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HPA1 ~6 15 £ E £ #5145 240 BAETEE X EH 5%

R g E (550004 5t B, 5 B 2 5 2 2 A 56 2R I DR LT 200 F 52 5100195 Hb 5, A S AR )

(RE] Hy S5SNI S/ NMRGTR (HPAL ~ 6 ,15) ZE 2 25445 SO JJUEESE (acute myocardial infarc-
tion, AMI) ARk, Jjik 2EFf AMIJEF 86 {4 (61.05 +10.27 ¥) 454 1979 4F WHO i2Wiknif, 47 e kit #2152 5
X IR 85 311 (60. 74 +6.88 %) , HERRCo I ML P o S LA PEGR o SR TP 91045 S 5 | 1038 43 i i SR ( SSP-PCR) AR
P AEEN  BEAT HPA L7 R, [ 047 H7E AMT R fE R R . 852 (D5 %) BT HL AL, AMI 4] HPA2 JE [N £ 25
PEZE A G X (P <0.01, OR=34.169,95% CI 14.553 ~80.221) ,ifif HPA1 3 ~6 .15 JEH L& M2 R LG i # 7 X
(P>0.05) ;50 AMI A 1 22 K 3R 11 73 A 7 - 5 00 B2 e A, AMIT 4 vp HPALab JE IR 7Y 22 52 JE e i1 78 (P >
0.05) , fHHAE AMI K i) fa 6 B2 L HPALaa 2045 74400 1 4. 256 A ; HPA2aa JE X RIFT HPA2D 25 (3 56 [H 22 A7 GE T4 78
X (P<0.01,0R=0.148,95% CI 0.071 ~0.307;P <0.01 ,0R =6.221,95% CI 3.201 ~12.091) , &4 (DHPAlab %
B AMI GRS %L HPALaa 45 T3 @HPA2aa 443 5 FIBE/Z AMI A& i PR 47 R 1, T HPA2D 85437 Bk ] AT fig it AMI
FIR BN PEfE R I 2

(R8I ARl IR 56K 2 2854 s 2O WURESE ; FE A 3R

[FEESZES] RI195.4; R394.3; R542.22 [ XHktRERA] A

Correlation of human platelet alloantigens-1 to -6 and -15 polymorphisms with acute

myocardial infarction
Chen Yun'’ , Zen Xiaojingl (' Department of Hematology, Faculty of Laboratory Medicine, Guiyang Medical College, Guiyang, Guizhou
Province, 550004 ; *Cadre Sanatorium of Armed Police Headquarters, Beijing, 100195, China)

[ Abstract | Objective  To investigate the correlation between gene polymorphism of human platelet
antigens (HPA1-6, 15) in Guizhou Province and acute myocardial infarction (AMI). Methods A total of 86
newly diagnosed AMI patients with a mean age of 61.05 =10.27 years, who were in line with 1979 WHO diag-
nostic criteria, identified with coronary angiography and hospitalized in our affiliated hospital form April 2010 to
October 2010 were enrolled in this study. Another 85 health individuals with a mean age of 60.74 +6. 88 and
without any cardiovascular disease and thrombosis served as control. Sequence-specific primer-polymerase chain
reaction (SSP-PCR) was employed to amplify the target gene, and genotype HPA gene. Regression analysis
was used to analyze whether its polymorphism was the risk factors of AMI. Results = Compared with the control
group, HPA2 polymorphism in AMI group had significantly difference (P <0.01, OR =26.36, 95% CI =
8.317 t0 83.549), while HPA1,3-6, 15 gene polymorphism had no difference (P >0.05). Multiple regres-
sion analysis showed there was no significant difference in HPAlab genotype between AMI group and control
(P >0.05), but HPAlab genotype had 4. 3-fold higher risk in the incidence of AMI than HPAlaa homozygote.
There was statistically significant difference in HPA2aa genotype and HPA2b allele ( P <0.01,0R =0. 148,
95% CI =0.071 t0 0.307; P <0.01,0R =6.221,95% CI =3.201 to 12.091). Conclusion HPAlab heter-
ozygous carriers have a higher risk of AMI compared with those with HPAlaa homozygote. HPA2aa homozygote
may be a protective factor for AMI onset, while HPA2b allele might be an independent genetic risk factor for
incidence of AMI.

