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ZEXEANE CCRS BERARHFEZEES HCV g%

OEL NER, X OB, AATE, &g, M, ARE, £ #,
ke

(1. P E 2R & AU UM MEE 22 BE B B2, A B ARG YREmIUTR BN R =, am R 650118; 2. AT SE =
ANRERE, =p BY 650041)

[ ZE] BW: B SHDUEAEE CCRS JEIH )5 3 F % IR 2 A5 VE7 5 (SNPs) 5 BT 45 2 (HCV ) 18
PRI R R . ik TR 356 ] 2 Fa iU HOV 48 J e 25 A S 1911 26, 353 441 it e A4 A 25 1 S % BR AT, SR
PCR 3Ly Wh 2403 CCRS LR R 3T X FE T 515 SR8 )5 R il Sanger 1% 4714 )7 51| 32E 77 )7 I 5 GenBank ( NC_
000003. 12) P41 LR AR5 2 B A DUR AFEFLA 278511 SNPs A3 55, %P 3RS (1 SNPs v f ifE 173k [ 43 84, 1153
XA SNPs {7 e 14 55 o7 Jo PRI 25 T S R TR A3 28 5 ) bt A TR0 O e A it A B AT, LU I I i i 22 570 4
B. £ CCRS ZHBENFIXIRA 9 4~ SNPs i i, Hir rs2227010( A > G) .rs2734648 (T > G) 151799987 (G > A) |
rs1799988 (T > C) .1s1800023 (G > A) J 1800024 (C >T)6 M STES A W HE AR EAG L8, X 6 4
SNPs {7 s 14 J55 PR 041 5 | 587 ok DRI A0 23R B AL TR SR A o 49 201 5 o) BRAH Lh e, 22 R B8 SL(P > 0.05)
253 CCR5 3[R 2 31 T Y 1s2227010 (A > G) 12734648 (T > G) 151799987 (G > A) 151799988 (T > C) .
rs1800023 (G > A) J% 1800024 (C >T) SNPs {i £ 5 Z Fg I ABE HCV 18 M T6 %,
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Association of SNPs in CCR5 Gene Promoter with Chronic
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[ Abstract ] Objective: To investigate the association of single nucleotide polymorphisms ( SNPs) in
CCRS5 gene promoter with chronic HCV infection in Yunnan Han population. Methods: Among Chi-
nese Han population in Yunnan Province, 363 patients with HCV chronic infection were recruited as a
case group, and 354 healthy individuals as control group. The CCRS5 promoter sequences were ampli-
fied by PCR. Sanger sequencing was used to detect six SNPs including rs2227010( A > G) , rs2734648
(T>G), 151799987 (G>A), 151799988 (T >C), rs1800023 (G > A) and rs180024 (C>T)) in
CCRS5 promoter region. We compared these six SNPs with the GenBank ( NC_000003. 12) sequence to
obtain SNP sites in the Han population of Yunnan Province. The obtained SNPs were genotyped and
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calculated for allele frequency and genotype frequency; the haplotype was constructed to analyze the

genetic model and the distribution difference between the two groups. Results; Among nine SNPs sites
in the CCR5 gene promoter, six SNPs including rs2227010 (A >G) , rs2734648 (T >G) , rs1799987
(G>A), 151799988 (T > C), rs1800023 (G > A), rs41355345 (C > G) and 1800024 (C >T)

have polymorphisms in Yunnan Han population. However, there is not statistically significant differ-

ence in the frequencies of allele , genotype, haplotype and inheritance patterns of these six SNPs be-

tween HCV infection group and healthy control group( P >0.05). Conclusion: These six SNP locus in

CCRS5 gene promoter region may not be associated with the susceptibility of HCV chronic infection in

Han population of Yunnan provience.

