining struktur va funksional
o‘zgarishlari haqida aniq va ishonchli ~ma’lumot beradi[7,8].
Simptomsiz YuYE ning skrining metodi magsadida qondagi NUPni
aniqlash metodi muhimdir[6,9].

Magsad: Qandli diabet (QD) va arterial gipertenziyasi (AG) bor
bemorlarda NT-proBNP ko‘rsatgichining  yurak remodelingidagi
ahamiyatini o‘rganish.

Tadqiqod materiali va usullari: Tadqiqiot Respublika
ixtisoslashtirilgan kardiologiya ilmiy-amaliy tibbiyot markazi DM
(RIKIATM DM) “Kardiometabolik buzilishlar va endokrinologiya”
bo‘limida o‘tkazildi. Tadqiqotga 134 nafar AG va QD li 35 yoshdan
80 yoshgacha bo‘lgan statsionar sharoitda davolangan bemorlar olindi.
Bemorlarning o‘rtacha yoshi 62.42 +8.1 yosh, ularning 38 % erkak va
62% ayol kishilar tashkil qildi. Barcha bemorlar umumgqabul gilingan
antigipertenziv va qand pasaytiruvchi preparatlarni qabul qildi.

Bemorlar anamnezida o‘tkazilgan yurak—qon tomir kasalliklari va
surunkali kasalliklar qayd etilganligiga qarab yondosh kasalliklar tahlili
o‘tkazildi. Yondosh kasalliklar mavjudligi statsionar sharoitda
tekshirish xulosalari asosida aniqlandi. Tekshiruvga saqlangan otish
fraksiyali bemorlar (CHQOF >50 % dan baland) olindi.

Bemorlar NT-proBNP ning ko‘rsatgichiga ko‘ra 2 guruxga
bo‘lindi: 1-guruh NT- proBNP ko‘rsatgichi 125 pg/ml dan baland
bo‘lgan bemorlar (n=64 ta) va 2-gurux NT- proBNP ko‘rsatgichi 125
pg/ml dan past bo‘lgan bemorlar (n=73 ta) kiritildi.

Miokardning struktur-funksional xolati va remodellanish jarayoni
doppler-ExoKG usuli bilan baholandi. Tekshiruvlar ultratovush
“ACUSON X 700 PV 2.0” apparatida (SIEMENS, Germaniya) amalga
oshirildi. Tekshiruv Amerika Exokardiografiya Assotsiatsiyasi
tavsiyalariga asosan M va V rejimda transtorakal usul bilan amalga
oshirildi. Tavsiyalarga ko‘ra , CHQ OF disk metodi (Simpson usuli)
asosida biplan (apikal 4 kamerali va apikal 2 kamerali) tasvirlarda
o‘lchanadi. Chap qorinchaning yakuniy diastolik (CHQ YADH) va
sistolik hajmi (CHQ YAS’H ) ma’lumotlari 4 va 2 kamerali tasvirlardan
olindi. ExoKG tekshiruvida yurakning quyidagi struktur ko‘rsatgichlari
baholandi: Oxirgi diastolik o‘lcham (ODO),oxirgi sistolik o‘lcham
(0SO"), qorinchalararo to‘siq qalinligi (QATQ), chap qorincha orqa
devori qalinligi (CHQODQ), chap bo‘lmacha indeksi (CHBI), aorta,
chap qorincha miokarda massasi (CHQMM), CHQMM  indeksi
(CHQMMIi) ko‘rsatgichi, devorlarning nisbiy qalinligi (DNQ). CHQ
sistolik faoliyati Oxirgi diastolik xajm (ODX), oxirgi sistolik xajm
(0OSX), CHQ otish fraksiyasi (CHQOF) Simpson usulida aniglandi, zarb
hajmi (ZH) ODH va OS’H orasidagi farq. Miokardning diastolik
faoliyati quyidagi ko‘rsatgichlar bo‘yicha baholandi: Chap qorincha
erta to‘lish maksimal tezligi (Ye cho‘qqi), Chap bo‘lmacha kechgi
to‘lish maksimal tezligi (A cho‘qqi), Ye/A nisbati. NT-pro BNP
elektrokimyoviy lyuminissent immun tahlil ECLIA (Roche) yordamida
amalga oshirildi.

Natijalar statistik tahlili 2 bosqichda amalga oshirildi : statistik
tahlilga tayyoorlov va mahsus statistik tahlil. Statistik tahlil IBM- SPSS
27.0 dasturiy paketi yordamida bajarildi. O‘rtacha arifmetik (M);
o‘rtacha kvadratik standart og‘ish (SD); Mediana (Me), pastki(Q1) va
yuqori (Q3) kvartil hisoblab chiqildi. Ikki guruxning arifmetik
vositalarini solishtirish uchun (nazorat va eksperimental) t- test
Styudent mezonidan foydalanildi. Sifat belgilari o‘rtasidagi
xaqqoniylikni taxlil qilish uchun X2 kriteriysidan foydalanildi.

Farqlar R<0.05 ga teng bo‘lganda xaqqoniy deb hisoblanadi.
O‘rganilayotgan ko‘rsatkichlar o‘rtasidagi bog‘liglik korrelyatsiya
tahlili natijalari bilan Pirson (r) yoki Spirmen (R) korrelyatsiya
koyeffitsiyentini xisoblash va keyinchalik uning axamiyatini t mezoni
bo‘yicha aniqlash bilan baholandi.

Jadval 1.

