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[ Abstract] Objective : To investigate the relationship of ages,genders and nationalities in chronic hepatitis B (CHB) patients infected
with different hepatitis B virus,to compare the hepatic tissue damage degree, HBV-DNA load and the liver function change among pa-
tients with different genotype. Methods ;Fluorescence quantitative polymerase chain reaction (PCR) instrument was used to test HBV
DNA and restriction fragment length polymorphism ( RFLP) method was used to test genotypes. Results ;: Among 94 patients with CHB,
B genotype was accounted for 74.5% and C genotype for 25. 5% . CHB patients HBV genotype had nothing to do with age and sex. The
proportion of Zhuang nationality in C genotype was obviously higher than that in B genotype. The HBeAg positive rate of patients with C
genotype was obviously lowered than that of patients with B genotype( P <0.05). The pathological damage degree of the hepatic tissue
was correlated with B and C genotype. The proportion of C genotype in the hepatic tissue with serious inflammation and fibrosis was
higher than that in B genotype( P <0.05) . The hepatic tissue damage degree was correlated with liver function indexes( P <0.05) ,but
not HBV DNA levels. Conclusion :The HBV genotypes of enrolled CHB patients is B genotype and C genotype B genotype is mainly
distributed among the population,followed by C genotype, other types or mixed types are not found yet. The patients with Han nationality
is mainly B genotype and those with Zhuang nationality is primarily C genotype. Patients with C genotype have serious hepatic inflamma-
tion and fibrosis and are prone to induce servere liver damage and adverse prognosis such as liver cancer.
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Tab.1 Comparation on different constituent ratios of each factor in B,C genotype groups[n(% ) ]
5 —_ P Y73 HBV (74454
% & e bin HbeAg( +) HbeAg( - )
B JEH A 31.2+£9.5 50(71.4) 20(28.6) 58(82.9) 12(17.1) 48(68.6) 22(31.4)
C HLHm 32.7+7.0 21(87.5) 3(12.5) 11(45.8) 13(54.2) 10(41.7) 14(58.3)
t/)(z i -0.706 2.498 2.549 5.475
P1{a 0.482 0.114 0.000 0.019
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Tab.2 Comparation on liver tissue pathology results
in both genotypes groups([n(% ) ]

Sy C LR AT RE R A L R A %
S Ko W B RENTIZA7AETDUR, i C.D R %
FRFEAE 0 PG JECRL B 4 X R L DSk PR Y Sy

JERE LT AR
B U B AR D R I AT B,
BILEM  43(61.4) 27(38.6)  50(71.4) 20(28.6) CIRAMZIL, 5 43.8% ; 7 Z MR LA C B 3=, 7]
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®3 BFHARERES HBV-DNA(log &) RATTHEERI X &
Tab.3 Relationship between liver tissue inflammation degree,HBV DNA and liver function

L5 ALT(U/L) AST(U/L) TB( pmol/L) DB ( pmol/L) ALB(g/L) HBV-DNA (log ff)
BN 127.62 +189. 89 71.71 £115.53 16.42 £8.58 6.51 £3.40 41.85 +4.61 5.85+1.32
HIEH 355.02 £386.35  231.67 +249.72 49.91 +63.24 30. 80 +50. 83 38.40 +5.69 5.71 +1.33

= R B 0.429 0.490 0.415 0.392 -0.287 -0.052
P1{a 0.000 0.000 0.000 0. 000 0.005 0.617
x4 FHAFHELIEES HBV-DNA(log {H) X AFThRERI X &
Tab.4 Relationship between liver tissue fibrosis degree,HBV DNA and liver function

ZH 5 ALT(U/L) AST(U/L) TB( mol/L) DB( wmol/L) ALB(g/L) HBV-DNA (log {H)
BREEA 130.36 +184.26 73.46 £111.46 16.67 £9.78 6.40 +3.85 41.61 £4.72 5.87 £1.36
GV 411.36 +412.30 272.06 +264.68 58.59 £68.56 37.61 £55.54 37.91 £5.75 5.76 £1.41

I R B 0.485 0.524 0.494 0.485 -0.289 -0.042

P1H 0.000 0.000 0.000 0.000 0.005 0.687
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