[ Key words | gene; polymorphism, single nucleotide; hepatitis C; CCR5; hepatitis virus;sexual in-

fection; Yunnan,Han population

BT 48 5 5 (hepatitis C virus, HCV) |, J& &
TREERHY S IE 5% RNA 7. 4l WHO(2017 4
BRI AR ARIE) B7R 2015 447 A7 100 75 A
FAAENEIE HOV R, Fe E R 0. 7% |, e &
53k 987.5 J7 A, HCV L5, 20% 1 s i
Qe ] B ARIEBR AR S 18 VRS, 7 30
SR B PERF SR B 20% ~ 30% &' N I
b EFAEAT 1% ~2% FIRTREAL L R SR IR
Hui, RE H 4 5 j5 7 ( direct-acting antiviral a-
gents, DAA) /N3F 25 MBS I1A i HOV &y, Bk
AT K HOV YL I3 7E R ™ . HCV
I e 221 CD4 + T il CD8 + T 4fi ifd Jsz i % T
P HCV Jgae -2 0t , 5 2k HOV BB # A
F, M PE HOV JRULE R Y T 40 M B 1 5 B 1 25
AR . HCV B T 8748 S i, RS 5 7= A L
T A T R i 3 O S R . TV BRI Y
BE RN B A2 R R AL AT T 408 520,
iiif HCV fg kG & 0k A A i iy HOV 51k
AU FEPE T 400 (CTL) , $278 HCV B4 i 1 IR
2 Jey 516 B R A SN E A T, CCRS
( C-C chemokine receptoer type5 ) f&:fafk K1 CC ¥
FIRZ ML, 2 N2 A i [ /5 7 ( Human Tm-
munodeficiency Virus, HIV) 3 A CD4 + T ZH iR &
FARBZ K" . CCRS EZFRIE T NK 4T
2L 24 L 5 i 24 e 45 G 52 280 o 4 L 3 T, 6 0 2
M E I, 25 5 18T S e 20 B T 16 AL R R
CCRS 13 ¥ 28 1 7T 5 06 9 25 10 Jek e s AR
AT K B, & B R 9% 7 (hepatitis B virus,
HBV) 18 ¢4 &K Y % ) CCRS ik /KF F il
CCRS FEP A 3l 7 IX 1Y B A% 1 IR 22 25 1 (single
nucleotide polymorphisms, SNPs ) {v/ & x5 W CCRS
O SR A mRNA FUE Pk, nE2 i CCRS BRIk,

TR B 1 S e LA B E TR WL CCRS
JRBh T 28RS HOV PG D E A5
O o A SCGE A CCRS FE[H 5 3 1 X 1 6 4>
SNPs {37 s, S0 HT3X 6 /1~ SNPs {07 i FY 5k [R5 < |
SRR K i b el A R 5 HCV A& IR
PRAR ST

1 &N&E5RE

1.1 %%

MR AR R () 2 0, AL R I 356 1175 = 4
BB B2 1 HCV 18 PR 5 1 iR 4L, rf
BEBFFE R E SR S b AR B 2
YL 7 7 23 2015 4E ) 5E 1 (N B IR B 6 48
) AR PR 0 K T 2
Hi-HCV fHE, HCV RNA=15 000 U/L #5426 4~ A
LI b, L35 TN R R 55 2 i ( alanine aminotransferase
ALT) Fi1 (5%) RAH R & [iff ( aspartate aminotrans-
ferase , AST) T iy MR B2 445 518 M R SR,
HAEHE REVUREE R SFI6IT s HEBR G 112 1
HBV 85 HoAy i B 1 I AR TR P I8 107 14 JH s
5PPEIF L A B I A RAREE M i
RN AR A 35 A AR P B AT 1t 4
S HC A R A o FE LR R 353 1 [7] 19 1 ik B
K # (I3 T HCV, HCV-RNA Bk, H i i
ALT AST 7K TR ) AR X B . ir 52 i3 1
R JE AR T 2 e b DX A I TG I 2% 06 R DU A,
FR 2 5B 200 5] .2 156 4], %F BRZH 58 180 4] . £¢
173 {51,
1.2 i
1.2.1 HEAR DNA $2M R4 320058 2 I i ik it
5 mL EDTA $u&t, & -80 CIR-AF % H . #i I Qia-
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44 3%

