[&] B A7 9 2 A8 Y 27 2k 2025 4E 4 A58 52 B4 2 W Inter | Epidemiol Infect Dis, April 2025, Vol. 52,No.2 .73 .

RS - LB A -

GRETATAE I A I R AP BT DR
Rt

FR T OEAE!

TRRAFEHE —ERRERBAERRB PO, LT 100034;2 LR K F B R E KRR EERBA,
Jb % 102206

WBAEAE 4 . £ %%, Email :john131212@126.com

(BE] LY RATRIE T 2R, F5 A BT RE AL BT 8 95 50T 6 55 5O, ™ o B 38 {d e
M 2 B 5 B ML e % B D RE R, N cceDNA XE LS B, B0 5535 97 25 W D) 68 1R VA AR
IR S VA U7 e R Y B S AL AR B R N S N TR A e T S2 AL AT R B IR L RO HE A SE LT
Z IR R AR F bR . A SO HBV AR SC Y S 2R T AT 98 Bk R MR AT LR 3R Bk, OF X H7E £ BT 48R
PR RE T R,

[RIR] 181k AT 5 L4 P45 PR DNA; SRR TT 5 Sz g 52

EEWHE K HRPHA LG (82270626) ;b 5T K 27 55 — B2 Bt [6 4 Z I AR AT 58 5 H (2022CR63) 5 1k #5 7K
S 1 e i R BBl 55 Bt ¢ DIy (b 50 K~ 4 — = B BT A T 22 2 55T H ) (2025SF052)

DOI: 10.3760/cma.j.cn331340-20250213-00019

Research advances and prospects of immunotherapy in the cure of hepatitis B
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[Abstract] Chronic hepatitis B is a global disease that can lead to cirrhosis, liver failure, or liver cancer,
severely threatening human health. Patients with chronic hepatitis B experience immune response dysfunction, and
the cccDNA in the liver is difficult to clear. The functional cure rate of antiviral drugs is low. Immunotherapy is
expected to reduce viral load and achieve the goal of a broad functional cure by regulating or restoring immune
response and breaking the immune tolerance mechanism. This article reviews the progress of immunotherapy research
related to HBV and discusses its potential in the cure of hepatitis B.
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