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Analysis of influencing factors on the efficacy of tenofovir alafenamide

fumarate in the treatment of chronic hepatitis B
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Abstract Objective: To initially investigate the factors influencing the efficacy of tenofovir alafenamide fuma-
rate(TAF) antiviral therapy during the course(24 weeks and 48 weeks) of tenofovir alafenamide fumarate( TAF)
viral therapy in patients with chronic viral hepatitis BI(CHB patients). Methods: Patients with CHB who were out-
patients or inpatients in the Hospital between April 2020 and January 2022 were selected as the study subjects,
and their clinical data were retrospectively analyzed. According to the inclusion and discharge criteria, a total of 57
CHB patients with complete clinical data were screened into fully responsive and incompletely responsive groups,
which were processed for statistical analysis using modified Poissoin regression. Results: It shows that there are
statistical differences in baseline HBV DNA, baseline HBsAg and whether the patient has used other antiviral
drugs before in the univariate regression at the 24th week of antiviral treatment. The multivariate regression anal-
ysis shows that there are statistical differences in baseline HBV DNA. At the 48th week of antiviral treatment,
the univariate regression analysis shows that there are statistical differences in baseline HBV DNA and baseline
HBsAg, Multivariate regression showed that there was a significant difference in baseline HBV DNA. Conclusion:
It shows that the baseline HBV DNA level of CHB patients can predict the antiviral treatment effect at 24 and 48
weeks.

Key words chronic viral hepatitis B; tenofovir alafenamide fumarate; influence factor
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