gen [MAEPIZH DNA $2 B0 & id B A5 52 U i I
FEFIZH DNA, -20 CLRA7
1.2.2 CCRs 35 3h+ SNPs &l LA T
Sk CCRS J3 8l X i 47 PCR 44§, CCRS |
W51 W e 5 &y 5'-GACGAGAAAGCTGAGGGTAA-
GA3', T B ¥ 551 % 5'-TAACCGTCTGAAACT-
CATTCCA-3',PCR #4744 1 388 bp, §Hifk
A5 BT DNA 10 ng, | F 31 91% 10 pmol,
TaKaRa PCR Mix 25 pL( & ExTaq -4, dNTPs) ,
ddH,0 21 pL, W B4k & 50 wL, PCR & 1F N
98 C A5k 10 min 98 C A 10 .55 CHEAS s
72 CHEAH 90 s( 330 MEFR) . PCR *Hi#k4T San-
ger P LIRS I 322 DX g rb 1 22 28 B AR
L3 Gt Eiik

o 911 ZHL RIS B 32 12 A AR 8 P B T 2D
RETRAR SR 25 THUEEAE DL LU R o K, BRI R
PR ] Hardy-Weinberg ~F- k5 56 o 191 241 F1 %} AR
ZH [E] 45 SNPs (18 ik PRI A | S5 47 ik PR A1 4 22 S TR O
K0 (x*) (AT SHEsis' 7 14545 SNPs {37 1] 1 4
YA ( Linkage Disequilibrium, LD) , #24i% LD 28
SR AL, PRI LD SER T D' FoR, D'
>0. 8 DAy 5[] 5 i B, Y 9 25 0 % B2 [1] B
TR AL G A 22 5t ) 4G B EAT H R R
SNPStats 75 £& {1 %F CCRS K& K J7 3l + X 48 11
SNPs {7 ATt AL B T 40 ) A%
A 45 3 B4 38 A% 45X ( codominant model ) |
P35 L 455X ( dominant model ) | [ 352 % 452 5K (re-
cessive model ) . # 7 M 15t £ #5 2 ( overdominant
model ) 5z 4 15 15 45 2 (log-additivemodel ) 5 3 H
¥E5R U {Z B 5 fE N (akaikein formation criterion,
AIC) F D1 415 B ME D] ( bayesian information crite-
vions , BIC ) ) K5 {0 K 4 5 sk > A7 st 1) e A0 35 4%
=, B AIC 0 BIC Bl e/ Mgt e . Bl geit
S3AT8E ] SNPstats BE#EAT, P <0. 05 AN 22 57 H.
EEM -8

2 #R

2.1 AR PRGN ALT (AST 7K
9o 91 2L RO A A A M ) e, 22 R e 4
TR (P >0.05) ;g Bl 2 1L 7 ALT , AST /K-
BERTXNRA, ZFAHRIFEL(P<0.05);
HIRFI2H B iyl ALT  AST KE4RF& HCV 8 1k
YL ISR e, W 1,
20

® 1 WA AHFER R K F
ALT % AST & F

Tab.1 Basic characteristics of the subjects

SR JABIZH (n =356) XFHELH (n=353) P

R (%) 44.27 £11.87  44.64+9.26 0.323
5 (n, %)
| 200(56. 18) 180(50.99) 0. 166
4 156(43.82) 173(49.01)
M3% ALT(U/L) 73 280 +13 770 20 560 £650  <0. 001
I35 AST(U/L) 66 950 +6 840 17 580 +1 330 <0. 001