[ Key words | human platelet alloantigen; genetic polymorphism; acute myocardial infarction; risk factor
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I /M AE 2% O JILAE SE (acute myocardial infarc-
tion , AMI) i A= B2y A v b o AR SR .
BFE " S B /IR G o H: % T A BEORE 2B 1 ( glycopro-
tein, GP) SZ AR i/ Mk R B 28 ARG Ak , 2 20 ik i A%
WP FERHZ —, B HAECNIE, HNINE R b
W55 2% HPA K& R 22 2850k 50 i I 459 3 22 (] 1) O
R AW R B A S 5 -2 R i XU
M 5 AP (sequence-sepcific primers-polymerase chain
reaction, SSP-PCR) , X} AZE ML /M Pt it (human platelet
alloantigens ,HPA) 1 ~ 6 15 ZR G {E R —3 18 54 F ik
TR , R I 0] BRI BIESE 5 123, 60F HPATL ~6
15 BER 28BS AMI LI E R

1 RS

L1 Bt BATE

S A2 :2010 47 4 — 10 J 7E 3¢ B BE = e B B8 B O N BHE:
Bed & 1 AMI &35 86 #I U A, Horbr S5 vk 68 i, 204 18 44l
BTG 1979 AEHE A T A AMI (92 Wrbr o, 3147 e bk
TEFLUESE (1 SOR7E 17 1,2 ST0R78 25 i],3 ST 78 44 1)) 5 4%
36 ~79(61.05 £10.27) %, XF B2« [R) B[R] B 112 ft B A i o
85 1, DUBN , Herb B4 67 451, 201 18 f41], 4% 38 ~70(60. 74 +
6.88) %/ . Z[ANISREAE S RKS | SE 502 A0 A S5 HE R O I i 45 95
P AR PSR T B L IR R PR
1.2 2 E LKA

b B A A e FR 2 R] TU-1810 S AR AT 230G 1,
Z[H ABI 2y ®] PE9700 ¥ 14 1%, 1% [F Eppendorf /% & £ B PCR
P14, £ [E Bio-Rad /4 7) DNA UL/ Hr s Gel Doc EQ 45, 74§
PEF Sigma A R A K, FHPET Biowest 24 A BEARHE, K% =
AW TREARA R Taqg BEWH .

DNA, i 5 ¥ DNA %+ TE S ohi, BT -20 CLR/A% A
1.3.2  PCR 5|¥))7 5 R, &IHSZ k6], A SR
KA K ZE (human growth hormone, HGH) , §" #4724
JES 429 bp, 1 _EWERES AW TR BRA R A AR AL
1.3.3 PCR Wik % 10 x PCR Buffer 2 " 2.5 pl,
dANTP(2.5 mmol/L)0. 5 ul, MgCL, (25 mmol/L)2.0 pul, Fi 51l 45
S5 (10 pmol/pl) 1.0 wl x 2, N Z MRS ¥ (5 pmol/pl)
0.5 wl x2,Tag(2.5 U/pl)0.4 wl,DNA(100 ng) 1.0 pl, {4
25.0 L. IR AT KA B BEBE DNA.,
1.3.4 PCR Zpi2&fF 7 % HPA JERIP IR — 4540 T 479"
e AP 94 °C 5 min,94 °C 30 5,60 °C 30 5,72 °C 90 5,30 >
P&, 5 A 72 °C 5 min,4 CARIR .
1.3.5 §=yil  BCPCR §735 =4 10 pl, 78 2% 35fls
WEEEIR (£ 0.5 wg/ml JRAL L BE) ,0. 5 x TBE 22 th i 11 H Yk Rl
H fEE 100 V, BLK 30 min, BEERBAG RGMEEE R, IR
LUk
1.4 %itdrk

Hedli FH SPSS 17. 0 A #4740 0T, # LA o« = 0. 05 VR4
TR o FE IR Y R FE DR 22 5% PR A 106 THEED 5 9 f91) 2 ke iR
#1159 Hardy-Weinberg (H-W ) - i 507 e i PR ¥E Rk i 22 53
F GBI AT, JE IR Z2 25X AMIL (9S04 R Logistic
[0 43T, AHX e B B2 LA B A EE (odds ratios, OR) ] 95% W] {5
[X ] ( confidence interval , CI) Z&75 o

2 HR

2.1 DNAREMZLER

181 FF 58 A0 43 06 % B vk I 2 SR B DNA 4l . D (260 )/
D(280) {7 1.8 7547, We i H7 100 ~200 ng/pl,
2.2 HPA RE SR HH 5

FL K 25 SR S s A LA ] DL O I P 2 BT, B FL R JE R
SRR I R AR . FHPESLH BRI S R 2 5,

1.3 Z&F % RIS AT DL T R S 3G (O BER/NS IR SR 1 b B B 45l
1.3.1 DNA % % FH B -2 05 7 B BN SR R I 4 3 PR 4 PIBREEEL) , s A AR A
=1 HPAL ~6.15 1S 83|95 51 B Xt Bz B # H BLos B 3t 51
HPA % HPA 3 PSR (53" SR F R4 (5'—3") 1441 (bp)

