. 1472 - FENBESH 20265F5H AKHWwLH%E  Drugs & Clinic Vol. 41 No. 5 May 2026

RCZETINE o FiIREMNH CEF X R EMEfRER
Mrtbse 1.2, J& 2

1. JLE K% L#hle%be, L% ¥ 214000

2. THWERANRER WREZH L, L5 L% 214016

W E: ORISR B R R AR AL TR W 8. B ariet: BRI —EPUR S0 T BEARZHE (8D
PR L ZFETIER oo RO TINE o AR 0TSCIUIG ARG &, ATE I R IR R AIAE . & B e 4
Bl AER R AR T 2 AL 2R RS LY R R R R N . B T RO EETIER o RIS LB 5
G AR, B BY T A1 A s 2 2 G N B RN LA TR T S

XHEIR: WOTFETIER o BHECEIFR; RGN, SRR MR BET RENEg
hESES: RIS YRR : A NERS: 1674 - 5515(2026)05 - 1472 - 09

DOI: 10.7501/j.issn.1674-5515.2026.05.042

Research progress on Pegylated interferon o in regulating immune cells in chronic
hepatitis B

CHEN Sisi!>2, YAN Yan?
1. Wuxi Medical College, Jiangnan University, Wuxi 214000, China
2. Clinical Medical Research Center, The Fifth People’s Hospital of Wuxi, Wuxi 214016, China

Abstract: Chronic hepatitis B caused by hepatitis B virus is a global public health issue. At present, the first-line antiviral drugs for
chronic hepatitis B mainly include nucleosides or nucleotide analogues and pegylated interferon-a (Peg-IFN-a). Peg-IFN-a, as an
immunomodulatory agent, can achieve clinical cure. Peg-IFN-a can regulate the immune response of chronic hepatitis B patients
through multiple mechanisms and targets, including regulating natural immune cells, adaptive immune cells, cytokines, and
chemokines. This article summarizes the research progress on regulation of immune cells in chronic hepatitis B by Peg-IFN-a, which
is helpful for optimizing treatment strategies through peripheral blood or liver tissue immune response evaluation.
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Fig.1 Immunoregulatory mechanisms against HBV infection mediated by pegylated interferon-o (created with BioRender)
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