2.2 P RIE CCRS HH 5 )+ X3 9 4~ SNPs
o5

JFF45 15 GenBank (NC_000003. 12) 3347
HRCR B, 12 CCRS BEPHR )7 X384 9 4> SNPs {if
AR 152227010 152856758 | 1s2734648 151799987
151799988 | 1541469351 | 151800023 | 1541355345 J¢
151800024 ; Erfr 6 > SNPs {7 5 152227010 12734648 |
1rs1799987 .rs1799988 .rs1800023 J% rs1800024 7 ~ 44
DUGR N BA 2750,
2.3 ZE{HEPR 5L RL S p

CCR5 BB 3T EBA Z8MEN 12227010 (A
>G) . 152734648 (T > G) . rs1799987 (G > A)
51799988 (T > C) .rs1800023 (G > A) } 15180024
(C>T) SNPs {7 s 7E {51 2H F1XF BRZH v 1) 70 A1 23
£54 Hardy-Weinberg *F-ffif (P >0. 05) . WAL 6
A SNPs {7 5 Ak [5] 5 70 46 37 5k DR A3 A48 73 A1 1) 45 23
7R, 182227010 (9 A S PR I3 A 22 5 A B2
B X (OR =0.753,95% CI J30.578 ~0.983,P
=0.026) ,{HZ FDR K IEJG, ZR LG FE X
(P>0.05) ; HoAx 5 A SNPs i i 18 55 407 ik R 431 32
SRR AT LR, 22 B TG L (P
>0.05), WFE2,
2.4 6 /> SNPs v s [11] (4 3 AN P16 70 A

CCRS FEH 5 31 X3 6 4~ SNP 7 s 14 3% 8
AV 5 4 B 45 R BN, 12227010 (A > G),
12734648 (T > G), 151799987 (G > A) ,rs1799988
(T>C), rs1800023 (G > A),rs180024 (C >T) fif
AR EBURNF- (D° >0.8) , W4 3,
2.5 BRI

Fyit CCRS FE[F i3 3+ X 3 6 4> SNPs 37 £
rs2227010(A > G) . rs2734648 (T > G) . rs1799987
(G>A) . rs1799988 (T >C) 151800023 (G > A) M
15180024 (C >T) iy 5% AL, e BCEAAE BRI A > 3%
() FARERLHEA T 200, 45 R s S 3 Rl AE ALY
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SRS HOV 8 PR 5 &

x2 WHABEE CCRS

S B 3 F 6/ SNPs 4 & % (5 KA I AR 4

Tab.2 The distribution frequencies of alleles and genotypes of at 6 SNPs locus in case group and control group

SNl A BAEREE(%) P OROS%C) RLP | EREREG%) ¢ P RLP
2227010 L G 0.026 ' 50.05  AA AG GG 4.71 0.095 >0.05
" 20 (ZH1) (0.572 ~0.964)
551 161 218 115 23
aREtl
(0.774) (0.226) (0.612) (0.323) (0.065)
580 126 23 94 16
X R 20
(0.822) (0.178) (0.688) (0.266) (0.045)
273648 HE(EEE) G T 0.866 50.05 GG GT TP 0.2170.897 >0.05
" R (AL (0.826 ~ 1, 254)
s 16 376 78 180 08
aKviE
(0.472) (0.528) (0.219) (0.506) (0.275)
B0 36 73 184 9%
X R ZH
(0.467) (0.533) (0.207) (0.521) (0.272)
1799987 RE(EEE) A G 0.8%2 50,05  AA AG GG 0.2360.889 >0.05
" RR(ZAL) (0.792 ~1.211)
s 288 4 64 160 132
il
(0.404) (0.596) (0.180) (0.449) (0.371)
289 417 62 165 126
X R 2H
(0.409) (0.591) (0.176) (0.467) (0.357)
1799988 AOGERRE)  C T 0.8l 50.05  €C cr TP 103 0.598 >0.05
" 20 (ZH1) (0.831 ~1.267)
o 306 406 61 184 1
e il
(0.430) (0.570) (0.171)  (0.517) (0.312)
299 407 65 169 119
Xif R H
(0.424) (0.576) (0.184) (0.479) (0.337)
$1800023 HE) A G 0.739 50.05  AA AG GG 0.5810.748 >0.05
" £0(ZA1) (0.841 ~1.277)
30 382 77 176 103
i ZH
(0.463) (0.537) (0.216) (0.494) (0.289)
R 385 69 183 101
X R ZH
(0.455) (0.545) (0.195) (0.518) (0.286)
1800024 HE) C T 0.598 50.05  CC cr TP 1.7570.415 >0.05
" R (ZRL) (0.836 ~1.366)
_— 549 163 214 121 21
e il
(0.771) (0.229) (0.601) (0.340) (0.059)
536 170 200 136 17
pagise)
(0.759) (0.241) (0.567) (0.385) (0.048)
#£3 CCR5 2B B3 F 6 4 SNPs £ W > 3% A FRTE S (51 20 RN X HE 2 1) 0 A 5%

