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Effect of hepatitis B virus genotypes and nucleoside (acid) drug-resistant gene mutations on
hepatocirrhosis and hepatocellular carcinoma”
LEI Xiangju' .\CHEN Ping'* ,HE Xueqin',JIANG Xueqgiang® LI Yi' . CHEN Wu'"
(1. Department o f Clinical Laboratory ;2. Department of Infectous Diseases,Dong feng
Hospital Af filiated to Hubei Medical College ,Shiyan, Hubei 442001 ,China)

Abstract: Objective To investigate the effect of hepatitis B virus (HBV) genotype and Nucleoside (acid)
(NAs) drug-resistant mutations on hepatocirrhosis and hepatocellular carcinoma (HCC) of chronic hepatitis B
(CHB) patients in Hubei Shiyan area. Methods 521 in-patients with HBV-DNA positive CHB were divided
into CHB group and CHB combined with liver lesions (including cirrhosis compensatory,decompensated and
HCC). Mutation sites of major resistance genes to HBV genotype and reverse transcriptase (RT) ,serum hyal-
uronic acid (HA) ,laminin (LLN),procollagen type [ N-terminal peptide (Pl NP),collagen type IV (IV-C).,
alpha-fetoprotein (AFP),carbohydrate antigen 125 (CA125), carbohydrate antigen 199 (CA199).carcinoem-
bryonic antigen (CEA)were detected. Results The proportion of liver lesions in patients infected with geno-
type C HBV was higher than that in patients infected with genotype B HBV (46.0% wvs. 34.1% sy’ =17.128,
P=0.008) and the OR of hepatocirrhosis and HCC were 1. 34 (1.04—1.73) and 1. 84 (1.04—3. 26) respec-
tively. Moreover, the serum LN, P[] NP, [V-C, AFP and CA125 levels in genotype C were also significantly
higher than those in genotype B (¢ =2. 713, 4. 226, 4. 381, 3. 661, 2. 349; P=0. 007, <C0. 001, <0. 001,
<C0.001,0.019). Patients with NAs history had significantly lower liver diseases incidence than those without
NAs history (33.1% wvs. 44.2% 33 =6.785,P=0.009) and the OR was 0. 75 (0.60—0. 93). Furthermore.,a-
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mong the 272 cases with NAs history, there were no significant differences in proportion of liver lesions and

serum marker levels between patients with drug-resistant mutations and those without drug-resistant muta-

tions (P>>0. 05). Conclusion

The local CHB impatiens infected by genotype C HBV are more vulnerable to

liver diseases than patients infected by genotype B. NAs treatment is associated with lower prevalence of liver

diseases, while the main drug-resistant mutations within RT domain induced by NAs have no significant effect

on liver disease incidence.
Key words: hepatitis B virus;  genotype;

(acid) drug-resistance; gene mutations
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