Guruhlardagi bemorlarning qiyosiy tavsifi

NT- proBNP >125 ng/ml NT- proBNP <125 ng/ml P (value)
(n=64) (n=73)

O-‘rtacha yoshi 64.79+8.79 61.48+8.68 0.38

Erkaklar 24 (38%) 37 (51%) ¥ -15.52
P-0.001

Ayollar 40 (62%) 36 (49%) 1 -0.34
P-0.5

Og‘irligi, kg 80.89+15.2 89.04+13.24 0.03

Bo‘yi, sm 162.47+8.8 164.6+8.9 0.18

Tana vazni indeksi 30.68+5.72 32.94+4.89 0.024

kg/m2

YUIK 64 (100%) 73 (100%) 0

IKKS 23 (36%) 7 (10%) 1*-19.085
P-0.001

Nazoratdagi AG 38(59%) 34 (47%) r-2.8
P-0.09

AG l-daraja 13 (20%) 25 (34%) 1 -4.9
P-0.026

AG 2-daraja 12 (19%) 11 (15%) 1 -0.56
P-0.45

AG 3-daraja 1 2%) 3 (4%) 1 -0.68
P-0.4

Qandli diabet 8.76+6.5 5.04+4.7 0.022

davomiyligi

SYUYE I bosgich 11 (17%) 22 (30%) 1 -4.7

P-0.031
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SYUYE 1I bosgich 53 (83%) 51 (70%) v -4.7
P-0.031
Anamnezida BMQAO'B 5 (8%) 1 (1.3%) ¥ -5.06
P-0.025

Guruhlararo bemorlar yoshi va ayol jinsi bo‘yicha o‘zaro farq
topilmadi (jadval 1). Erkak jinsiga mansub bemorlar soni 2-guruhda
ko‘proq ekanligi aniglandi; r=0.001. Bemorlarning tana vazni va tana
vazni indeksi ham 2-guruhda yuqori ekanligi aniqlandi; r=0.024. YUIK
ikkala guruhda ham barcha bemorlarda tashhislangan. Anamnezida
IKKS 1-guruhda statistik ishonchli darajada ko‘proq bemorlarda
kuzatildi. Gipertoniya kasalligi ikkala guruhda ham tashhislangan va
uning darajalari bo‘yicha ikkala guruhda deyarli statistik farqli
ko‘rsatgichlar olinmadi. SYUYE ikkala guruh bemorlarida ham
kuzatilgan. SYUYE I bosqichi 2-guruh bemorlarida ko‘proq uchradi
r=0.031. SYUYE 1II bosqichi 1-guruhda statistik ishonchli darajada

ko‘proq uchradi. Qandli diabet kasalligining davomiyligi yillar bo‘yicha
guruhlararo tahlil qilinganda 1-guruhda statistik ishonchli darajada
davomliroq ekanligi aniglandi; r=0.022. Anamnezida BMQAO‘B ham
1-guruhda statistik ishonchli darajada ko‘proq bemorlarda aniqlandi ;
r=0.025 .

Tadqiqod natijalari: Ikkala guruh ambulator SQB va DQB
ko‘rsatgichlari bilan o‘zaro taqqoslandi. SQB va DQB ko‘rsatgichlari
taqqoslanganda o‘zaro farq topilmadi (jadval 2). Ikkala guruhda NT-
proBNP ko‘rsatgichi : 297.5[160.0-562.5] pg/ml vs 42.0[21.6-61.0]
pg/ml.

Jadval 2.
Guruhlardagi QB ko‘rsatkichlari

NT-proBNP>125 pg/ml  (n=64) NT- proBNP <125 pg/ml (n=73) P (value)
SQB, mm.sm.ust 132.66+17.7 134.5+18.04 0.5
DQB, mm.sm.ust 84.04+9.7 84.7+-9.9 0.7
YUQS 73.85+14.4 73.67+8.8 0.9

Markaziy gemodinamika ko‘rsatgichlari tagqoslanganda 1-guruxda bu o‘lchamlar katta ekanligi kuzatildi (jadval 3):
Jadval 3.
Guruhlardagi markaziy gemodinamika ko‘rsatkichlari
NT-proBNP>125 pg/ml  (n=64) NT- proBNP <125 pg/ml P (value)
(n=73)

ODO‘, sm 5.38+0,6 5.21+0,3 p=0,046
0SO*, sm 3.8+0,8 3.4+0,3 p=0,001
QATQ, sm 1.23+0,8 1.18+0,1 p=0,004
CHQODQ, sm 1.22+0,09 1.15+0,12 p=0,001
ODH, ml 142.74+36.7 130.9+19,4 p=0,024
OCH, ml 69.3+35,8 51.25+12,89 p=0,001
CHQMM, g 262.2+44.07 261.6+65.1 p=0.6
CHQMM;, kg/m2 172.94+44.6 161.4426.3 P=0.026
Zarb xajmi 76.95+13.8 80.32+9.1 p=0,1
FV 55,3£10,3 61,174+4,5 p=0,001
Ye cho‘qqi m/s 0.65+0,14 0.6+0,13 p=0,054
A cho‘qqi m/s 0.81+0,07 0.79+0,06 p=0,058
Ye/A nisbati 1.01+1.3 0.8+0,3 p=0,2
e’ cho‘qqgi m/s 0.08+0.02 0.1+0.12 p=0,7
E/e’- nisbati 0.75+1.3 0.8+1.6 p=0,043

