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Annotasiya. Virusli gepatit B, C, D jigar sirrozining asosiy sabablaridan biri
bo’lib hisoblanadi. Virusli gepatit B va C surunkali infeksiyasi tufayli 15-26 %
holatlarda jigar sirrozi (JS) rivojlanadi [1]. JS va gepatosellyulyar karsinoma
90-95 % holatlarda surunkali jigar kasalliklari ogibatida o’ limning sababchisi
hisoblanadi [2].

Har yili jigar sirrozi tufayli 2 min kishi va jigar saratoni ogibatida 788 ming
inson hayotdan ko'z yumadi [3,4]. JS tufayli eng yugori o'lim ko rsatkichi
Moldaviya, Egipt, Mongoliya davlatlarida aniglangan bo'lib, hozirgi kunda
ushbu ko rsatkich Rossiya, Buyuk Britaniya va Markaziy Osiyoda ham
ortmogda [5].

lImiy tadqiqotlarda aniglanishicha, surunkali gepatit C ogibatida JS asosan
50 yoshdan keyin rivojlanadi va asosan HCV 1b genotipida JS rivojlanish xavfi
yuqori hisoblanadi [6,7,8]. Boshga ilmiy izlanishlarda aniglanishicha, JS
rivojlanish xavfi HCV turli genotiplarida bir xil hisoblanadi. Samargand
viloyatida ham asosan HCV etiologiyali JSda HCV 1b genotipi aniglandi
[9,10,11].

Kalit sozlar: jigar sirrozi, HCV virusli gepatit, gepatosellyulyar karsinoma,
surunkali kasallik.
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AHHOTANUA. Bupycnvie cenamumer B, C u D saenaiomca oOnumu u3
OCHOBHBIX npuyun yupposa neveru (L{I1). Xponuueckas ungexyus upyCcHulx
eenamumos B u C npusooum x yuppo3y nevenu 6 15-26% cayuaes [1]. [JII u



2enamoyeliioNapHas  KapyuHoma  AGIAIOMcs  NPpUYUHAMU — CMepmu  Om
Xpouuueckux sabonesanuti neuenu 6 90-95% cuyuaes [2]. Eocecoono 2
muanuona yenogex ymuparom om LIl u 788 000 — om paxa neuenu [3,4].
Cawmbiii  evicokuti ypoeeHv cmepmuocmu om LIl ycmanoenen 6 Monooge,
Eounme, Momneomu, a cetiuac smom nokazamenp ygenuuusaemcs 6 Poccuu,
Benuxobpumanuu u Cpeoneti Azuu [5].

Ilo OanmbiM HayumblX UCCIE008AHUL, YUPPO3 NeYeHU NPU XPOHUUECKOM
eenamume C paszsueaemcs npeumyujecmeenno nocie 50 nem, npuuem puck
paszeumusi yuppo3a nevenu 6vlcox npeumywecmeenno npu eenomune HCV 1b
[6,7,8]. Ilo 0annbim Opyeux HayuHbiX UCCIEO08AHUN, PUCK PA3GUMUSL YUPPO3A
neuenu 0ourakoe npu pastolx eenomunax BI'C. 'enomun HCV 1b marxoice 6vin
svisgnen npu yuppose nevenu HCV-smuonoeuu 6 CamapraHockoti odracmu
[9,10,11].

KmoueBble cioBa: yuppoz neuenu, eupycuviti  cenamum  C,
2enamoyennoNApHas KAPYUHOMA, XpoHU4ecKoe 3a00.1e6aHue.

THE SIGNIFICANCE OF SOME LABORATORY CHANGESIN
PATIENTSWITH LIVER CIRRHOSISOF VIRALETIOLOGY

Shodiyeva Gulzoda Rabimkulovna
Samarkand State Medical University, Samarkand, Uzbekistan

Abstract. Viral hepatitis B, C and D are among the main causes of liver
cirrhosis (LC). Chronic infection with viral hepatitis B and C leads to liver
cirrhosis in 15-26% of cases [1]. LC and hepatocellular carcinoma are the
causes of death from chronic liver disease in 90-95% of cases [2]. Every year,
2 million people die from LC and 788,000 from liver cancer [3,4]. The highest
mortality rate from LC is found in Moldova, Egypt, Mongolia, and now this
figure is increasing in Russia, Great Britain and Central Asia [5].

According to scientific research, liver cirrhosis in chronic hepatitis C
develops mainly after 50 years of age, and the risk of developing LC is high
mainly with the HCV genotype 1b [6,7,8]. According to other scientific studies,
the risk of developing LC is the same for different HCV genotypes. HCV
genotype 1b was also detected in HCV-related LC in the Samarkand region
[9,10,11].
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Tadqgiqot maqgsadi: Virus HBV va HCV etiologiyali jigar sirrozi bilan
bemorlardabiokimyoviy gon tahlilidagi o zgarishlarni o ‘rganish.

Tadgiqot material va usullari: llmiy tadgigot Samargand viloyati yuqumli
kasalliklar shifoxonasi Gepatitlar bo’limida davolanayotgan HBV va HCV
etiologiyali JS bilan kasallangan 40 nafar bemorda olib borildi. Tadqgiqotda 24
nafar ayol va 16 nafar erkak (o'rtacha yosh 47,35 +1,15) va nazorat guruhida
20 nafar sog'lom Kishilar ishtirok etdi. JS bilan xastalanganlarda Chayld-Pyu
tasnifi boyicha guruglargaajratildi.

