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CD36 RN /M52
LB RTIT

#A BERT FRE TTHA HAEHE

MR B EE SR

Fh— BEY AL 5

[WE] Bf WITHEBRXINE BEERGE) BN CDICERASAN S 2 EKG A1
(ACS)HKEBRYE, FiE RAR GBI RN -FRHIME Bt B 27484 (PCR-RFLP) J7i% , Xt 522 4l
ACS BE 1 215 L BRI E CDICERNBBHRES SN ) #HITEAMLEE., &R A
WRANGERE ABE R, ACS AN B84 151722505 HEFE R R SN EE SR ER BB HITFE L (PHE
¥7<0.05) . TEENBE ACS 4 H rs17154181 B A v 2 R 55 R 0 B A F X BB 4H (P=0.034) .
logistic [FF4r 1 EE ABIR W KT , ZEDURFYEIE ABEF 151722505 i AA+AG BF A B ACS

RRBEER T GCEREEE , NHE(OR=1.436,95%CI;1.047 ~ 1.970,P=0.025) , ¥ (OR=1.589,
95%CI:1.009 ~ 2.473,P=0.046), I AR 117154181 9 AA+AG EFH A B ACS XU I 1%
T GCEERF (OR=0.667,95%CI:0.494 ~ 0.900,P=0.008), &it CD36E:FNLAIETEH B
RIUEMAER ABRIGFEESR, HCD36 ZRH 68 5 W IR AR ACS 8 & =M%, 1s1722505 1Y
AA+AGEFHRIATRER IR A AR ACS B B K , 1518154181 I AA+ AG R K AIF[ BE R
TUREABEACS R E,

[X@i7] aMEHREAIE; CDICKE; BEHBREEN

Association between the single nucleotide polymorphisms of human CD36 gene and acute
coronary syndrome Luo Junyi', Ma Yitong', Xie Xiang', Yang Yining', Li Xiaomei', Yu Zixiang', He
Chunhui', Chen Bangdang’, Liu Fen’. 1 Department of Cardiology, First Affiliated Hospital of
Xinjiang Medical University, Urumgi 830054, China; 2 Key Laboratory of Cardiovascular Disease
Research , Urumqi

Corresponding author : Ma Yitong, Email : myt-xj@163.com

This work was supported by a grant from the Science and Technology Program of Xinjiang
Uygur Autonomous Region (No. 201233138).

[Abstract] Objective The aim of the present study was to assess the association between the
polymorphisms of CD36 gene and acute coronary syndrome (ACS). Methods Genotypes of CD36
single nucleotide polymorphisms were detected under PCR-RFLP in 522 patients with ACS and 1 215
controls. Results For people under Han and Uygur ethnicities, the distribution of genotypes and
allele of rs1722505 was significantly different between ACS and the controls (all P<<0.05). For Han
population, the frequency of A allele of rs17154181 was significantly lower in ACS group than that in
the control group (P=0.034). Results from logistic regression analysis showed that the AA + AG
genotype of 151722505 was significantly higher in ACS patients than that in controls both between the
Hans and the Uygurs(OR=1.436,95%CI:1.047-1.970, P=0.025; OR=1.589,95%CI: 1.009-2.473,
P=0.046, respectively). For Han people, AA + AG genotype of rs17154181 was significantly lower
in ACS patients than that in controls (OR=0.667, 95% CI: 0.494-0.900, P=0.008). Conclusion
Data from the present study suggested that the CD36 gene might serve as a genetic marker of ACS in
both Han and Uygur populations.

[Key words] Acute coronary syndrome; CD36 gene; Single nucleotide polymorphism
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R BB N S BOE RS KA IR B 2 , 51
BAMECUEL M —AIERG A" . EIEKHR
AL BEHTY B R, B W40 o v B AL IR
B2 F (oxLDL ) %516 A7 10 1k 40 B 2 3R RE BEBRTE B AY
KB TE, PIRRY CD36 £ E W4IMAE I oxLDL
HIEERZR T, B CD36 24k i E w4 g, 1
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1 oxLDL AE 7 12 3& T B F BN FEBEHR B9 TE BB
B CD36 R LB MRE S ACSH K, ERNSH
EAMKRAMIE, FHM, AR AR BRI -
R il i Bt K B £ & (PCR-RFLP) 7 3%, 4 M %
8 b DX UM AR B R (4 ) TR ACS BB AR B
B CD36 R E BN, NG = A ERE CD36
HRLZAMHS ACSHFKEEE,

