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Progress on treatment of immune tolerance phase of hepatitis B virus infection

Ma Junwen, Zhai Yongzhen (Department of Infectious Diseases, Shengjing Hospital of China
Medical University, Shenyang 110000, China)

Abstract: Immune tolerance phase is the first stage after hepatitis B virus (HBV) infection.
It is generally characterized by high level of HBV replication, low inflammation (normal or
slightly elevated serum alanine aminotransferase), liver necrosis, inflammation and fibrosis
are rare, so various guidelines do not advocate antiviral therapy at this stage. However, recent
studies showed that patients in immune tolerance phase had the possibility of liver injury
and liver cancer. It is recommended to start antiviral therapy as soon as possible to delay the
progression of the disease. It is still controversial to evaluate whether patients need antiviral
therapy in this period, and it is of great significance to grasp the correct treatment opportunity
for patients to improve the prognosis of the disease. This paper reviewed the current progress
of immune tolerance of hepatitis B virus infection.
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Fr CEYRFEEE > 8 kPa) B K[ ARAMAILH K
fif- 1 /MR EEFE % (APRD) > 1.5,
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