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[ Abstract] Objective To investigate the effect of suppressive highly active antiretroviral therapy
(HAART) on viral tropism during HIV-1 infection. Methods Genomic DNA was extracted from peripheral
blood mononuclear cells (PBMCs) of 11 patients before HAART and at week 48 after HAART, respectively.
C2-V5 regions of HIV-1 env were amplified by nested-PCR and sequenced. Viral tropism was predicted
by online software Geno2pheno based on V3 sequence. Results After 48 weeks for HAART, the CD4™ T
cell counts were significantly increased ( Z = — 2.934, P = 0.001 ), plasma viral loads were undetectable.
The tropism of one patient shift from CCR5 to CXCR4, the other kept CCR5-tropic stable; and the positive
charges (Z = — 1.000, P =0.317 ) and net charges (Z = — 1.000, P =0.317 ) of V3 loop showed no
significant changes. Conclusions HIV tropism switches under suppressive HAART are rare. Patients may
benefit from suppressive HAART by delaying the emergence of X4 tropic strains.
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S 10 mlo o 5 ml B T2 HUAM A I 5> % 40 i
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1. HIV-1 env %t [X] V3 3f )% 41 ¢ B4, R 4
QIAGEN A7 (f#[5) QIAamp DNA Mini Kit 5]
BHERE L] A PBMCs $2HUE [ 41 DNA, 5
&5 e . (nested-PCR) 4 #4 HIV-1 env 4L [A] {1
V3 ¥R, 286 B TR GoTaq“Green Master Mix Ay
Promega A 7l 7%, §EET T 515 % Sk Y, 5l
WIFHI N 1.

5% PCR J¥: 12.5 ul Mix, 0.5 ul TF1, 0.5 pl
TR1, 10 uI DNA BR, IZEMK 4 25 W e 41 A:
94°C., 5min; 94°C. 30s, 55°C. 30s, 72°C. 90s,
35 MIEER; 72 °C. 10 min,

5 T K PCR Jx [: 25uMix, 1plTF2, 1pl
TR2, 10wl DNA FR, INZEMK 4 25 W N4 A:
94°C. 5min; 94°C. 30s, 55°C. 30s, 72°C. 50s,
35 MEER; 72 °C. 10 min,
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z1 P WLIMTI
5149 ¥4 5'—3 f7'E (HXB2)
S TF1: ATGGGATCAAAGCCTAAAGCCATGTGT 6557 — 6583
; TR1: GCGCCCATAGTGCTTCCTGCTGCTGC 7816 — 7794
B TF2: CTGTTAAATGGCAGTCTAGC 7002 — 7021
; TR2: ACTTCTCCAATTGTCCCTCAT 7667 — 7647

E: HXB2 24 HIV P 2EFRtfk
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V3 BT Y JIA A
X B A5 58 E IR IT TG I 48 JE I % B DNA
env [X JL PR V3 R P BIRE PEREAT IO, 43 B HORE
i 28 e R SUR PR = JEIR P 91, 18] Geno2pheno
(FPR = 10%) #E47 HUI. 8 I 4% (1 HIV-1 3F
A $y 5 M B K s2 K = (Los Alamos National
Laboratory) 1] Blast . H i 3¢ Chttp://www.hiv.lanl.
gov/content/sequence/BASIC_BLAST/basic_blast.
htmD) , W& 3. %4 Won, HAART 130 35 [
FEAEHMO RS WENE, W6y7 48 W5, AU 1 0%
RS BE L0y XA WL, Fogp BB W s g a7
J5 48 R R AR, WL 20 K HIV-1 env [X JE K]
V3 R R IR A, o Bl 1 A ) 2R IR
MR OftER K. 2R H AR R) F V3
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5 CD4'T 41l
) A - iR (3 U/ml i
e ijﬁ’; P @f HAART Jj % HESNG" (Fg/mD L Cells/uD)
i - sk 48 Ji Ik 48 Ji
1 26 5 [EITE 3TC + TDF + EFV 16 098 TND 224 421
2 31 5 Elan 3TC + TDF + EFV 2173 TND 241 430
3 34 5 ik 3TC + TDF + EFV 72 778 TND 54 153
4 23 Cil [P 3TC + TDF + EFV 57 000 TND 208 959
5 33 W ) 1k 3TC + TDF + EFV 5800 TND 226 785
6 29 ] [E 7L 3TC + TDF + EFV 530 000 TND 234 515
7 48 m FPE 3TC + TDF + EFV 25000 TND 125 418
8 31 U ik 3TC + TDF + EFV 11 000 TND 209 321
9 33 5 ATE 3TC + TDF + EFV 653 392 TND 107 338
10 33 5w [P 3TC + TDF + EFV 443 261 TND 70 340
11 27 Cil [dl Pk 3TC + TDF + EFV 334291 TND 204 415
W: 3TC: hkKsE, TDF: Bif#ES, EFV: KAH1E. TND: (G~ R
=3 B HAART gy HOmg Pk 1E M A fg . V3 FRTH g DU fik
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5 CRF07-BC CCR5 CCR5 6 6 4 4 GPGQ GPGQ
6 B CCR5 CCR5 6 7 4 5 GPGR GPGR
7 CRFO01-AE CCR5 CCR5 5 5 3 3 GPGQ GPGR
8 CRFO01-AE CCR5 CCR5 3 3 1 1 GPGQ GPGQ
9 CRFO01-AE CCR5 CCR5 5 5 3 3 GPGQ GPGQ
10 CRF07-BC CCR5 CCR5 6 6 4 4 GPGQ GPGQ
11 CRF07-BC CCR5 CCR5 6 6 4 4 GPGQ GPGQ
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