NEEFHIE

1. BFgE st 4 . 3 0 70 5 3 b X K B B A M TURR
MR LM X RN ME, AARTHEENEFRE
$ . FREILH R H 2007 —2012 DL AR A BT, B
A SR AE AR | O L L ALO LB A U R R 36
B0 R # 4 (ACC)/E B .LE T & (AHA) KRR
O HER 2 (ESC) MR HEF 2 W I ACS B E 7,
XoF BB 2H 3k B 2007 — 2010 £ Fr i b [X 2 15 UK (W8
5 T 0 I e 62 R R TRAT R 25 A P DU A4
Wl A BE ; ALARUE N2 R 5782 TR &, 4
BB TR, AR 12 SBCO R E GO Fish
Bk RAMNA S 2 S AR MR KARF,
HHERR T RE 5 ACS M XA BR (AR E B L 800
TE 5 AR 3 Bk O 008 L TG AE AR L0 JL R if. B Bk Ifi
PO SR, B L ACS HBIES . BAMBRIRHER
BRALE , SFHSEESME O )38 X
OMERR GER O & B Rl R AR Z
BIREEREERZ &

(1) —fE R4 . & & . BMI(kg/m®) 2 Ifi [k
(e FEWME)BEITARBEMITHE ;% SBP=
140 mmHg(1 mmHg=0.133 kPa) 5 DBP =90 mmHg
(AEIR A 3 Rl 198 ) B H 1F % {5 AR PR R 254
00 v LR AR . BR AR S A AR TS SR L 1]
HVEE T RIKE, BHECHEILAAERREH
WIH=1 T A= 145E . e CHEIERE S
ERERAKEE L —KBEKREH =50 g AR
T 1 SCA R AR IR

(2) Mo A AL FE BRI < SR AE A B #R K L 5 ml, 53
B 1M 40 K I 5 -80 CrkFH{RTE, FPG.TG.TC,
LDL-C .HDL-C £ #5tir i FrEER K E —WRE
B O O M E . % FPG=7.0 mmol/L, MG R H
W B RSS2 h I, 2 =11.1 mmol/L, W A ## R s
B, MEEEREDREESYSERRSRE
MAWERR A

(3)SNP i S B % KR E R : A2k CD36

HEEM T 7q11.2, KL 32 kb, A IS MINEF. B
Z B AT, 7 NCBIEUE FE B2 A XA CD36 R
M HRE SN (SNP)BLEE A 9 000 %4, 4Bt
ST I B/ R AR >0.15 7 vk CD36 2 H R4
SNPs, BB — N & T X #9 151722505 Firs17154181
BIME . FERIZH DNA $#2BUR F 2 K 28 12 B0
E(ILRRBAABEERAR) , HREHAB D
BHREUSMNAFR K I [ 40 B N4 DNA,

[ B Primer premier 5.0 3 4& 115147, HAE T
AP ( E¥) TRARAAAGK. 51¥WFs . NI
R PCRY ¥ &8 W3 1, &85 %A PCR-RFLP J7
XA MEFTEFE AN, PCRNAEERN
25 ul, f14% 2 X Power Mix 12.5 pl(Jt R ERTEAEY
BABRAR), E T4 0.5 ul(10 pmol/ul),
DNA #4521 pl(50 ng/ul) , KBRS JEFR 43 B XK #b
SR o 3R I BR o P T B A i R AT B R B A
B Y 52 4K 28 0 20 pl, f2.3E PCR =47 10 pl, 10X
buffer /MK 1 pl, BR#IHE N YIE§ 3 U(Fermentas 23
&AW FE K. 37 CKIBE6~12h)5,
3% SRR I (B Yu 5t GELVIEW 41 8,),90 V i,
7k 35 min, ¥ PCR =) R EEYI=#15 DNA Fr Bk

FEAREY) LK R R R
£1 CD36EHE 2/ SNPSIHFHI KR &4
Bk, FE
SNP S B V‘gﬂ K
() (bp)
1s1722505 R:5'-AGTCTTCCCTCCTCCAA-3' 52 Rsel 473
F:5' -GTCGTCCCGTGTCAITT-3’
rs17154181 R:5' -CAAACATTACAGCAGAACT-3' 51 Mbo1 460

F.5'-TATTTACCAAGACAACCC-3'

1s1722505 9 PCR Y™ #4741 i BRI JE 7 473 bp,
FLEFIAE Rse 1 BBY) H B (— b A RAENLS, B—AL
RAERAL ) . GG REFEBIMY W =Yl g5 2]
b, ALK AT I, 3 A S B (343 .78 #1152 bp) , AG R B
KT, AT W 4 5 B (343.130.78 f152 bp) , AA
B[R RS RE B BRI , (AL 2 F B2 (343 F1130 bp)
(B 1A), rs17154181 B PCR Y /=4 Fr Bt K &
460 bp, fl & —Ab Mbo 1 BYI Bt . AAEEA Y
1 B BT B sE & VI, LUk T L 2 B R Br (147
313 bp) , AGERE AN AT, AT WL 37 B (460,
147 #1313 bp) , GG #: K B K 68 9 B U1 B , {0
460 bp Bz (E 1B),

