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Distribution of HIV resistance CCR 5 -delta32 £~ CCR2-641 and SDF1-3j A alleles and their
polymorphisms in the Han population in China WANG FushengE~JIN Leif£~LEI Zhouyunf-et al .
302nd Hospital of PLAE-Beijing 100039£€hina

i%iAbstracti¢ Objective To study the frequency and polymorphism of three mutations€ CCR5 A 32£-
CCR2-641 and SDF1-3iA allelesE€onferring resistance to determined HIV-E AIDS in the indigenous Han
population in China. Methods The study population included 1 267 subjectsE~of which consisted 98.7 %

£71 25€1 267£0Han people. The genotypes of the three mutations were respectivelyE-detected by

polymerase chain reactioh 'PCRE®for CCR5 A 32 mutationf-or by PCRE RFLE “restriction fragment length
polymorphismE€assay with the digestion of restriction endonuclease Bsa BI and Msp I for CCR2-641 and
SDF13i A mutations. DNA sequencing was empolyed to confirm the accracy of PCR or PCIKE RFLP
products. Results The frequency of the mutant alleles wereE®.001 19 for CCR5 &32£%).200 23 for
CCR2-641£-and 0.287 23 for SDF1-3iA. The three heterozygous CCR5-wE€ A32 mutants were identified
and no homozygotes were detected in indigenous Han population. The frequencies of CCR2-641 and SDF1-
3iA alleles in China were higher than those of Caucasians descents in the USA and Europe. Conclusion
Our data was the first findings on the frequency and polymorphism of CCR5A32E-CCR2-641 and SDF1-3i
A alleles in indigenous Han population in China which implied that the indigenous Han people might have a
higher genetic susceptibility to the infection of sexually transmitted HIV-1£€"R-5ECstrain. Further study is
needed to clarify the significance of higher frequency of CCR2-641 and SDF1-3iA alleles in Han population.
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mlEQETOACND % AEEECT2 1 267 Ay OPLUEE TP O» Ay
HIV-1 ,PE%ORERAAODYE” 0TaEyT2OOXAEE "1 251 AyEE-
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%0%a - A%UUUEY O Tp0%0CuA X j 002 EE 0+ 02EC»Y: +00
Y+AyDO TR j#0Aj j¢RNANTOTOXAGUE2 | EEEBHTS AYA”
xOTO0CAAQT % ¢ n2E TAEECTYO 18 Ec1p 1045 j B0V UE
WOE® | o UEELE j£AGAA - TTET2 15~ 80 E@j£D0+3AP 931
AyEA® 336 Ay £

2. »000xé DNA PATAEf7¢£92- QIAamp blood kit
-E"1ox0AAT0 QIAGEN 1«E%EDAE j pA»U00xé DNA Nil
k- | ££&Y%0022106ECEPO 200 1 Ta0U%2A0N20DYOEE 25
pl ge°xA, K "¢ 20220 mgE mlEOT 200 ;1 AL »°38
0°£6fiu” »10ECG£8U 70°C TAOY 10 minj£4OxA%OEE 210
11l PATPE®OO” %EBTN” »1 0E i £D§ DANGY«GoEOpA»T OTTT
Y%0ut QIAamp spin OUXOODESGAT ELAEDA»US 000 £
min ABBA 1 mini£0U0A 500 1l AW »°380°T" QIAamp
spin 0Ux0 2 “Ti£xTO60A 70 C OnEEYA 75 ;] AE »°34
0°1” TNOUOBPA»1U00xé DNAGEE[ 36 2 ~4 ;I DNA i
E-OAx="DO°T T A, -OTo£AA0A DNA NU£-0A — 20
+_OAj£

