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HE.BH RN ANEF %K 5-D32(CCR5-D32) Ze A3t HIV-1 B 4 % 3 3 18 45 g 06 77 % 7
PR R REFR BT, F5i% /& PubMed, Web of Science #= China Biology Medicine 4438 A4 & , 3 ik
KEFE201545 10 A1 8, 8 RBARRE,H 1L BELHANRBEZEE SN, 4 B LHNRLEFRE
%#r. CCR5-D32 Ze4-MARE R AEFE P4 % (OR=1.24;95%CI1=1.15~1.35; P=0.000), %% 5 B BALE &
(OR=1.17,95%CI=1.04 ~1.31,P=0.009), %&&F R B LA, H, EE D 1 HFHIERIAZ LA HZHH HIV
RNA #:) [THE#9 75 % % ,CCR5-D32 &M 58 S 6m R A M EME, i TLak Y, & F RSP
Tkt AT LM, 4518 CCR5-D32 A BRABEm A F R LR F . 5 fE F R 8 648 % by T ikt V15
Fik—FiEE,
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Effects of CCR5-D32 heterozygosity on virological and
immunological responses to highly-active antiretroviral
therapy in HIV-1-infected patients: a meta-analysis

Ying Wen, Bao-cheng Deng, Pei Liu
(Department of Infectious Diseases, the First Affiliated Hospital, China Medical University,
Shenyang, Liaoning 110001, China)

Abstract: Objective To evaluate the effect of C-C chemokine receptor 5-D32 (CCR5-D32) heterozygosity of
HIV -1 -infected patients on the virological and immunological responses to highly —active antiretroviral therapy
(HAART). Methods A literature search on the articles published before October 1, 2015 was conducted in the
PubMed, Web of Science and China Biology Medicine databases. Results Eleven studies on virological response and
only four studies on immunological response were eligible for inclusion. Populations with CCR5-D32 heterozygosity
had stronger virological (OR = 1.24;95% Cl = 1.15-1.35; P = 0.000) and immunological (OR = 1.17;95% Cl =
1.04-1.31; P = 0.009) responses to HAART. There was a significant association between CCR5-D32 heterozygosity
and stronger virological response in studies that involved at least one year of observation and a high threshold of
detection for HIV RNA. Due to an insufficient number of eligible studies, further subgroup analyses of
immunological responses could not be performed. Conclusions Stronger virological response has been found in the
populations with CCR5 -D32 heterozygosity. The association of CCR5 -D32 heterozygosity with immunological
response still needs further confirmation.

Keywords: CCR5-D32 heterozygosity; highly-active antiretroviral therapy; virological response; immunological
response; meta-analysis

ek H 39 2015-11-17
[E{E/E#] M5, E-mail : wenying666466@163.com; Tel : 15840210638

69 -

PDF pdfFactory Pro www.fineprint.cn



mailto:wenying666466@163.com
http://www.fineprint.cn

PDF pdfFactory Pro

RS RIS

5 26 %

M\ 1996 4T = 3B i sk B 1R YT Chighly active
antiretroviral therapy, HAART ) (4 Ji7 FH , A 2 % 928
F9p 7% (human immunodeficiency virus, HIV )L &
FHIV R G115 26, ok T e st
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na Biology Medicine(CBM )% 72 , Wit & M 2 I &
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TE PubMed,Web of Sci-

7E China Biology Medicine

ence KR FISCHR 1125 K2R FAH ISk 14 75
v
WIS 4 Fe ik Sk
S 1079 FéHAH % SCk
AR B RIS %
Sk 1139 £ BR) 1 083 55
B