iy l—ﬁ'ﬂﬁ%ﬁﬁr\?@éy\?ﬁﬁ
Tab.3 Linkage disequilibrium analysis on
6 SNPs in CCR gene promoter

SNPs fii s, 152734468 151799987 151799988 1s1800023 1s1800024

152227010 0. 882 0.751 0.83 0.718 0. 847

152734468 - 0. 943 0.934  0.910 0. 876
151799987 - - 0.934  0.849 0. 811
151799988 - - - 0. 876 0.920
151800023 - - - - 0. 889

P, =R et X (P >0. 05) 5k 4,
2.6 LRI

PawLIDAREE TR S oy I WY p i o S W Y
AR AR | I 2 A% A58 X R M s A A % 4%
SNPs {37 555 HCV f&PE e iy A e M 1 1 ﬁ‘}’*ﬁ,/n
B R, SNPs {3 5 12227010 7E55 541 5 %) B4l 2
() H A, dme PG 1) 3 A 85 X0k B PR st AR A X (P =
0. 034) Az fZ 8 (P =0. 032) ,{HZ FDR 4%
EE,ZREHRIT¥EX(P>0.05) , Ha514
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F4 mpl4Anx B4 CCRS 2R H & 2 7 X3 6 A SNPs fi 2 21 B R
Tab.4  Comparison of haplotype frequency of 6 SNPs in CCR5 gene promoter

region between case group and control group

AT T4 (n =356) XHAEAL (n =353) X P OR (95% CI)
ATGTGC 342.59(0.481) 338.32(0.479) 0. 533 0.533 0.929(0.736 ~1.172)
AGACAT 134.49(0. 189) 135.06(0. 191) 0. 656 0. 656 0.940(0.716 ~1.234)
GGACAC 119.43(0. 168) 97.81(0.139) 0.203 0.203 1.212(0.901 ~1.629)

SNPs {37 5 152734648 (T > G) .rs1799987 (G > A) .
11799988 (T >C) .1s1800023 (G > A) J rs1800024

