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Abstract : Hepatitis B vaccine (HepB) vaccination is the safest and most effective means of preventing hepatitis B vi-
rus (HBV) infection. HepB non-response is influenced by multiple factors, and solving the problem of poor immune re-
sponse after HepB vaccination is of great significance for controlling HBV infection. Bile acids play an important role in hu-
man immune regulation, and whether bile acids have an effect on the HepB immune response has not been definitively
studied. This article reviews the correlation between bile acids and HepB immune response, and provides a reference for
further clarifying the pathogenesis and immunoprevention of bile acids in vaccine immunity.
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HepB: hepatitis B vaccine; DC: dendritic cell, Ag: antigen; Thl: T
helper 1; Th2: T helper 2; Treg: regulatory T cells; anti—HBs: hepatitis
B surface antibody; HBV: hepatitis B virus.
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