36 AW MR 5 BB L

BEWE o AT B REEBE I /3 AT o ZEAI 2] CCRS
i 3 Fp KL K43 %Y . CCR5 wt/wt ,CCR5 wt/D32 .CCR5
D32/D32, H:i 2 5l CCR5 D32/D32 i) i RY4 A
meta Z3-Ar 0, W HRGAR - IRAA AR T E 1 (The
Hardy-Weinberg equilibrium, HWE )& 563 PRI 74 %) 43
i, K& B (P >0.05) ., BEA K /NI 107 41 £
1174 B, EZERE RN AL SCHREEAE , UL
. 7E CCR5 wt/wt 5 CCR5 wt/D32 Wi ¥, 1

i HE
: EE%Q&EM% —— B HAART J3 shitt Y CD4* T 3140 HIVRNA /KF,
— e A9 B SCHR I HAART J 30 6 f9 CD4* T 7140 k%
ARl HIVRNA /K625 5 i E 2 5 SCHkH®9, CCR5 w/
I D32 2 H A BAK A HIVRNA /KF 555 CD4* T
145, A 10 B SCEk HAART B shist iy CDA* T 140
. T 350 cells/ 1,1 1 55 3CHk HAART Ji sl (1) CD4*
1 XERIFEREE T 0K T 350 cells/ w 149,
Mtk MANHRBOERFE
o HR e ey wt/D32/ 5 wiwt/ 4] wt/D32/ 45l wiwt/ 1]
VR NVR VR NVR IR NIR IR NIR
Laurichesse 2010  #kE  HFPA(74) A1) 63 32 264 242 52 43 248 258
Brumme ZL 2005 JIEYN HFPA BAF 144 27 762 241 N N N N
Laurichesse JJ 2007  #:[H R A1) 29 19 121 154 34 29 178 193
Valdez 1999 K R A1) 17 4 52 40 | | | |
Guerin S 2000 RHE HFPA BAF 20 2 94 50 20 2 96 48
Kasten S 2000 R AR A(79) BAF1 24 0 58 25 24 0 66 17
Bogner IR 2004 T EFIIN BAZ1] 24 1 160 71 I I I I
Obrien TR 2000 ES| [SEUN B3 58 9 171 34 N N N N
Bratt G 1998 Tt EFIIN A1 27 10 66 32 N N N N
Brumme ZL 2001 JIEwN EEEUN B 40 22 199 161 | | I |
Puissant B 2006 % EFIIN A1 21 7 83 58 | I I |
S . . . HIVRNA R / . HWE test .
A Kt R STk VAR TE] (copies/ml) ~ HAART FE VRAG 1% E PE SQAC 4>
Laurichesse JJ 2010 RINMEEMREERLE 34T 4 H ~34F 500 PI 44 1.170 0.280 41
Brumme ZL 2005 DNA Jll ¥ 14F 400 PI sl H Al 100 0.754 0.385 43
Laurichesse JJ 2007  RINMEEMEERE 34T 14F 500 PI sl Al 12 0.584 0.445 45
Valdez 1999 Afi 14F 400 PI 0 0.100 0.752 42
Guerin S 2000 Afi 6 1™H 500 PI 0 0.020 0.888 46
Kasten S 2000 BIREEER AT 18 A (IR 500 PI gl HoAth 39 0.004 0.953 47
Bogner IR 2004 TENEEEIE S 1T 6-1H ~39 1 H 50 PI sl Al 100 0.004 0.953 46
Obrien TR 2000 RN BRI 5B 16 Ji] ~28 Ji 200 PI 0 0.587 0.443 44
Bratt G 1998 DNA ¥ 14F 500 PI 23 0.767 0.381 48
Brumme ZL 2001 TERRMREERL BT 14F 400 PI sl H Al 100 0.748 0.387 45
Puissant 2006 "OR MITEJEHIRIEEBTE 6 4y g 4 20 PI s Al 30 0211  0.646 46

13 :SVR:sustained virological responder(3:F4555 55 102 ) ; VR virological responder (375 #5252 1 ) ;NVR : non- virological responder (4 &%

JCR %) ; IR immunological response( #3%#J% w ) ; NIR : non-immunological response( #5225 JG 52 v ) ; P1: protease inhibitor (75 P %) )N : no
mention (A4 & ); 1 -insufficient data( Z(5 A 2 ) ; HWE : The Hardy-Weinberg equilibrium(P4518 - 47 #% -5 72 £ ) ; SQAC : Sacks Quality Assess-—
ment Checklist; CCR5wt/wt: CCR5 ¥/ %Y ; CCR5 wt/D32: CCR5-D32 44
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