(C > T) HEPEIRZER G2 RS AL Hh B 43 A 6
B, 2R G, WS,

£ 5 6/ SNPs i & 76 7 1) 4 o st BB 4 o by v A R A
Tab.5 Analysis of genetic patterns of 6 SNPs sites in case group and control
SNPs fii i ifeial P GBI (n, % )X IR (n, %)  OR (95% CI) P KIEP AIC BIC
152227010  JL & A/A 243(68.8)  218(61.2) 1 0.09 >0.05 984.1 997.8
AG 94(26.6) 115(32.3) 1.36(0.98 ~1.89)
G/G 16 (4.5) 23 (6.5) 1.60(0.83 ~3.11)
i A/A 243(68.8) 218(61.2) 1 0.03 >0.05 982.4 991.5
A/G-G/G 110(31.2) 138(38.8) 1.40(1.03 ~1.91)
[58e3 A/A -A/G  337(95.5) 333(93.5) 1 0.26 >0.05 985.6 994.7
G/G 16 (4.5) 23 (6.5) 1.45(0.76 ~2.80)
Mot A/A-G/G 259(73.4) 241(67.7) 1 0.10 >0.05 984.1 993.2
A/G 94(26.6) 115(32.3) .31(0.95~1.82)
Sk - - - - - - - - - .31(1.02~1.69)  0.03 >0.05 982.3 991.4
1s2734468 I T/T 96(27.2) 98(27.5) 1 0.90 >0.05 988.7 1002.0
G/T 184(52.1) 180(50.6) .96(0.68 ~1.36)
G/G 73(20.7) 78(21.9) .05(0.68 ~1.60)
i T/T 96(27.2) 98(27.5) 1 0.92 >0.05 986.9 996.0
G/T-G/G  257(72.8) 258(72.5) 0.98(0.71~1.37)
[ T/T-G/T 280(79.3) 278(78.1) 1 0.69 >0.05 986.7 995.8
G/G 73(20.7)  78(21.9) 1.08(0.75 ~1.54)
It T/T-G/G 169(47.9) 176(49.4) 1 0.68 >0.05 986.7 995.8
G/T 184(52.1)  180(50.6) 0.94(0.70 ~1.26)
e - - = - - - - - - .02(0.82~1.26) 0.86 >0.05 986.8 996.0
rs1799987 L& G/G 126(35.7) 132(37.1) 1 0.89 >0.05 988.6 1002.0
A/G 165(46.7) 160(44.9) .93(0.67 ~1.28)
AA 62(17.6)  64(18.0) 0.99(0.64 ~1.51)
R LS G/G 126(35.7) 132(37.1) 1 0.70 >0.05 986.7 995.9
AG—A/A  227(64.3) 224(62.9) 0.94(0.69 ~1.28)
ar: G/G-A/G  291(82.4) 292(82.0) 1 0.89 >0.05 986.8 996.0
A/A 62(17.6)  64(18.0) 1.03(0.70 ~1.51)
HBEME G/G-A/A  188(53.3) 196(55.1) 1 0.63 >0.05 986.6 995.8
AG 165(46.7) 160(44.9) 0.93(0.69 ~1.25)
Sk - - - - - - - - - .98(0.80 ~1.21) 0.86 >0.05 986.8 996.0
11799988  H:ig Pk T/T 119(33.7) 111(31.2) 1 0. 60 >0.05 987.8 1002.0
C/T 169(47.9)  184(51.7) 1.17(0.84 ~1.63)
c/C 65(18.4)  61(17.1) 1.01(0.65~1.55)
o T/T 119(33.7) 111(31.2) 1 0.47 >0.05 986.4 995.5
C/T-C/C  234(66.3) 245(68.8) 1.12(0.82 ~1.54)
[ T/T-C/T 288(81.6) 295(82.9) 1 0.66 >0.05 986.7 995.8
c/C 65(18.4)  61(17.1) 0.92(0.62 ~1.35)
Mot T/T-C/C 184(52.1) 172(48.3) 1 0.31 >0.05 985.8 995.0
C/T 169(47.9) 184(51.7) .16(0.87 ~1.56)
Jink - - - - - - - - - .03(0.83~1.27) 0.81 >0.05 986.8 995.9
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1 i BRZE mEDURARE CCRS IR E 3h T2 44k 5 HCV 18 6 &
%% 5
SNPs fii g5 AR HEE JRHIH (n,% XM (n, %)  OR(95% CI) P BE P AIC BIC
rs1800023 ki G/G 101(28.6) 103(28.9) 1 0.75 >0.05 988.3 1002.0
A/G 183(51.8) 176(49.4) 0.94(0.67 ~1.33)
A/A 69(19.6) 77(21.6) 1.09(0.72 ~1.67)
ik G/G 101(28.6) 103(28.9) 1 0.92 >0.05 986.9 996.0
A/G-A/A  252(71.4) 253(71.1) 0.98(0.71 ~1.36)
[k G/G-A/G 284(80.5) 279(78.4) 1 0.49 >0.05 986.4 995.5
A/A 69(19.6) 77(21.6) 1.14(0.79 ~1.64)
HEE  G/G-A/A  170(48.2) 180(50.6) 1 0.52 >0.05 986.5 995.6
A/G 183(51.8) 176(49.4) 0.91(0.68 ~1.22)
ek - - - - - - - 1.04(0.84 ~1.28) 0.74 >0.05 986.8 995.9
rs1800024 L P C/C 200(56.7) 214(60.1) 1 0.42 >0.05 987.1 1001.0
C/T 136(38.5) 121(34.0) 0.83(0.61 ~1.14)
T/T 17 (4.8) 21 (5.9) 1.15(0.59 ~2.25)
ok C/C 200(56.7) 214(60.1) 1 0.35 >0.05 986.0 995.1
C/T-T/T 153(43.3) 142(39.9) 0.87(0.64 ~1.17)
[t C/C-C/T 336(95.2) 335(94.1) 1 0.52 >0.05 986.5 995.6
T/T 17 (4.8) 21 (5.9) 1.24(0.64 ~2.39)
R C/C-T/T 217(61.5) 235(66.0) 1 0.21 >0.05 985.3 994. 4
C/T 136(38.5) 121(34.0) 0.82(0.60~1.12)
ik - - = - - = - - - 0.94(0.73 ~1.20) 0. 60 >0.05 986.6 995.7
M - - =7 FRREBMEN SN A > G BRSNS AR EURIR 266 + AG LR RS AA FERBIEFT Hode
GEAFIANA, CD4 + 4113 5 1 (1) CCRS 7K - T+,
3 T M INEE T HIV e ifif, Konishi ™ 255157 %