OSO¢- 3.84+0,8sm vs 3.4+0,3 sm, r=0,001; ODO‘- 5.384+0,6 sm vs
5.2140,3 sm, r=0,046. ODH — 142.7+36.7 ml vs 130.9+19,4 ml ,
r=0,024;, OS’H -69.3+£358 ml vs 51.25 +12,89 ml, r=0,001;
qorinchalararo to‘siq va chap qorincha orqa devori galinligi 1-guruhda
statistik ishonchli darajada qalin ekanligi aniqlandi — QATQ-1.23+0,8
mm vs 1.18+0,1 mm, r=0,004; CHQODQ - 1.22+0,09 mm vs
1.15+0,12 mm, r=0,001; chap qorincha otish fraksiyasi ikkala guruhda
saglangan bo‘lsa ham, guruhlar o°zaro ishonchli farq qildi: 53,6+11,8%
vs 61,17+4,5%, r=0,001. 1- guruh bemorlarda CHQMM -262.24+44.07
g/m2 vs 261.6+65.1 g/m2, , p=0.6 va CHQMMIi -172.9+44.6 g/m2 vs
161.4+£26.3g/m2, p=0.026 2-guruh bemorlarga qaraganda statistik
ishonchli yuqori bo‘ldi.

1-guruh bemorlarda cho‘qqi tezligi ko‘rsatgichlari past ekanligi
aniqlandi: Ye cho‘qqi — 0.65+0,14m/s vs 0.6+0,13m/s, r=0,054; A

cho‘qqi — 0.81£0,07m/s vs 0.79+0,06m/s, r=0,058; Ye/A — 1.01£1.3
vs 0.8+0,3, r=0,2. €’ cho‘qqi 1- guruhda sezilarli past ekanligi
aniglandi: ¢’ 0.08+0,0 m/s vs 0.1+0,12m/s, r=0,7; E/e’- nisbati 1-
guruhda statistik ishonchli darajada past ekanligi aniglandi -0.75+1.3
m/s vs 0.8+1.6 m/s , r=0,043.

Shu bilan birga NT- proBNP ko‘rsatgichi QD davomiyligi (r=0.33,
p=0.001), ODO‘ (r=0.16, p=0.05), OSO* (r=0.3, p=0.001),
qorinchalararo to‘siq qalinligi (r=0.25, p=0.003), chap qorincha orga
devor qalinligi (r=0.31, p=0.001), CHQMMi (r=0.12,p=0.019), ODH
(r=0.19, p=0.024), OS’H (r=0.32, p=0.001) o‘rtasida to‘g‘ri
korrelyatsion bog‘lanish OF (= -0.39, p=0.001) bilan teskari
korrelyatsion bog‘lanish borligi aniglandi (jadval 4).

Jadval 4.

NT- proBNP bilan korrelyatsion bog‘ligliklar

Ko‘rsatkichlar Rx P (value)
QD davomiyligi 0.33 0.001
ODO* 0.16 0.05
0sO* 0.3 0.001
QATQ 0.25 0.003
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CHQODQ 0.31 0.001
ODH 0.19 0.024
OS’H 0.32 0.001
CHQMMi 0.12 0.019
OF 039 0.001

Muxokama: QD 2-tur bemorlarda YuYE rivojlanishining erta
bosqichlarda ya’ni a’zolardagi qaytar o‘zgarishlarning rivojlanishi
mumkin bo‘lgan davrida erta tashhislash yurak qon-tomir asoratlari
rivojlanishi, nogironlik rivojlanishi va o‘lim havfini kamaytirishi
mumkin. Chap qorincha diastolik disfunksiyasi bu yurakning erta
shikastlanishi belgisi hisoblanib, kasallikning klinik belgilari
rivojlanishidan ancha oldin tashhislanishi mumkin. Chap qorincha
diastolik disfunksiyasi yurakning yagona funksional buzilishi sanalib, u
faqatgina exokardiografiya usuli ~ (ExoKG) orqali aniqlanadi [10].
Yevropa kardiologlar jamiyati tavsiyalariga ko‘ra  SYUYE
tashhislashda qondagi miya natriyuretik peptid gormoni (BNP) va uning
NT-pro BNP qismini aniqlash muhim sanaladi. Ko‘plab tadqiqodlar
natijasiga ko‘ra, NT-pro BNP qondagi miqdori va chap qorinchaning
otish fraksiyasi , diastolik funksiyasi ko‘rsatkichlari o‘rtasidagi o‘zaro
bog‘liqlik borligini ko‘rsatadi [11].Bizning tadqiqotimizda chap
qorincha OF saqlangan bemorlar olingan bo‘lsa ham NT-pro BNP
qondagi miqdori ishonchli darajada baland ekanligi va uning ExoKG
tekshiruvidagi yurak o‘lchamlari bilan korrelyatsion bog‘lanishi borligi
aniglandi. Ushbu gormon plazmadagi konsentratsiyasi miokardga
nagruzka oshganda ko‘tariladi. BNP va NT-pro BNPning yuqori
ko‘rsatgichi SYUYE borligini ko‘rsatadi va yomon prognoz
hisoblanadi. Casson E va boshqalarning tadqiqodiga ko‘ra QD va
YUIK, AG bor bemorlarda bu tashhislari yo‘q bemorlarga nisbatan NT-
proBNP ishonchli darajada yuqori konsentratsiyada ekanligi ma’lum
bo‘1di[6]. Bizning tadqiqotimizda ham NT-proBNP normadan baland

ko‘rsatgichda bo‘lgan bemorlar guruhida YUIK, AG, SYUYE
bosqgichlari va BMQAO‘B kabi klinik holatlar ko‘proq  foizda
uchraganini ko‘rishimiz mumkin.

