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Hepatic pathological and clinical relationship in early cirrhosis patients

infected with different HBV genotypes
WANG Jive HU Jinhua, CHENG Shuquan,TANG Zhenxiang, ZHANG Lei
(Department of Hepatitis ,the Third People’s Hospital of Guilin)
[ Abstract ] Objective ; To discuss differences in HBV genotypes and nontraumatic indexes commonly used in clinics between chron—
ic hepatitis B(CHB) patients with early cirrhosis and CHB patients without cirrhosis. Methods : Totally 178 patients with CHB were
selected randomly for liver biopsy pathological examination and underwent hierarchical diagnosis. All patients were divided into non
cirrhosis group(S,—S; stage) and early cirrhosis group (S, stage). Real-time fluorescence quantitative polymerase chain reaction (PCR)
was used to do HBV genotype. Results :There were 134 cases in non cirrhosis group,accounting for 75.3% ;44 cases in cirrhosis
group , accounting for 24.7%. There were differences in gender,age and HBeAg expression between two groups. Proportion of C geno—
type was much higher in cirrhosis group(55.6%) than in non cirrhosis group(22.2%) , with statistical differences. There was no statis—
tical difference in numerical change of HBV DNA between cirrhosis group and non cirrhosis group. There were statistical differences
in total bilirubin, alkaline phosphatase , gamma —glutamyltranspeptidase , aspertate aminotransferase , albumin , globulin , prealbumin,
cholinesterase , platelet, spleen intercostal thickness between two groups. Conclusions : Among all clinically diagnosed CHB patients,
24.7% have early cirrhosis based on the results of liver biopsy,indicating 1/4 patients’ condition may be underestimated. Pathological
changes of liver tissue are significantly heavier in CHB patients with C genotype than those with B genotype. B, C genotype classifi—
cation combined with liver biopsy helps to determine the severity and prognosis of disease, conducive to the treatment and assessment.
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ST 2 B B R TR A {EY, Hassan 450\
N FEXT T ALC AL HBY e B JE ALY, T
T £ 2 Ak [m) A 4K (liver cirrhosis, LC) A1 FF 21 iy
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ALY AR FE G B34 R 2007 4F 1 A 2011 4F 12 A
TEARBEATRRHEBE IS #6 CHB i, 3t 178 ], Ik
WifFH 2000 4F 9 F A AR B 2 s A Yy 55 25 A U4 25 |
R 22 S BRA BT I QR 85 T R B TR 7 28 ) i itk & 7Y
BRI 5 RIS WIPRIES, T R A e B4 A 108 R I
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LRYEAL 4 T JEHE B A, Horh 90 4R F AN HBV JEPE AU
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DNA 30 & 1 7 NS e SE PR W BRI | P A 42 HE i B 43 22
SRIEATHIAEHERAE , J5 PR RUAG I 422 | o 2k 2 5 PR/ ) 35 PR A6
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I,
122 JREEA FFIGKAE BBEN T, H3EEM Bard
MAGNUM BUZEHIIHE 16 G ZEflEFS00E 1 s Tk FIFAR
P2 2R A FRBUFZH SN 10~20 mm, £ 5 4 4L E
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Tab.1 Inflammation mobility and fibrosis degree of hepatic

tissues in 178 CHB cases( n )

214k RAETG Sh e
T Go G, G, G, e it
S 0 1 0 0 1
S, 0 24 38 0 0 62
S, 0 15 21 0 40
S, 0 3 21 7 31
S, 0 1 14 29 44
it 0 29 57 56 36 178
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SAAGFE X, Hd LC 4l ¢ SRR A He s, i
e LC A LL B JEHEFESS L,

%2 B.CEREEE2 AN (n,%)

Tab.2 Distribution of B, C genotypes between two groups

(n,%)
215 B CHE[H Y
e 56(77.8) 16(22.2)
LCA 8(44.4) 10(55.6)
X 1H 7.788
PiE 0.005
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TR, 22 A S5 3, B CHB # Ak B # M CT i
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Tab.3 Comparison on distribution of sex, e antigen and e antibody between two groups( ,% )
51 efiJE efL ik
2415 (%)
! ) 5 & it itk it itk
JELC 30.93 + 8.85 99(73.9) 35(26.1) 75(56.0) 59(44.0) 48(35.8) 86(64.2)
LCAH 37.98 £9.79 40(90.9) 4(9.1) 16(36.4) 28(63.6) 21(47.7) 23(52.3)
X AE -4.465 5.614 5.096 1.978
P{H 0.000 0.018 0.024 0.160
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UL, 7EAE LC 20 ) LC 2H 45 B 5% 2 il (aspertate aminotrans—
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B P B PR 1 (alkaline phosphatase , ALP) | y—4% 24 iR s JIK i
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H1ALT WBC B2 HBV-DNA HRIAKF 22 R 04t 538
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Tab.4 Comparison on various nontraumatic index

between two groups

F A&/
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IR
49.85+5.97 56.45 + 8.91 31.180 0.000
(mm)
HBV-DNA
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