3. Gt i  BRAL IR SR A SPSS 17.0 344,
I Fl Hardy-Weinberg (H-W ) i & F ik Jo i 4= O ¥
TR B TR ER L 2 s 2R, TR L EIE A
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3 W AEHRGIARNT A AR REFE R R SMNER A
G # ik
SNP FHENE apict 4 it B 4
(:];‘?9%) fﬂg) OR{E(95%CI PE (?: 42%) (nﬁﬂs%) OR{E(95%CI) P
SNP1 EERX GG 310(0.392) 102(0.303) 1 151(0.355)  50(0.270) 1
AG 358(0.453) 159(0.472) 1.350(1.009 ~1.807) 0.043 195(0.459)  85(0.459) 1.316(0.875~1.981) 0.190
AA 122(0.154)  76(0.226) 1.893(3.316~2.723) 0.001 79(0.186)  50(0.270) 1.911(0.186 ~3.080) 0.007
BHER GG 310(0.392) 102(0.303) 151(0.355)  50(0.270)
AA+AG  480(0.608) 235(0.697) 1.488(1.133~1955) 0.004 274(0.645) 135(0.730) 1.488(1.017~2.177) 0.040
FatEiial  AA 122(0.154)  76(0.226) 79(0.186)  50(0.270)
AG+HGG  668(0.846) 261(0.774) 0.627(0.455~0.864) 0.004 346(0.814) 135(0.730) 0.616(0.411 ~0.925) 0.019
HIER AG 358(0.453) 159(0.472) 195(0.459)  85(0.459)
AA+GG  432(0.547) 178(0.528) 0.928(0.718~1.198) 0.565 230(0.541) 100(0.541) 0.997(0.705 ~ 1.410) 0.988
ZhEHE G 978(0.619) 363(0.539) 497(0.585)  185(0.500)
A 602(0.381) 311(0.461) 1.392(1.160 ~ 1.670) <<0.001 353(0.415) 185(0.500) 1.408(1.102~1.799) 0.006
SNP2 REE® GG 331(0.419) 167(0.496) 1 288(0.678) 118(0.638) 1
AG 362(0.458) 134(0.398) 0.734(0.559 ~0.963)  0.025 116(0.273)  56(0.303) 1.178(0.802 ~ 1.730) 0.402
AA 97(0.123)  36(0.107) 0.736(0.481~1.126) 0.156 21(0.049)  11(0.059) 1.278(0.598 ~2.734) 0.526
BHER GG 331(0.419) 167(0.496) 288(0.678)  118(0.638)
AA+AG  459(0.581) 170(0.504) 0.734(0.568 ~0.948) 0.018 137(0.322)  67(0.362) 1.194(0.831~1.715) 0.338
BHEER AA 97(0.123)  36(0.107) 21(0.049)  11(0.059)
AGHGG  639(0.877) 301(0.893) 1.170(0.780~1.756) 0.447 404(0.951) 174(0.941) 0.822(0.388 ~ 1.742) 0.609
MIMERE AG 362(0.458) 134(0.398) 116(0.273)  56(0.303)
AA+GG  428(0.542) 203(0.602) 1.281(0.989~1.660) 0.061 309(0.727) 129(0.697) 0.865(0.592 ~ 1.264) 0.453
ZUEHE G 1 024(0.648) 468(0.694) 692(0.814)  292(0.789)
A 556(0.352) 206(0.306) 0.811(0.668 ~0.984) 0.034 158(0.186)  78(0.211) 1.170(0.863 ~ 1.585) 0.311

# : SNP1 A 151722505, SNP2 Hyrs17154181

ACS KB & GG EH & 9 1.589 f (OR=
1.589,95%CI: 1.009 ~ 2.473, P=0.046) . X}
Frs17154181, SR AR AA+AGEFH A
ACS Hy KU B & K F GG £ E A 3 (OR=
0.667,95%CI:0.494 ~ 0.900,P=0.008) (F£4).,

CD36 Z1A7E SR 4l M 40 M iR - 3394

7t

it

R4 I HEHEARE 24 SNP 5 ACS BI BRI R IE S/ logistic BIIF R

KB FATSZREE(LE R MNEA .
oxLDL .1 F1 VBB R K BRI ER JE IR HUsk
RRAMMBE SR, e 5HE BWHK
PR &S Fy R s e B X A k', Yamashita
UL S B A0 AR b ) 3% 4R 7 I oxLDL
SE 7R AU TR 0 R R BEBUE B et R
FERZCDI6ZIEN T, 1995 4F Nozaki
£ B R CD36 BB R R IR H R
Ak LR B A FE R R