QD 2-turi SYUYE rivojlanishi va jadallashuviga sezilarli ta’sir
qilishini ko‘plab tadqiqodlar natijalaridan ko‘rishimiz mumkin[1,2].
Tadqiqotimizga olingan barcha QDIi bemorlarimizda SYUYEning 3 ta
bosqichi  uchrashi ko‘rildi. Shuning uchun wushbu kategoriya
bemorlarimizda o‘z vaqtida CHQ disfunksiyasini tashhislash muhim
hisoblanadi. Ushbu holatda asosiy diagnostik o‘rinni ExoKG va
plazmadagi BNP yoki NT-proBNP tahlillari o‘z qo‘liga oladi. Ushbu
tadqiqotda QD 2 turi va AG bo‘lgan bemorlarda NT-proBNP va
yurakning struktur o‘zgarishlari bilan bog‘ligligi o‘rganildi.
Tadqiqodga olgan bemorlarimiz saglangan OF ga ega bo‘lgan bemorlar
bo‘lishiga qaramay NT-proBNP  ko‘rsatgichi baland ekanligini
ko‘rishimiz mumkin. Bunda qanchalik yurak remodelingi kuchli
ifodalangan bo‘lsa bemorda shunchalik NT-proBNP ko‘rsatgichi ham
baland chiqishi aniglandi. Shuningdek NT-proBNP ko‘rsatgichining
balandligi va QD da CHQ o‘lchamlari bilan to‘g‘ri korrelyatsion
bog‘lanish borligi ham ko‘rildi.

Xulosa: QD kasalligi davolovchi shifokor uchun asosiy klinik
muammo hisoblanadi. YUIK va AG mavjudligi QD bemorlarda
SYUYE rivojlanishining asosiy sabablaridan sanaladi. SYUYEning erta
bosgichlarida tashhislashda ExoKG tekshiruvida chap qorinchaning
diastolik faoliyatini chuqur tahlil qilish va qondagi NT-proBNP ning
miqdorini aniglash muhim hisoblanadi.
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JIEHEHUE CIEHUOUYECKOI'O U HECIEHU®HUYECKOI'O XPOHUYECKOI'O TOH3UJIJIMTA Y BOJIBHBIX
TYBEPKYJIE30M JIETKHUX
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AHHOTALUA
B craTbe paccMaTpuBaeTCs BIMSHHE XPOHUYECKOTO TOH3MILUINTA HA TEUCHUE TyOepKyne3a 1 000CHOBaHA HEOOXOIMMOCTh UX KOMILIEKCHOTO
neyeHus. Y CTaHOBJICHO, YTO CHELHU(HICCKUI U HecTIelM(pUIECKUi TOH3WUTUT MOXKET IIPOBOLIMPOBATH 000CTPEHHE TYOSPKYJIE3HOTO Ipoliecca 3a
cuéT olImel aymreprudeckoil u nHPpEeKIMoHHOW Tpuposl. [IpoBeneHo HabmroaeHNE 3a 52 MalMeHTaMH ¢ TYOepKYJIe30M, U3 KOTOPBIX 9 MMenH
crierM)UIEeCKUil XPOHUYECKHA TOH3WIINT, a 43 — Hecnenuduveckuii. BceM OONBHBIM MPOBOAMIOCH CTaHAAPTHOE MPOTHBOTYOEPKYIE3HOE
JICYCHHE, a TAK)KEe MECTHAsI TEpaIys ¢ UCTIONb30BAHIEM aHTHUCEITHKOB, YIbTPa3ByKa U MACT C IPOTHBOTYOEPKYIE3HBIMU NpenapaTamu. OTMEUeHO
3HAYMUTEIBFHOE CHIDKCHHE JKalo0, CHMITOMOB WMHTOKCHKAIllMM W YyJydlleHHe (apUHIOCKOIIMYECKOH KapTHHBI, OCOOCHHO B TPYIHIE CO
cnenudpuIeckuM TOH3WUINTOM. B orpanénnoM nepuosne (mo 3 s1eT) moaHoe BBI3AOPOBIEHHE OTMEUeHO y 71,4% OGONBHBIX cO CHerM(pUIECKUM
TOH3WLIUTOM U y 64,7% ¢ Hecnieruyeckum. [lomyueHHbIE pe3ynbTraThl MOATBEPKAAIOT 3G (HEKTHBHOCTH KOMILIEKCHOT'O TT0IX0/1a IPU COYECTaHHU
TyOepKyné3a ¢ XpOHHYECKUM TOH3WLTHUTOM.
KiroueBblie ciioBa: TyOepkyné3, XpOHMYECKHIT TOH3WLINT, crieiduyueckas nHOEKIns, KOMOMHHPOBAHHOE JICYEHHE, MHTOKCHKAIMOHHBIN
CHHJIPOM.
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TREATMENT OF SPECIFIC AND NON-SPECIFIC CHRONIC TONSILLITIS IN PATIENTS WITH PULMONARY
TUBERCULOSIS
ANNOTATION
The article examines the impact of chronic tonsillitis on the course of tuberculosis and justifies the need for their comprehensive treatment. It
has been established that specific and nonspecific tonsillitis can provoke the exacerbation of the tuberculosis process due to its general allergic and
infectious nature. 52 patients with tuberculosis were observed, of which 9 had specific chronic tonsillitis and 43 had nonspecific tonsillitis. All
patients received standard anti-tuberculosis treatment, as well as local therapy using antiseptics, ultrasound, and pastes with anti-tuberculosis drugs.
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A significant decrease in complaints, intoxication symptoms, and improvement of the pharyngoscopic picture were noted, especially in the group
with specific tonsillitis. In the long-term period (up to 3 years), complete recovery was noted in 71.4% of patients with specific tonsillitis and in
64.7% with nonspecific tonsillitis. The obtained results confirm the effectiveness of a comprehensive approach in the combination of tuberculosis
with chronic tonsillitis.