CCRS FEHA N F NG ik 3p21.31, i1 1 M3
BT 4 IR TR 2 A e A3 BRI Y B A
CCR5 J& T G-FE I Z B R LA , 2 B ik
K+ RANTES \MIP-1c \ MIP-1B [ 4ti }fd 5% 14 , CCRS
FEFRIE T NK 40 T jb B 40 0 5 200 it 55 4
PERLV A MR, EBUR 5 I S e 5, 2 5
TR BE AN G G AL AT RS T . CCRS WK RAE
AR5 Wi 95 25 1) SR e BE AR, Gilliam 251 BiF 58 2%
B, i CCRS (i 3kik, nl I 2% HIV [ B ge it 72,
Vilela %" fF 55 % B, CCRS ik B2k 19 /N R, 7T
Jin# HSV (‘herpessimplex virus, HSV) 175 B&, Ja-
vad 2V RFG  BL, S0 BRALAR G, HBV 18 P
F Y CCRS FRIK/KE T, CCRS FERMNJF 8 ¥ X
B A XA AR 22 22 8P 5 ke 2 A i A,
FIBESL I CCRS 1% s A mRNA £ 1, M 52
CCRS Yy 33k, fix & 5% Wi HLAK 1 S0 5 1 251
CCRS J53 3h T 2 5 1M 5 4 2 95 7% 10 IR YL 41 5%
1s1799987G H:[H &% 151799988 T £:[H 55 HBV Ji& L
AVEITI IR R T BR A O 51s1799987A/ G JE R AR 1K
AU CCRS 1% 57, TR ZE HIV RISt ™
1D, Shien 2524 RIS & I, #5347 1s1799987A/ A JE [