Bemorlarni tekshirishda laborator va instrumental tashxis usullari: bemorlarni
a’zo va tizimlar bo‘yicha ob’ektiv ko‘rikdan o‘tkazish, umumiy qon va siydik
tahlili, biokimyoviy gon tahlili, IFA tahlilida gonda virusli gepatitlarning HBV,
HCV viruslari aniglandi, PZR tahlilida, qorin bo‘shlig‘i a’zolari UTT o‘tkazildi.
Umumiy qon tahlili (UQT) HumaCount 30TS gematologik analizatorda
aniglandi, unda gemoglobin migdori, eritrotsitlar, trombotsitlar, leykotsitlar va
eritrotsitlar cho‘kish tezligi (ECHT) aniqlandi. Qon bioximik tahlili
biokimyoviy analizatorda VA-88A Mindray (Xitoy) o‘rganildi va umumiy
bilirubin, uning fraksiyalari, umumiy ogsil, aloumin, globulin, kreatinin,
glyukoza, ALT, ishqoriy fosfataza, Protrombin indeksi (Kvik bo‘yicha),
Protrombin vaqti aniglandi.

Natija va muhokama. limiy tadgigotda olingan natijalarga ko'ra bemorlarda
kasallikning og'irlik darajasiga bog’liq holda, umumiy bilirubin migdorining,
hamda alaninaminotransferaza miqdorining sezilarli darajada ortganligi
aniglandi. Bundan tashgari umumiy ogsil va albumin migdorining sezilarli
darajada pasayganligi aniglandi.

1-jadval

JS etiologiyasi bo yicha bemorlarning gon biokimyoviy ko rsatkichlari

Ko rsatkichlar HBV JS HCVJS Hazorat P
guruhi
AIAT 75,2+2.13 74,2+1,35 29,1+1,01 P1<0,0
(8,0-31,0 01
U/L) P2<0,0
01




ASAT 52,3+1,35 51,2+1,25 28,1+1,02 P1<0,0
(5,0-31,0 01

U/L) P2<0,0
01

Umumiy ogsil 47,3+1,35 48,2+1,25 70,5+1,12 P1<0,0
(66-87 g/L) 01

P2<0,0
01

Albumin 31,2+1,12 30,3+0,21 36,01+1,25 P1<0,0
(34-51g/L) 01

P2<0,0
01

Protrombin 68,2+1,15 67,2+1,12 96,25+1,20 P1<0,0
indeksi 01

(70-130%) P2<0,0
01

Protrombin 17,1+1,21 15,6+1,41 10,2+0,14 P1<0,0
vaqti 01

P2<0,0
01

Timol 6,35+0,11 6,38+0,12 1,45+0,14 P1<0,0
sinamasi 01

0-4 EN P2<0,0
01

Umumiy 58,4542 ,03 51,2+1,21 15,240,1 P1<0,0
bilirubin 01

(1.7-205 P2<0,0
umol/L) 01

Kreatinin 90,3+0,21 91,2+2,25 85,2+1,05 P1<0,0
(44.0-97.0 01

umol/L) P2<0,0
01

Izoh:*- JS etiologiyasi etiologiyasi bo’yicha bemorlarda biokimyoviy tahlili

ko'rsatkichlari sezilarli darajada farq qiladi (*-P<0,05; (**-P<0,01; (***-
P<0,001)). P1 — HBV JSna nazorat guruhi bilan taggoslandi; P2 — HCV JS ham
nazoratguruhi bilan taggoslandi.




limiy tadgigotda ishtirok etgan bemorlar va nazorat guruhidagilar
biokimyoviy qon tahlili o‘rganilganda, umumiy ogsil miqdorining sezilarli
darajada pasayganligi HBV etiologiyali JS bemorlar guruhida 47,3+1,35 g/l va
HCV etiologiyali JS bemorlarda 48,2+1,25 g/l aniglandi. Bemorlarda albumin
miqdori o rtacha ko‘rsatkichi birinchi guruh bemorlarda o'rtacha 31,2+1,12 g/l
va 30,3+0,21 g/l HCV etiologiyali JS bilan hastalanganlarda aniglandi. Nazorat
guruhida esa albumin o'rtacha miqdori 36,01+1,25 g/Ini tashkil gildi. HBV va
HCV JS bemorlar guruhida nazorat guruhiga nisbatan Protrombin vagtining
oshganligi aniglandi. 1-guruhda bu ko'rsatkich 17,1+1,21 soniya, 2-guruhda
15,6+1,41 soniyani tashkil etdi. Nazorat guruhida esa prothrombin vaqti
10,2+0,14 soniyani tashkil etdi.

Xulosa. JS kasallikning og'irlik darajasiga bog'lig holda biokimyoviy-
laborator tahlil natijalari o'zgarib boradi. Ushbu ko rsatkichlar kasallikning
og'irlik darajasiga uzviy bog'lig bolib, klinik belgilarning yaggol namoyon
bo’lishi vaasoratlarning rivojlanishi bilan namoyon bo ladi.
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