key words: tuberculosis, chronic tonsillitis, specific infection, combined treatment, intoxication syndrome.
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O°‘PKA SILI BILAN OG‘RIGAN BEMORLARDA SPETSIFIK VA NOSPETSIFIK SURUNKALI TONZILLITNI DAVOLASH

ANNOTATSIYA
Magqolada surunkali tonzillitning sil kasalligi kechishiga ta’siri ko‘rib chigilgan va ularni kompleks davolash zarurligi asoslangan.
Aniqlanishicha, spetsifik va nospetsifik tonzillit umumiy allergik va infeksion tabiat hisobiga sil jarayonining avj olishiga sabab bo‘lishi mumkin.
Sil kasalligi bilan og‘rigan 52 nafar bemor kuzatuvga olindi, ulardan 9 nafari spetsifik surunkali tonzillitga, 43 nafari esa nospetsifik surunkali
tonzillitga chalingan. Barcha bemorlarga silga qarshi standart davolash, shuningdek, antiseptiklar, ultratovush va silga qarshi preparatlar bilan
pastalardan foydalangan holda mahalliy terapiya o‘tkazildi. Shikoyatlar, intoksikatsiya belgilari sezilarli darajada kamaydi va faringoskopik
ko‘rinish yaxshilandi, aynigsa o°ziga xos tonzillit bilan kasallangan guruhda. Uzoq muddatli davrda (3-yilgacha) spetsifik tonzillit bilan og‘rigan
bemorlarning 71,4 foizida va nospetsifik tonzillit bilan og‘rigan bemorlarning 64,7 foizida to‘liq sog‘ayish kuzatildi. Olingan natijalar silning
surunkali tonzillit bilan birga kelganda kompleks yondashuvning samaradorligini tasdiqglaydi.
Kalit so‘zlar: sil kasalligi, surunkali tonzillit, o‘ziga xos infeksiya, kompleks davolash, zaharlanish sindromi.

B Hacrosiee BpeMs: YCTaHOBJICHO, YTO XPOHHYECKUH TOH3WUTHT SBISETCS HHOEKIIMOHHBIM 3a00I€BaHIEM, B [TATOICHE3€ KOTOPOTO AIEPrus
UrpacT 3HAYUTENIBHYIO POjib. BMecTe ¢ TeM amneprus 0coOEHHO SPKO BBIpaKEHa B MaTOTeHe3e TyOepKyie3a, 1 MIMEHHO aJUIeprUeil B 3HAYUTEIILHON
CTeleHN 00BbsACHICTCS KIMHKKA TYOepKyie3a. JTH JaHHbIE CBUACTEIBCTBYIOT O TIPSIMOM 3aBUCUMOCTH U BJIMSHUM, KOTOPOE OKa3bIBACT TOH3HIUIUT
Ha Te4eHHUe TyOepKyIie3a 1 HA00OPOT, MOCKOIBKY 000CTPEHHE OCTPOTo M XPOHMUECKOTO TOH3UILIATA MOYKET BBI3BATh 000CTPEHUE TYOEPKYIE3HOTO
nponecca. CremoBaTenbHO, €CIM OCTPbIH M XPOHMYECKHH TOH3WIMT OKas3blBaeT OTPULIATENIBHOE BIMSHUE HAa TEYCHHE TYyOepKyliesa, TO
1e7IeCO00pa3HO NPOBOUTH KOMILICKCHOE JIeUeHHE TYOepKyJie3a 1 TOH3HILINTA.

KoncepBaruBHoe jedyeHre 04aroBod MHPEKIMH CIEIH(UUSCKOr0 XPOHHIECKOr0 TOH3WLUIMTA HaMH MPOBEJCHO 9 OONbHBIM, 43 GONBHBIM
TyOepKy/e30M HeCTIelU(pUUECKIM XPOHUYECKHM TOH3HIUIUTOM.

Bcem GonbHBIM MpoBoAMIach crienuduyueckas XUMHOTEpAnus TyOepKyses3a ¢ Yy4eTOM KJIMHHYECKOH KapTHHBI OCHOBHOrO mpouecca. [Ipu
JIOKaJbHBIX (opMax TyOepkyne3a IepBble TPH Mecsla MPOBOAMIOCH KOMOMHAILMEil Tpex crenu(UyYecKuX IpernapaToB: CTPENTOMHIIMHA,
W30HMA3KA, 3TaMOYTOJIa; 3aTE€M IIPOJIOJDKATIOCH IBYMS IperiapaTamu, 0e3 CTpEeNnTOMULIMHA, 10 JOCTHKEHUS KIIMHIHYecKoro dddekra. bonbhbie I n
II rpynmer kpome MPOMBIBaHUS JaKyH (QYPAIFIIMHOM M )KUAKAM 030HOM, CMa3bIBaHUSI TOBEPXHOCTH HEOHBIX MUHAANIHH 1% pacTBopom Jlroromns,
YIBTpa3ByKa Ha 00JacTh MPOEKIMH HEOHBIX MHUHAAIMH B Ka4eCTBE LEIICHANPABICHHOIO STHOMNATOrCHETHYECKOTO MpernapaTa MoIyyain MacThl,
colepKale MpOoTUBOTYOepKyne3Hbie mpenapaTel - Ty6asun u [TACK B makyHel obOenx HeOHpIX MuHAanuH. CyTO4Has Oo3a IMpemapara,
MPUHHUMAEMOTO BHYTPb, YMEHBIIIMIIACH Ha TO €TI0 KOJIMYECTBO, KOTOPOE BBOJJUIIOCH C ACTOM.

