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Abstract: Objective To study the clinical features of gene resistance mutation pattern in HBV reverse
transcriptase region (RT) of patients with hepatitis B in Xiamen city and the relationship with hepatitis B dis-
ease progression. Methods Detection data of HBV drug resistance in a total of 433 patients were collected, of
which 167 patients with complete interferon and nucleotide analogs (NAs) medication information were taken
as observation group. The HBV RT gene resistance mutation patterns were analyzed after the amplification of
HBV RT gene by Sanger method. Then the relationship between the mutation patterns, gender,age, HBsAg,
ALT/AST levels, HBV genotype, HBeAg pattern, duration of infection and hepatitis B disease progression
were analyzed. Results In Xiamen,65.59% and 34.41% of the patients were infected with HBV B and C,re-
spectively. Patients with genotype C had higher level of HBsAg (P =0. 026). The age, HBsAg level, HBV
DNA,ALT and AST levels of patients with mutant HBV were significantly higher than those of wild-type
HBV ,and the differences were statistically significant (P<C0. 05). In different clinical progress, the age and
the proportion of C genotype HBV infection in patients with cirrhosis and hepatocellular carcinoma (HCC)
were higher than those in patients with chronic infections, and the differences were statistically significant
(P<C0.05). HBV DNA level in patients with HCC was higher than that in patients with chronic HBV infec-
tion,and the difference was statistically significant (P=0. 009). The overall drug resistance mutation rate was

37.18% (161/433), and the mutation rates of the top three resistance mutation sites (rtM204, rt1.180 and
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rtA181) were higher in genotype C than those in genotype B. A total of 19 mutation patterns were detected,

the rtM2041, rtV173L and rtA181T mutations with single point mutations were more common (4. 19%,

3.59%,1.80% ,respectively). Conclusion

The drug resistance mutation rate of HBV RT gene in Xiamen is

related to genotype. There is a difference in the mutation rate of B and C genotypes at different drug resistance

sites,and the outcomes of patients with genotype C and mutant infections are poor. It is recommended that

HBV-infected patients use NAs treatment with high-resistance barriers.
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