3. PCR A006°T PCRE RFLE TPOEDOE-TT3nETa

1-00£6 0 TEU1EEDAOU PCR A0 06 A CCRS A32i¢
CCR2-641 °T SDF »U00pAOYTTECTAERCR5 A 32 Oy 10
Oy TT£3 " - CTCGGATCCACCAGATCTCAAAAAGA
AGGTCT-3 £~ 100y Tr £3 ' - CTCGTCGACATGA
TGTGTAAGATAAGCCTCAC-3'£6CR2-641 0yTo0y
Ti£95 -CTCGGATCTTGTGGGCAACATGATGG-3’

£726 mer £~ T0 0y TT £5 ' - CTGTGAATAATT

TGCACATTGC-3£23 merE®8DF11-3'A 0yTo0yTrEe
5'-CAGTCAACCTGGGCAAAGCC-3'£~"TOOYTI£S -
AGCTTTGGTCCTGAGAGTCC-3 i £EU0D Oy TTE«2;,
OEAATU Genset 1«E%CT3E{EPCR pA -~ 0! x¢3E£°] X
PCR -~ 0}»°330°0P£9- Mg®" 3 mmoE LE4 X ANTP
mix 200 1 moE LEQyTo°l -~ To Oy Tr -0+3120.5
pmoE LEFaq A, 1.5 B 1°x0AAL( Promega 1«E%EE-EE
1a00N2»000%é DNA A£°& 100 ngE#OTPY%0 ddH,O OA
xUT&»Y 50 pli£PCR -~ 0} 16%pT2£24D0 94°C 3 minf»
N-»--"01EY4C £80 s> 62°C£30 s>72°C £2 min£S0
LON=-»-£NOET -~ 0} £92°C £-10 mini£PCR AOOG 18+1£-
Ei CCR2-641 °1 SDF1-3’A PCR AOOGpA2UTTE-0+30A
Bsa B 1 I Msp 1 TbOADOAUCPA  T0» £3¢%«ENOPPAA,
CO20T1%eDD2. 0% CiO~1CAY#OucO%i£PCR °1 PCRE
RFLP 2011 6D °T»000D10@%apAr@ Ty 1i£

4. DNA 28D0£8A DNA “¢» EOYACE " Clontech£AA
10£6« PCR A00620TT%eDD ¢ » °1T A¢i£AGOA Dye
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210 bp E~TTT121»+4” ¢ °Tx0»U00DTED) 242 ©1 210 bp
E-TT121»+aDT00°Tx0»000DE "+1 1£QETOACOUENY:1 24
uA1 267 ,6 TAOPEXO 0D 3 Ay ©° x&EE pA»0 00 xé - ¢ EU
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2100 _ PUO0BT - 1o _ __ PCREGTI6D§"hpE0 -
wt ~¢OTx0 mt 00°1x0 mt ~¢°Tx0 wt ~¢°Tx0 mt 00°1x0 mt ~¢Tx0
CCRS wE wt wEA32 AZEAR 242 210£242 210
CCR2 64VE 64V 64\E 641 64E 641 191 191£465£26 165£26
SDF1 3E3G 3E3A IETA 202£400 302£302£410 302

x¢ECCRS %612 PCR AOOSpPA2UTIEECR2 ©T SDF1 12 PCRERFLP pA20TTEMWE " wild- typeE89°EUDTEnE 'mutant -typeEEP»+4DT
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0.001 19£Q£
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wt wt w€ mt m€ mt »U00
»000 AyEy . aasg ... 113 ... 113 .
AV 1000 VBV s opp0 VY g0 AMAE

CCR5 1267 1264 99.76 3 0.24 0 0.000 119

CCR2 1251
SDF1 893

791 63.23 419 33.49 41
441 49.38 391 43.79 61

3.28 0.200 23
6.83 0.287 23
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-0 SDF1-3’A I»apA»000DE " +i 1£§£0U01 267Ay0P10
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x4EEECAD | 40D0+30D0DCT2T+EH0ACATOA 2 Y NéYe
DD -OTO£%A0 - ¢TO CCR5A32 ©T CCR2-641 PET»»U00
+30DA» 0P 13Y£N§2T+8£8 SDF1-3" A »u00D10UAPA®
PO+3 - 020D I3YANSETTO0spAZTOE " P < 0. 05£8% 1