OcHOBa MacThl COCTOUT U3 paBHBIX YacTell napaduna u O6anb3ama [loctakoBckoro. XUMHYECKH YHMCTHIH mapaduH (TeMIiepaTypa IUIaBiIeHHL

c . .

45-50 ") obmamaeT BBICOKOH TEIUIOEMKOCTBIO, HE HMMEET 3amaxa M BKyca, HE OKa3bIBACT pPa3lIpakalollero NCHCTBHA Ha TKaHW. bamp3am
[ITocTakoBcKOro (MOJMBUHUIIOBBIN A()UP) JIETKO CMEIINBAETCS ¢ apahMHOM, CIIOCOOCTBYET pereHepaliy U BOCCTaHOBJICHHUIO snuTenus. B cocras
MACTHI BXOZSAT MPOTUBOTYOEPKYie3HbIe pernaparsl: Ty0asun u [IACK.

100 -
-I Dcnaboctb
80 ]
E3anax u3 pra
60 ]
.I Okawenb
40 ]
OuacTble aHrUHbI
20 ]
W60y B ropne
0 .
Ao nocne
neyeHus neyeHus

Pucynok 1. 7Kan00b1 601bHBIX cnenupnyecKUM XPOHMYECKUM TOH3ULIUTOM.

84



JVPHATI KAPVIOPECAPATOPHbIX WACC/TELOBAHIAVE | JOURNAL OF CARDIORESPIRATORY RESEARCH

O3ByuHBaHHe HEOHBIX MUH/IAJIMH MIPOBOAWIM Yepe3 MATKHE TKAHU IICH B CTALIMOHAPHBIX YCIOBUAX. YIIbTPa3ByKOBas IOJIOBKA MEpe]] KaKI0H
mporenypoi o0pabaTelBaId COUPTOM. Ha MOBEPXHOCTH W3My4aTellsi HAHOCHTCS TOHKHI CIIOW Ba3eJIMHOBOIO Macia (KOHTAaKTHAs Cpena).
VibTpa3ByKoBasi TIOJIOBKA HAaKJIa/bIBajach Ha OOKOBBIC IMOBEPXHOCTH IIEH HEHNOCPEACTBEHHO yIia HIDKHEH YeNIOCTH. Y CTaHAaBIMBAJICA
HETNPEpPBIBHBINA peskuM padoTel. Yacrora crabmnbHas 880 ku, uHTeHCUBHOCTH 0,2-0,4 KB MUH, SKCHO3UIMA 6 MHH Ha KaXOylo cTopoHy. Kypc
nedyeHust cocTouT u3 20 Ipoleyp exeIHeBHO Ha 00e MUHAAIMHBL. BeeM feTsiM Ha3HavYasIM TakkKe AECEHCUOMITH3UPYIOILYIO TEPAITHIO U BUTAMUHBIL.

D¢} heKTHBHOCTH JICUSHHUSI MBI OLICHUBAJIN 110 HCYE3HOBEHMIO MIIM YMEHBIICHHUIO ONPEASICHHBIX CUMIITOMOB.

Kax BuzHO U3 pucyHKa | cpa3y mocie JiedeHus B 1 rpyIie y 3HaUUTEeIbHOTO KOJHYECTBA OOJIBHBIX CUMIITOMBI HMEITH PE3KOE CHIIKCHHUE.

Tax Gonu B Topie y 60apHBIX | rpynmbel yMeHbIIHIUCH ¢ 69,2% mo 12,2%, kamens ¢ 66,2% mo 22,6%, 3anax u3o pta ¢ 43,5% mo 28,7%,

cnaboctsb ¢ 90,2% 1o 55,3%, vacteie anruusl ¢ 15,6% no 1,3%.

Yro kacaeTcsi OONBHBIX 2 TPYIIIBI HECTIEHU(PUUSCKHUM XPOHHYECKUM TOH3MIUIUTOM OTMEYAIOCh CHIKCHUE OTJIEIBHBIX CUMIITOMOB (PHCYHOK

2).
a0
30 D cnaboctb
70 E3anax u3 pra
60
50 OKawenb
40
30 CyacTbie aHrUHbI
20
10 W 6onu B ropne
0 ‘
A0 NnevyeHUA nocne
neyeHusA

Pucynok 2. 7Kan00b1 601bHBIX ¢ XPOHMYECKUM TOH3UJLJIUTOM.

Tax, Gonu B ropie ymeHbmIuch ¢ 23,5% mo 8,9%; xamens c
56,3% mo 32,1%; 3amax u30 prta ¢ 39,8% no 23,4%; cnabocts ¢ 80,3%
10 34,5%, vacteie aurunsl 12,2% no 1,6%.

