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Abstract : Objective To explore the the progression of hepatitis B patients and the genetic polymorphisms
of CYP3A5 and MDR1. Methods
related cirrhosis, 174 hepatitis B-related hepatocelluar carcinomas. The genetic polymorphisms of CYP3A5 and

The experimental subjects composed of 187 CHB patients, 163 hepatitis B-
MDRI1 were analyzed by polymerase chain reaction and high resolution melting. Results The genetype of
CYP3A5 and MDRI1 was different in hepatitis B and disease progress group,and the difference was statistically
significant (P<C0. 05). Conclusion CYP3A5 and MDRI1 may be related to progressive risk of HBV infection

patients. CYP3A5 G and MDR1 C are protected genes in hepatitis B-infected patients.
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