T0T2 SDF1-3j A HET»»000£uAEA®DOO  ROUADDE " +1

3£B6AECTOACOUTUVEETEX T+ HAPATOTOEHR 1402040N

HAGO»2%NDY:¢, i £

+i3  OPLUEEE® SDF1-3'A »U00DT10UAD j 88D0+SET113E+E LT
336

0ty iéi?yf)s@ AVEY ﬂ‘lsf%%w AVEY iE':l:aO/If)E@ RUAE

AD 652 326 50.00 286 43.87 40

Ao 241 115 47.72 105 43.57 21
OI%E 893 441 49.38 391 43.79 61

3'E3A 3'A£3A »U00

6.13 0.280 67
8.71 0.304 92
6.83 0.287 23

EYi¢lIV-1 ,PE%TA@»000 I»+4AUAEOU2» T-pdCe
EEECODA - 024

+¥NDY¢ EEECO+02EC TAEUTA30pAODL (90X AEE { £T0
AC-0+60U++%0; #p 006§ 8%0Y UEPGEQY: EEECPA DNA
NUE - £4128pA CCR5A 32 ©CR2-641 T SDF1-3"A »U
001a1-D0-02%-(°T Hardy-Weinberg £4°4£G000TOAG
ARDY e EEECURODO» A" G+ TDEVI2EY £ 03 +» D% EE
EOUAY® &Y 36 EG u@ £8T0 AC +E 11 AE ©° x3 EE E© pA
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ETES»0007a1-D00UTOL02x» I-p@CEEEECA - 02 ¥%E T ¢ E
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ACOUETE®Y:, 6" 63CEPOPEQY: »U00NUA- EREECPAA=T
P0PU “6E»1 0D +» %1 28,6 1A UAE« Cx Vi@ 14 2» T£ OV 0%
30 % £8%600+»%1 24 6 1apAY®1a%ebD - OTOLRU00%1 24
1%410AN000&=0Y ~ i+ TASDOUE T»»U00pANZCED0 - 214 £00
“E02- OTOETES»U000U0DTUEEECOPPAPBCEDO0 - 02YEXT
OAN; OREE ; UA=T %IDj uAAD " 8»0A30» 10 " - TTSPAEEE®
Yebbu+2éi£
10 AU