SNP falGH#E ok s
OR{H 95%CI P{E ORH 95%CI P1H
SNP1 AA+AG 1436 1.047~1970 0025 1.589 1.009~2473  0.046
TG 2432 1.684~3.513 <0.001 1.807 1.123~2.908  0.015
TC 4.033 2.446~6.650 <0.001 3.811 1.948~7.458 <0.001
HDL-C 0303 0223~0.411 <0.001 0211 0.138~0.324 <0.001
LDL-C 2391 1.141~5008 0.021 1040 0450~2.403 0927
% 4 1.189 0.862~1.642 0292 1.573 0.980~2523  0.06]
T L& 1342 0987~1.824 0.061 1.753 1.143~2.689  0.010
BMI 1.061 1.015~1.109 0.009 1.089 1.036~1.144  0.001
SNP2 AA+AG 0.667 0.494~0900 0.008 1404 0.907~2.172  0.128
TG 2414 1.671~3.487 <0.001 1730 1.077~2779  0.023
TC 4240 2.563~7.013 <0.001 4.043 2.063~7.925 <0.001
HDL-C 0294 0216~0399 <0.001 0207 0.135~0318 <0.001
LDL-C 2438 1.168~5.090 0.018 1.044 0.453~2405 0919
i 1.145 0.830~1.579  0.410 1.653 1.029~2.656  0.038
L E 1381 1.015~1879 0.040 1721 1.123~2.636 0.013
BMI 1.063 1.017~1.111  0.007 1.087 1.035~1.141  0.001
F.FFE3

CD36 HLR BRI A L ¥ A4 5 oxLDL fIR K%
A RFIEE AME40%, Guy %57 CD36 # H R
BB B RERE AL RS RL/N R R BB HEBEHUE K
KL, ZEEEFBF RN IKFEE L

IR 3 1 A LS 4R M R T CD36 kK F- 7t

=, HCD36 K5k e RERESEMRI,
LB L 347 I8 B 2R CD36 #1 HDL-C E btk 5
kR ERENMIEMER, U LEHRYHEE
CD36 Z S KRB N EE ST

AR BN, R M4 ACS AR (R HI4H)
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151722505 f) A S50 2 R SR B B 3 T X R4
1s17154181 E@%Iﬁi&#ﬁ%lﬁﬁmﬂ@é@%ﬁﬁ-
A REZE R, DUGR A A %73 I B 1%
FrBAHBERBHIMFEE L, FEERBIH A EN
HEEMERS T RABEERESEITEE N, &
NCBI¥HEFE , 8158 21> SNP #Y 3 Fh it [ B R
EARFEMBEAEFEZER, 1517154181 ) 3Fh R
iﬂ!ﬁﬂﬁ R EDUERANBF RN ERARIT

BN MAELEBEABEPRERAEREREH*E
X, SRR KRR RS A BA Z R,

AWK A logistic [BlA 1 B~ , FE R IR 4%
RGN  4EHE AN BE 151722505 B9 AA+AG R H
Ri# 8B ACS X B B & F GG R E ALK BBk
ABFETASMNEFNETES E4 ACS, X TF
rs17154181, I HEABEF AA+AG R E R % B ACS
B XS B B T GG R R B B+ A S B H
BB ACS M XU BAR . B 78 4 1 o ) 20 A %o R 4H
ABFIFREEARMMSAEFAHEHEEL, BN
rsl7154181 5% A ACS ) RIRT KK, XA H]

RE S AT AL A4ERR ACS BB HEAR /DA %,

H ML A % T CD36 3 HoAth SNP 5.0 4
PR R RIRIE . MaZE" R Bl CD36 3 [ B kR
kRl s e e KA %, B sk B B3 fin
O BB B R R . Yun VR E AL T CD36
EEE=NEFXENTCEE FBREEESHE
BEH:BMIA %, HIWWE R FFITED 0 B &
R KT BA, —TIEMBFEREAR CD36E
15 A% L5 Rg FAH L SNP -F T i B
HDL-C 4 3 B SNP X} CD36 £ 32 35 1 % 1 #
HDL-C §J7KF 2 iM%, B 8840 H K CD36 %k
5 HDL-C 2 k", fkal W CD36 ML A
5.0 B BRR R EY.

B2, CD36 B 2 54 43 A7 #E i 5 Hh X U A
iRz BIEEER, B CD36 R RE S W R AR
ACS B &R A HE, 151722505 B AA+AG EFERITT B
R PR ABEACS KR M fE ke B & , rs18154181 1Y
AA+AGHRFERBITTRER UK ABEACS R EE,

2 £ x W
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