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[Abstract] Objective To investigate the clinical characteristics and antiretroviral therapy (ART) outcomes in
HIV/HBV co-infected patients with different HBV genotypes, and to explore the potential impact of HBV genotypes on
HIV/HBV co-infection. Methods HIV/HBV co-infected patients attending the infectious disease outpatient clinic at
Guangzhou Eighth People’s Hospital, Guangzhou Medical University from 2009 to 2020 were enrolled. Clinical
characteristics and virological, immunological, and clinical responses after ART were compared between genotype B
and C HBV-infected patients. Results A total of 722 patients were included in the study, among whom 496 cases
(68.70%) were HBV genotype B, 220 cases (30.47%) were genotype C, 2 cases (0.28%) were genotype D, and 4 cases
(0.55%) were genotype 1. Baseline HBV DNA load and HBeAg positive rate in genotype B patients were 6.29 lg [U/mL
and 36.49% (181/496), respectively, which were both lower than those in genotype C patients; and HBsAg quantitative
level was 5 478.50 COI, which was higher than that in genotype C patients (Z=-2.989, P=0.003; x*=31.680, P<0.001;
7=-0.848, P<0.001). The proportions of patients in both groups receiving ART containing tenofovir disoproxil fumarate
and lamivudine were =95%. After an average of 4.17 years of ART, virological suppression rates for HIV and HBV
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were both >94% in genotype B and C groups. The rate of HBsAg seroconversion during follow-up period was 7.25%
(36/496) in genotype B patients, which was higher than that in genotype C patients ((*=5.291, P=0.021). Compared with
patients with genotype C, patients with genotype B had higher HBsAg decline of 372.00 COI (Z=-0.018, P=0.032).
Conclusions Genotype B and C are predominant in HIV/HBV co-infected individuals in Guangdong Province. All
patients with genotype B or C can achieve excellent viral suppression and immune reconstruction after ART. However,

genotype C individuals have a lower HBsAg seroconversion rate than genotype B individuals, which indicates that

different HBV genotypes may affect the HBV cure in HIV/HBV co-infected patients.
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& 2 HBV B AUF1 C A HIV/HBV & ) B YL & FLLR AR F L %

HBV 3L 4 #l

LD SIE(n=T716) - it PfE
B 2 4 (n=496) C FEH# (n=220)
AR [, MO, 09)] 41.19(33.84, 50.72) 41.65(33.82, 50.83) 40.23(33.91, 50.20) -0.939"  0.348
BEE [H1(%)] 622(86.87) 427(86.09) 190(86.36)  0.010"  0.922
BMI[kg/m>M(Qy, 03)] 20.64(19.13, 22.84) 20.78(19.20, 22.84) 20.45(18.91, 22.83) -0.932"  0.351
ART J5 %[ #(%)] 1.106"  0.293
% TDF/TAF+3TC/FTC 694(96.93) 483(97.38) 211(95.91)
% 3TC/FTC 22(3.07) 13(2.62) 9(4.09)
HIV e 42 1(%)] 1221 0.543
SEETEL 1% 336(46.93) 238(47.98) 98(44.55)
[ P 1 £ 4 333(46.51) 224(45.16) 109(49.55)
HoAlb 47(6.56) 34(6.85) 13(5.91)
HIV RNA [lg # 0 /mL, M(Q,, Q5 5.40(4.92, 5.84) 5.39(4.96, 5.83) 5.43(4.84,5.86) -0.101*  0.920
CD4* T Ik EL AT AL [/, M(Q, Q)] 198.00(65.00, 314.00) 193.00(64.25, 303.75) 200.50(70.00, 361.25) -0.921*  0.357
CD8" T ik L A0 M5 [N/, M(Q,, Q9] 738.50(517.25, 1 070.00)  728.50(514.50, 1 074.50)  776.00(533.00, 1 056.00) -0.446"  0.656
CD4/CDS*T itk EL 4 He (8 [M(Q1, Q5)] 0.23(0.10, 0.37) 0.22(0.10, 0.36) 0.24(0.09, 0.40) -0.893"  0.372
HBV DNA [lg IU/mL, M(Qy, Q5] 6.56(3.64, 8.00) 6.29(3.51,7.85) 7.01(3.90, 8.29) -2.989°  0.003
HBsAg [COL, M(Qy, 03] 4 817.50 5 478.50 3882.00 -0.848" <0.001
(145825, 7 266.25) (1 620.75, 7 637.75) (1 155.25, 6 496.00)
HBeAg MY [#1(%)] 311(43.44) 181(36.49) 130(59.09) 31.680"  <0.001
WBC [x10%L, M(Q\, Q5] 5.12(4.13, 6.33) 5.13(4.16, 6.33) 5.05(3.96, 6.34) -0.366" 0.715
PLT [x10%L, xs] 186.99£72.61 186.32+70.72 188.48+76.84 -0.367°  0.714
Hb [¢/L, M(Q\, Qs)] 139.50(119.00, 151.75) 139.00(119.00, 151.00) 142.00(117.25, 153.00) -0.983"  0.326
AST [U/L, M(Q, Q5)] 30.00(22.00, 48.00) 29.00(22.00, 47.00) 31.50(23.50, 50.80) -1.384"  0.166
ALT [U/L, M(Q', Q5)] 32.00(20.10, 54.00) 31.00(20.00, 53.00) 36.00(21.00, 56.00) -1.116"  0.264
ALB [g/L, M(Q, Q)] 39.00(34.00, 44.00) 39.00(33.65, 43.95) 39.50(34.00, 44.00) -0.393"  0.694
GLB [g/L, M(Q\, Q)] 40.00(35.00, 45.00) 40.00(35.00, 45.00) 40.00(36.00, 45.40) -0.668"  0.504
H 8 /R E F LA (M(Q, Q) 0.95(0.77, 1.17) 0.95(0.77, 1.17) 0.98(0.76, 1.16) -0.054*  0.957
FIB-4[M(Q\, 5] 1.03(0.67, 1.94) 1.05(0.67, 1.92) 0.97(0.66, 1.99) -0.186*  0.852
APRIIM(Qy, 03)] 0.41(0.27, 0.74) 0.40(0.27, 0.72) 0.44(0.27,0.83) -0.714*  0.475
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% 3 HBV B #A1 C A HIV/HBV & IF &4 ART J& B Ui A9 36 5 L5
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B
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ART 3BIF K [4F, M(Q), Q5)

