I BRIl PRATTE 97 4% 76 2022 F55 6 B 1 1
International Journal of Clinical Research http://ijcr.oajrc.org/

HIV/HBV #BRETRETIRTT 2 & HBsAg K F MBI HE <R

ki, BEAY, w2t

'"FRTEAARER BAEEERA ETR
PEREMREWESE —ER TR

[{BE] B K+ HBsAg £ 4 & HIV/HBV 2884 k06 7 A2 P e Bk, 735k MKMF
36 1) HIV/HBV 3k & 3 B L3 X 41548 A3 R K8 77 R 09 L8 4% Fym 4876 77 /& HBsAg AAB X 4B
T, R HBeAg Al &% £657 2 /5 HBsAg /K-F T 0.93 log IU/mL, HBeAg A1 & FIUH 0.56
log TU/mL. 10 #1(45%)HBeAg Fa:14 24677 /5 9L HBeAg 4%, H ¥ 2 45 I HBsAg 4%, HBsAg /K
F5 CD4+T # Bt HoR-TA K. WREEIT/E CDAHT e it 4k L7890 2 24 HBsAg K-F T
RS, Z5i0 HBsAg f274 77 F- 4169 T AL 5T LA TAM] HBsAg 7 R T A6 VA & HBsAg T 45 CD4+T #hE.4m
FT HOK P A £ M348 7 HBsAg K-F 5 &8 % m kA%,

[S%##iA] HIV/HBV £, ZaUnit s Fom 577

[(E€WB] AT H AR ZHEAARE (2017-38)

Quantitative hepatitis B surface antigen levels in patients co-infected with hepatitis B and human

immunodeficiency virus after 2 years of combined antiretroviral therapy
Bingjie Li', Keli Qianz*, Xiaoxing Tian'

!Infectious Diseases Section The Fifth People's Hospital of Chongging, Chongging, China
’The First Affiliated Hospital of Chongqing Medical University, Chongqing, China

[ Abstract] Objective To investigate the changes of HBsAg in patients coinfected with HBV and human
immunodeficiency virus (HIV) who receive antiviral therapy. Methods To observe the changes of HBsAg and
related indexes in 36 HBV/HIV co-infected patients after receiving antiretroviral therapy containing tenofovir and
lamivudine. Results Baseline and on treatment parameters were associated with longitudinal HBsAg levels.
HBeAg—positive patients achieved a decline of 0.93 log IU/mL in HBsAg, whereas HBeAg-negative patients only
achieved a decline of 0.56 log IU/mL during 2years of cART. 10(45%) patients of the HBeAg-positive population
achieved HBeAg loss and 2(5%) achieved HBsAg loss. HBsAg levels correlated with CD4 T-cell counts. HBsAg
levels were significantly lower in patients who had a stronger increase between nadir CD4 and current CD4 T-cell
counts during cART. HBsAg decline is dependent on an effective immune status. Conclusion HBsAg kinetics
early during treatment were predictive of HBsAg seroclearance and correlated with an increased CD4 T-cell
counts, underlining the importance of immune restoration in HBV clearance.
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