HiAGA” EHIV-1 ,DE%TALGPAUET»»U00UANDY; £40
+3ECD-T-EUT& " CCR5j CCR2£6U00Y:° £a I»+A T4pAOP
“6-¢TOEEC HIV-1 ,DE%YC £a0A2 »UATND Y% ETpA T»
EEETA 1@ PAAUEY ONSE T2 - x1 2 AT 00 0P ND %, pAEE
N&USEIEROEY £000A0» ND %e, AT 00 OPEXT»U+%pATE 12000
%IECO2A2C42» [-00x&°TEEECOD HIV ,DE%Ta10»000
LAT»+8EPAECT»U00aT-D012AEE3A0D  EAUOYE - ugAD
TTEEECT0 HIV pAOA” «Ox _BBOOT°-x12juAA-DD2j N§
104 £>000080»A; PAEFOACOULGYEETEX T20A+AEOD
1190 x3EEEC0D CCR5 A32i©CR2-641 °T SDF1-3" A
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0.011 fUHE5£A;Co CCRSA32 pAT»+a10 HIV ,BE%CT
°-x12j - ¢2§20E0pA ¢ 1DO»00EONY-»U%CASPEAYEG ¢,
OTx0T»+& CCR5 A3E A32 »U00DT£d "1y EEA R-5
062 u0eheEe DT, °GES0Toxe T R-5 2 T%uA DE% 1%
"0+ 02ECDO%0 ¥ « 2¥£8500°T x0 I»+8 CCRIWE
A32 »U00DTEG0 HIV-1 pA, DE%2»20E0A=TOpA+E»ax+
OAEB» AUESLNO»O AIDS pA2j 3T ph x+ORIESEWGES £0()
TOACY12apA1 267Ay 6 180DEF0L(COXAEEECUA CCRS
A32 PET»»U00ECAUAE(D. 001 19£6ppAXE0APAECHS 3
AY-CEGAE CCRS-A32 T»+A£%0T200°Tx0»000D 1AL
0D 2 AyT2A®DO£+ AyADDO j £0UEDACOPEIYAE 1 AyA®DO
T2AypO0OBT , TNx»%OR TAEAT 2 AYECHj ¢u, 618i£.E%D
OUTO1UOOXEEEECOD CCRS5-A32 I»+aY«EUERECOY:, ©F
E+-17¢°Tx01»24»000D1 j £ E%a1014E%COXEEEECT0PO0
“«2¥D0pA R-5 2 1%080D%1~ 6pAOA” «Ox BP0 £1d+30p
LA 36pAECOUTOACNEOE ;2 - ASCEPELIO! | A%OG, 100
“«2¥pA R-5 2 %08, DE%uAOa - A ET2OTTO1 (190X 4EEE+
-17¢OTx0I»+4 CCRS-A3E A32 »U00DTE500A” «pA
YCIE T2 NOED» -t Az EuA+ OO xaEEECOPE | A, T-E+T2
CCR5-232 D™ g0R»0»a°PUEUERG 10 CCR5 A 32 °” 00
ATUATO0A” «2AE "« @ x0 " GpA»°£AaY:, AEO2-C3EuT £
ATO» - %bAREBA02TAA 32 T»+a¢ EAUEC™ 010 Ta»000A+EE
HAKAAUTALCYa%OPAORYY j £

Kostrikis PEVE0E3EL A CCR2-641 HET»»U00 £
AEOU°XEEOPOY9. 8 % £~COAAALUEE15. 1 % £4+ °aNAEE
17.2% £8DF1-3"A »U00£PAEECERALU°XEE(. 211£~C
OPEE(. 057£-1+°aNAEE(. 160 i£TOAC2AY OD1UEEECOD
CCR2641 °I SDF1-3" A »000 I» & FuAEE~0 +8 EC
0.200 23°10.287 23i£A.C°EDT™ -¢TOETESEY , OUET»
»U000U0PLAEEECOD - 024, 20Uu@CeD02T01 j £0NOPOn¥Y
+iA+ CCR2-641 °T SDF1-3’A 1»#410 AIDS 2j3120E0
+£»0x+0ALAA0D SDF1-3'A 10 X-4 2 1%08 A DE%OD
000Ex+0ALFOLUEEE® CCR2-641 1 SDF1-3'A HET»»0
OOAPAEA=TO  ROUAALG°XEE j & - OPEELRC - A~ U+ T TOTUEE
EOEG10, PEY% HIV-1 ©0£331%a01TaT0»°Ay£5070 X4
2 1%080p%ICe pA ¢ 1DOUETETAEBE ORETEENDY: j£ ETA
TOAG - ¢TOODLUEEECOD SDF1-3iA HET»»U00£UAEARDO

02, ROUAPPO£BAEC - i~ u+i 00D UEEECODAPPO+EA®DD
10 HIV-1 pAOA” «Ox BP0, REACOUUANDY:, UATETAG £

TOACNDY%¢ MAEEECO0COX&TA0E 0498 . 73 % £ERYA,,
Taf0%1 66021 1AER@+OECTOEUNENUE - 1oDD 2 ~ 3
“T4128£3¢%-1y DNA 0+%02aD00nEP£6g .~ DOCAESD
ToTOACUAND Y a1 0%B 0PI CAYA " 1+ TDOEF-E+ T2 TAO»
25 1DgNDY%, HIV-1 ,DE%TA1@»00000%apATa»¥ 1Ty
Wi T AEAYCAUA»Y” § i £
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