HIV 5 dEmil [#1 (%))

CD4* T bk EL AU B T4 [/, M(Q1, Q)
CD4"T AN HECE [l MQ 1, Q)
CD4" T ik B 40 g 31 %0 <200 [ (%))

4.17(2.70, 5.62)
694(96.93)

440.00(293.00, 581.00)

232.00(135.00, 345.00)
81(11.31)

CDS* Tk EL AN 4 [/, M(Q., Q9] 781.00(605.00, 1 036.00)

CDS8'T kL4 [V, MQ 1 Q3]
CD4*/CDS*T ik EL 40 I LA [M(Q1, Q)]
CD4/CD8'T kL 21 L B4 K [M(Q1, Q)]

HBV J 840 il [#1 (%))
HBsAg [COL M(Q.. Qy)]

HBsAg FF{E [COL, M(Q,, Q5)]

HBsAg B4 5[ (%))
HBeAg FHYE (61 (%)]
WBC [x10%/L, M(Qy, Q3]
PLT [x10%/L, x+s]

Hb [g/L. M(Q:, Q)]

13.00(-254.00, 303.00)
0.56(0.36, 0.77)
0.30(0.17, 0.46)

684(95.53)

4 215.00(846.30,
6 963.00)

272.50(-1 182.25,
1 940.75)

41(5.72)

157(21.93)

5.99(4.61, 7.65)
233.31+65.51
153.00(140.00, 163.00)

- 81 -
HBV 3 [H 43 7

giitE PME

B 4 1 (n=496) C 4K % (n=220)
4.22(2.70, 5.72) 4.07(271,546) -0.781"  0.435
479(96.57) 215(97.73)  0.682"  0.409
437.50(301.50, 569.75) 450.00(281.00, 612.00) -0.356"  0.722
238.00(143.25, 342.75) 221.00(114.00, 347.00) -1.113"  0.266
56(11.29) 25(11.36)  0.001" 0977
778.00(603.25, 1 031.50)  794.00(607.00, 1 048.00) -0.089"  0.929
21.00(-252.50, 314.00) 0.00(=254.00, 283.00) -0.321*  0.748
0.56(0.37, 0.77) 0.56(0.32,0.78) -0.013*  0.990
0.31(0.18, 0.47) 0.30(0.17, 0.44) -0.649" 0516
477(96.17) 207(94.09) 1.542" 0214
4 333.00(385.90, 3 660.00(146.00, —0.516"  0.287

7 166.50) 6 410.50)
372.00(~1 035.00, 139.00(-1 489.00, -0.018"  0.032

2 033.00) 1357.70)
36(7.25) 5(272) 5291 0.021
99(19.96) 58(26.36)  3.651"  0.056
6.04(4.52, 7.68) 5.92(4.73,7.63) -0.209" 0.834
232.87+60.90 23431£75.05 -0.271°  0.786
153.00(140.00, 164.00) 154.00(140.00, 163.00) —0.463"  0.643

AST [U/L, M(Q, Q5)]

ALT [U/L, M(Q\, Q)]

ALB [¢/L, M(Q. Q5]

GLB [g/L, M(Q:, Q3)]

FIR /R E T HE [MQ, 9]
FIB-4[M(Q1, 0s)]

APRI[M(Q\, Q3]

24.00(19.10, 30.30)
23.65(18.30, 32.93)
47.20(45.30, 49.00)
28.20(25.60, 31.10)
1.67(1.49, 1.90)
0.17(0.11, 0.27)
0.26(0.20, 0.37)

24.00(19.13, 29.68)
23.60(18.20, 32.58)
47.30(45.33, 49.00)

24.00(18.85,30.70) -0.481*  0.630
23.75(18.80, 34.40) -0.614*  0.539
47.10(44.80, 49.00) -0.627*  0.530
27.90(25.50, 30.70) 28.70(25.60, 32.00) -1.602*  0.109
1.68(1.49, 1.91) 1.63(1.43,1.90) -1.304* 0.192
0.17(0.11, 0.27) 0.17(0.11, 0.27) -0.449*  0.653

0.26(0.21, 0.36) 0.26(0.20, 0.38) -0.240"  0.810

W ART B 5 SR F IR 97 ALB: A8 s GLB  BREE (A FIB-4 . JIF4F 44k 4 [ 745 850 ; APRI . 2K 4% (01 e S g R Il /N M Bb SR 48 5057 {1
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GRG0 HBY B gE R 2, aniivg HBV
DNA /KW 5, i HBeAg Al HBsAg [ H % 75 [
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Al RE A B T HIV/HBV & Jf 86 e & 07 P b i3 g o
AIDS!2 )[R gt BRI I2 W HIV e & = 15 4 I i g
HBV Jf K i #EAT ST 097, X T 253% HIV/HBV
GG F UG R
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