B,1s1799987G/G H: A 5 HCV 18 M iy 3 1 T3t
RIRIFRORAHIG , CCRS J3 3l ¥ XS Ak PR 2 25 PR AL
SBIAAE R LISZI CCRS AU A K , S & R
WY IR HET, R W CCRS Jsh 1%
SPEAL A S HCV 8 e A1 OC M 0F 598 4l 38 .
CCRS JEHA 2 M3l 7, AL T8 1| W& 7 LIFRY
55 )8 3l F ( Upstream promoter, P, ) , fIfii F&5 1
TSRS 2 Ah L, K 3 AR TR A s S B
F-( Downstream promoter,P,)"?' . CCR5 J3 8T X
S Z VAL, ATE L LAR 2 Fhoy 5 e CCRS
ek : (1)5° UTR (1 Z2 38PN 52 W 3 3l 5 X5
S5 MFE SR TR B S s R T A A AR
FETE, T SZ N CCRS KRR 1% 5% , i#E i 50 CCRS
(23K KT, 1s2734468T Jit K B A 5 9% 11 4% H 1
( Nuclear factor,NF) 5475 M5 (2)5° UTR 2351
R AP E 45 5" UTR B SE O 7 25 362
¥, AT 52 0 CCRS mRNA (1) 5% 5% 5 B, 52 )
CCRS (3BT o ABFFEM 6 4~ SNPs i 2734
fLFsRIA T Py, M HZ M T RE 252 CCRS
IR B 55 55, Ak 2 CCRS f £ ik, 181799987
5 HBV e S MR B (3 R 1 VHIV-1 (i e
Fe8 R TR 2897 HCV iy s> A 56, A B
23
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LRI 7N, 151799987 5 HCV [y 18 P JE L Tt K.
131799988 C. HJ[4AfE L3 H HIV [ KU, 1s1800023G
FEPA AT A L B AR e HIV i KRS
11800024 T JE[H 5[5 5 5 U HIV-1 il % Mrﬁ
P AR R, Xk 2 5 S DU N R
HCV 181 B i AH G M HEAT T 434, 25 R R 31X
LA S AT RE S 2 B DU A HOV 18 M B TE 6

CCR5 585 5 F Py, X381 SNPs 7 55 2 [8] 17
FESRIEDL, AR CCRS B i& MEsm T CD4 + T
AR T FERR, HHC BAf5 3 1 MR B A T 2 1)
CD4 +T 20, NTTTIRZE HIV e fal ™ &
Wigerh B AR 152856758 (A > G) il 141469351
(C>T)%H Z A M, 2856758 i S ¥k A,
141469351 1k C, T3 P A4~ 47 5 58 A8 X6 7 1 B
L4y 5 HHG F1 HHD, R 7E 2 B DUR AR,
K& HHG K HHD S5 HE, AWM E T
CCR5 J& 8l 1 IX 35 6 4~ SNPs v 15 ) S5 L, 3B 45
BRI A R 5 2 e DU AR HCV 8
PEIRYL IO, 76 2 DU AHE R, 23 A7 503 d5e 13 1) R
£ F fy ATGTGC (47.97% ), AGACAT (19.04% ) ,
GGACAC(15.31% ) ik —45 R 5 v = w07 DU AR
) LA RS S — 3 Hif ATGTGC J& F HHC
HiERE AGACAT J& F HHF #f#8E , GGACAC & F
HHE FA5HE,

H1F SNP 37 £ 53 238 43 A 26 A [R) A BE A2 2
251, T34  HOV A8 PR 1) e Lkl 5 HIV R
], CCR5 J& HIV-1 J ke A fA () 32 B4 Bl 14 52
A, i ZE HCV ALt FE p , CCRS 3 23 i 5 1
2 S R VR R BUR BRI 55 I L CCRS 59
JEAAR B AR S A AR ] o X F X B 55 = /e I
G HE CCRS 3L G 8 F XIS 2 A 5 HCV 184
TR 6 RAFAE — 2 1) Jm BRI, 5 B2 AE LA I F 9%
H A A I, I 1 At 22 25057 A A D, LA A
RIS 2 5 DU AN HOV 12 PR J&R Y A1 56 i) SNP
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