OTH [aHHBIE TIOKa3bIBAIOT, 4YTO OOJNBHBIE TYOEpKylIe3oM C
HeCHeU(pUIECKUM OCTPBIM U XPOHHYECKUM (DApHHTUTOM ITPOJOIDKAIN
MIPEABSIBISITE JKaJIO0bl, HECMOTPSI Ha JICUCHHE MACTOH, BKIJIIOYAIOMIEH
aHTHOAKTepHATbHBIE IPENapaThl, U JeIEHHE OCHOBHOTO 3a00JI€BaHNs.

IIpu paccMoTpeHNH JUHAMUKY HHTOKCUKAIMOHHOTO CHHPOMA JI0
Y TIOCJIE JICYeHUs Y OONBHBIX TyOepKyne30M OBbLIO BBISBICHBI PE3KHE
u3menenus B I rpynne. Tak, yromusiemocts B | rpynne cHusunach ¢
86,7+4,6% no 52,8+6,7; Bo Il rpymme ¢ 78,0+5,8 mo 62,046,8.

Hapymenue anmerura B I rpymnmne yMeHbIINIOCH TOYTH B 2 pasa, a
Bo BTopo# rpymnme ¢ 70,0£6,5% mo 56,0+7,0. OcoOeHHO HATIISIIHBIM

MIPU3HAKOM SIBUIICS CcyO(heOprmureT, KOTOphlii y O0mpHBIX | Tpymmbt
yMeHbIIWICA B 2 pa3a, a y 6onbHbIX 1l mocne nedeHus HaOmromanmch
JIUIIb HE3HAYUTENIFHOE U3MEHEHHUE TeMIIepaTypHOH pPeaKIliH.

OmnpeeneHHbIH HHTEpeC MIPE/ICTABISIET JUHAMHUKa
(apUHrOCKONMYECKOH KapTUHBI y OOJIBHBIX TyOepKyie3oM |
criern()UIEeCKOi U HeCTIeMU(PIIECKOM MaTOIOrueH TI0TKH A0 U TOCIe
JICUCHHSL.

B obenx rpymmax oTMeyanoch yiaydiieHue (HapHHrOCKONIECKOM
kapTuHbl. Ecnu 10 nedenus runeptpodus HeOHbIX MUHAAIMH ObUIa Y
128+10,7% y GompHBIX | TpynIIBL, TO TOCHTE JIEUEHNUS OHA HAOIIOIATIACh
Tonmeko y 42,8+5,6%; y OONBHBIX HECHEIM(DUYECKUM OCTPBIM H
XpOHHYECKUM (ApUHTUTOM U3MEHEHUS ObUTM HE3HAYHUTEIbHBIMU
(Tabmuma 1).

Ta6uuna 1. O6beKTHBHBIE NPU3HAKH /10 M NIOCJIE JIeYeHHs1 Y 00/ILHBIX TY0epKyJIe30M H ¢ XPOHMYECKUM TOH3HJLIUTOM.

TPYIIIBI KOJIMYECTBO MIEPUOABI T'uneppod HaJIM4ue MPU3HAKH
OOJIBHBIX HCCIIET HEOHBIX THOS I'uze,3aka
MUHJIQIAH [Ipeobpax
I 7 110 9 6 4
JICUCHUS 128+10,7 85,7+8,9 57,1+£6,8
I 7 nocie 3 2 1
JICYCHHUS 42,8+5,6 28,54+4,3 14,2+2,7
I 143 110 125 98 59
JICYCHHUS 87,4+3,2 68,5+4,1 41,246,8
II 143 nocie 56 45 27
JICYCHHUS 39,1£7,2 31,448,7 18,8+9,2
OcoOplii  WHTEpeC TMpeACTaBIsUIA  OONBHBIE C HaIWMYMeM  clenaHa aneHotomus 15 6onpHbIM. Takxke 12 O0IBHBIM C XPOHUYECKUM
comyTcTByronmx 3aboneBannit JIOP — opranoB ((GapuHTUTB,  TOH3WUINTOM YZAAJICHBI HEOHbIC MUHIAINHEL.

PUHOCHHYCHTBI, OTUTHI, aaeHouansle Beretauuu II, Il cremenm). Y

AHanu3 CHUMIITOMOB,

XapaKTepH3yIONMX WHTOKCUKAIMOHHBIN

9THX OONIPHBIX aHTMHA IpOTeKajla TSDKENIOo, HaOMIOanuch YacThle
000CTpeHusT crenu(pUIecKoro mporecca, IUI0XO0 — HOIAFOIIHECs
JICUYCHUIO TyOEpKyJIOCTaTHIECKIMH MpeTrapaTaMH.

OtuM  OOJBHBIM  OJHOBPEMEHHO  MPOBOAWIOCH  JICUCHHE
comyTcTBytoumx 3aboneBanuii JIOP — opraHoB, OonbHBIE C
anenongubivu  BererammsiMa Il w1l cremenm Ha  ¢one
JIECCHCUOMITM3UPYIOIIEH, O0Iel YKPeIUIIomed 1 MECTHON Tepanuu
Crelu(pHUICCKOro M HECHeHHU(PHUIECKOro XPOHHYECKOro TOH3HJIINTA

CHH/IPOM y OOJIBHBIX, CTPaJAONMX CreUupUIeCKUM (apuHIUTOM U
TOH3WUIMTOM, IIOKa3bIBaC€T 4YTO IOCHE JICYCHUS HAOIIO/aInCh
3HaYuTeNIbHOEe X CHIKeHue (y 5 OompHbIX). [lomHOoe M croiikoe
HCYE3HOBEHNE WHTOKCHKALIMHI HACTYNIO Y 32 OONBHBIX U3 2 TPYIITBL.

