802 BrEX 2022411 HE S3E85E 118
Q’i’ \7& DOI: 10.3969/j.issn.0253-9802.2022.11.003
NI

HBV X P HREEEE B RBEIRTT
Y B 53 3 R

AP FHE

[#EE ] HBV R AR — T8 B Y 4 BRPE A I 1A [a] 8, 2 R ) 1F 76 I 9 — 0 22k k. AR BiAE 2
FEPXT HBV A2 1 H 4 A e R e B AR &, (R IR 2100 O BT 5 B E BAFIR YT o WP R IRAE Sl HIV
— T B R YT IR FAR T HBY W3R Y7 B o8 Sk e 27 7 IR 2. H A £ X HBV AH 56 sh AT AR 1 0F 9% £ 2 12,
Bel.187. HO17. HO19. BX-182. KR127 #1 2H5-A14, Hirh HO17 #1 HO19 B4 0 FH VA B2 2HS5-A14 78 3h 4 5286 vh A8
PRE N 52 M A RN PRI 9 TR S IR A Y AN ES B E R o IZSCHE HBV AH G FR ALK A o8 F R HEA T 2538, DARRSE HoAR ke mT
ey & R J7 1) e o F i % o

[X@im ] AR hRk; DifetEiad; RN RIMREREPIR; SRR R ik

Progress of hepatitis B virus-associated neutralizing antibody in antiviral therapy of chronic hepatitis B Zhao Yudi, Huang
Mingxing. Center for Infectious Disease Control, the Fifth Affiliated Hospital of Sun Yat-sen University, Zhuhai 519000, China
Corresponding author, Huang Mingxing, E-mail: huangmx5@mail.sysu.edu.cn

[ Abstract ]  Chronic hepatitis B virus infection is not only an important global public health problem but also an important
challenge in our country. Although there are some vaccines for hepatitis B and its prevalence is increasing year by year, there are still
many patients in need of treatment. Neutralizing antibody as an important treatment for HIV is also promising in the field of hepatitis
B cure. Current studies on neutralizing antibodies related to hepatitis B virus mainly include G12, Bel.187, HO17, HO19, BX-182,
KR127 and 2H5-A14, among which HO17 and HO19 combined application and 2H5-A14 have achieved quite good results in immune

tolerance and neutralization activity in animal experiments. This article reviews the research progress of neutralizing antibodies related

to hepatitis B virus to explore the possible development direction and application prospect in the future.
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