Takum oOpazoM, mpu wW3y4YeHHH ONMKAWIIUX pPe3yTbTaTOB
KOHCEPBaTUBHOTO M XMPYPrUYECKOTO JICUCHHUS, CHELU(PHUYECKOro H
HECHEMU(PHUIECKOr0  XPOHMUYECKOrO  TOH3WIUIMTa Yy  OOJIBHBIX
TyOepKy/e30M M0Ka3ajo, YTO 3HAYUTEIILHOE YIIyYIICHHE HACTYIHIIA y
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OGospHBIX co crenuduaeckuM ToH3wLMTOM 71,4%. Ha 64,7% y
GOJIBHBIX ¢ HECTICU(YUIECKUM XPOHHYECKHM TOH3ULTHTOM.

O(hheKTUBHOCTh KOHCEPBATHBHOTO JICUCHUS B  OTAAICHHOM
nepuone (0T 1 mo 3 7ner) oneHWBANach HAMHU IO Py HPU3HAKOB:
BBI3JIOPOBJICHHE, yJydllleHHe u 0e3 mnepeMeH. K «BbI3IOPOBICHHUION
OBbLIM OTHECEHBI CIIy4Yau, KOr/ia TI0C/Ie POBEACHHUS KYPCOB JICUCHHUS Y
OOJBHOTO CO CHEHU(PUIECKUM W HECHEHUPUUECKHM XPOHHUYECKUM
TOH3WUTUTOM HCYE3aJIM BCE KIIMHHYECKHE MPOSBICHUS 3a00JICBAHMS.
VBenuueHHsle nepudepuyeckre JTMMpaTHIECKUe y3/Ibl PACCOCAIHCH,
WCYE3TH WM PEe3KO YMEHBUIWINCh BCE INPU3HAKH TyOepKyie3HOU
WHTOKCHKALMK,  yily4unwiack  (apuHrOCKONHMYECKas — KapTHUHA
TOH3WUINTA, HOPMAIM30BAJOCH TEMIepaTypa W  MOKa3aTelH
reMOrpaMMbl, OMOXMMHYECKHE  AHAHM3bl  CHIBOPOTKH  KPOBH,
pPEHTTeHONOTHYeCKass ~ KapTHHa Jierkux. lcuesna — maroreHHas
MHUKpOGIIOpa B JaKyHaX HEOHBIX MUHIAJINH.

K «ynydiieHuro» Mbl 3a4ucisieM Te Clydad, KOrjia Mocie
NPOBEICHHOIO ~ HaMM  JIeYeHWs Yy  OOJBHBIX  OTMEYajuCh
HE3HAYMTENbHbIC  yiydmieHue. Y  OONBHBIX  YMCHBIIWIUCH
CcyOBEKTUBHBIC CUMITTOMEI (c71a00CTh, 00JIH B TOpIIe, KaIllelb, 3amax u30
pTa, YacThle aHTHHBI), y OOJBIIMHCTBA OONBHBIX HOPMAJIH30BAIOCH

TeMIIepaTypa Tela M YMEHBIIMIOCh MHTOKCHKaIms. CyliecTBEHHbIC
CABUTM TPOM3OLUIM B JWHAMHKE OOBEKTUBHBIX CHMITOMOB,
YMEHBIIWINCH B pa3Mepe HeOHble MUH/IAJTHBI, HCYe3 THOM B JIAKyHaXx,
npu3Haku ['m3e, 3aka u [IpeoOpaxeHCKOro, yiaydmIMiIoCh KapTHHA
Oemoii  KpoBM W OWMOXMMHYECKHE TIOKAa3aTelnd. Y BEIHMYCHHBIC
nepudepudeckue IUM(aTHUECKHe y3IBI  PAacCOCANIUCH, pes3ko
YMEHBIIWINCh BCE IPHU3HAKHM TyOEpKyJe3HOH MHTOKCHKALHH,
YIIy4ImiIach papUHrocKonuyecKas KapTuHa papuHruTa U TOH3HILINTA,
HOPMaJIM30BAIOCH  TeMIepaTypa M  IOKa3aTeld TIeMOTPaMMBI,
OMOXMMHUYECKHE  aHAM3bl  CBIBOPOTKM  KPOBH,  YJIy4IIHJIAch
pPEHTTeHONOTHYeCKass ~ KapTHHa  JierkuX. lcuesna — maroreHHas
MHUKpOGIIOpa B JaKyHaX HEOHBIX MUHIAJINH.

B pasnen «6e3 mepeMeH» MblI BBIACIWIH OOJIBHBIX, Y KOTODPBIX
JUTUTENIBHOE BPEMsl COXPAHSICS WHTOKCUKALMOHHBIH CHHIPOM,
JIep)KaJIuCh OOBEKTHBHBIC CHUMIITOMBI (DapHHTHUTA M TOH3WLINTA, a
PEHTTeHONOTNYecKast KapTHHA B JIETKMX OCTABAJIOCh 0€3 MepeMeH.

CyluecTBeHHbIC HW3MCHCHHS B OT/ACIBHOM MEpHOJe Mocie
MPOBEJICHHOIO  JICYCHUSI TYOEpKYJIOCTATUYECKHUMH  HpenapaTamu
MPOU30ILTH B XapakTepe (Gaopbl HEOHBIX MUHIAIIHH.
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