HPA-1 HPA-la ACT TAC AGG CCC TGC CTC T AGC CGG AGT GCA ATC CTC TG 196
HPA-1b ACT TAC AGG CCC TGC CTC C 196
HPA-2 HPA-2a CCC CCA GGG CTC CTG AC GCC AGC GAC GAA AAT AGA GG 241
HPA-2b CCC CCA GGG CTC CTG AT 241
HPA-3 HPA-3a GGG GGA GGG GCT GGG GA GAC CTG CTC TAC ATC CTG GA 230
HPA-3b GGG GGA GGG GCT GGG GC 230
HPA4 HPA4a CTG GCC ACC CAG ATG CG GGT AGA AAG GAG CTA TAG TTT GGC GGC 252
HPA-4b CTG GCC ACC CAG ATG CA 252
HPA-5 HPA-5a AGT CTA CCT GTT TAC TAT CAA AG CTC TCA TGG AAA ATG GCA GTA C 249
HPA-5b AGT CTA CCT GTT TAC TAT CAA AA 249
HPA-6 HPA-6a 6al" GAC GAG TGC AGC CCC CG CCT ATG TTT CCC AGT GGT TGC A 238
HPA-6b 6bF GGA CGA GTG CAG CCC CCA 239
HPA-15 HPA-15a TTC AAA TTC TTG GTA AAT CCT GT ATG ACC TTA TGA TGA CCT ATT C 225
HPA-15b TTC AAA TTC TTG GTA AAT CCT GG 225
NZM(HGH) GCC TTC CCA ACC ATT CCC TTA TCA CGG ATT TCT GTT GTG TTT C 429
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[l —FR A SE 4 1) HPAL ~ 6,15 S5 55 R PCR 4734 7= Wy iy v 2.3 HPAl ~6 .15 A2 % &AM A AMI 4 o5 BB 2069

VKZER LI 1, HPA-1a . HPA-2a ,HPA-3a ,HPA4a( + ) ,HPA-5a,
HPA-6a L) Jz HPA-15a, HPA-15b 435I H4 3 196 241,230,252,
249 238 bp #1225 bp BYFE L H A5 il T FHZAR A 1)
HFR B H 1aa 2aa 3aa 4aa Saa 6aa.15ab,

HPAL,2,4 ZE (0 B [H PCR 7 38 7 4 1) v Tk 45 51 DL 1] 2,
HPA-1a 1 1b $H{ 3K 196 bp B4 5t 45717 ; HPA-2a A1 2b i
B 241 bp W4ESIE 2571 HPA4a B 252 bp i 45 S 1R 4
R IZARAS ) FE R Ay 1ab 2ab 4aa,

1 23 456 7891011121314 M

TELLI LLELLELL

NZ R (429 bp)— B

1.2:HPA-1 £ ; 3 4. HPA2 A ] ; 5.6:HPA-3 L ;7 .8: HPA4
A 79 10.HPA-5 £ B ;11 12. HPA6 % B ;13 .14 HPA-15 £ A ;
M:DNA 47 (100 ~600 bp)

1 [E—#r4s HPAL ~6 15 3BT B [F PCR =¥ Bk E R

1 2

P2 (429 bp)—

1.2.HPA-la #= 1b;3 4. HPA2a #2 2b;5 .6 HPA<4a #= 4b; M. DNA
##7£(100 ~600 bp)

5

AMI 41RI%HHELT Y HPAL ~ 615 8 45 45 {3 3L [R 4 % L %
2, M HPA4 F16 R 48 RAGIIE] a 2507 FE [, FE R0 R 3
1. 000, A At AH . HPA-b S5y FL[H] | S B4R 407 .

DL H-W S5 46 56 45 2H JE PRS2 51, % PR Sk O A
ZHrh HPA2(x* =53.899,P <0.01) #l HPA3 (x> =8.816,P <
0.01) 4k, 2k 0o R 2H HAt 28 45 Fe of BE 24 92 s 6 TR U 23 A 5 B
WHFE R 2R G E L (P>0.05) 454 H-W -
ER, B AR R, W3,

2.4 AMI 485 B840 HPAL ~6 15 & B & rbix

iR & Logistic )443 47 HPAL ~ 615 JER 2 &M 5
AMI ZH G2 HPA2 JE Z A8 HEFE AMI 4 5 X R s 7
HEil %3 X (P <0.01, OR = 34. 169, 95% CI 14. 553 ~
80.221) ,#k HPA2 JEN 285 5 .0 IAEA X,

2.5 HPA1~6.15 %K % 5MH5 AMI ¢ % B & Logis-
tic ®1)32 57

Z BRI N FE R L B R R £ O HEBR IR 2 E e 5
AR i £ 22 Logistic [B] 93— 20 BT Wi 3% 22 8] 19
2, [ HPA2bb 1% J A5 1 i), Fl HPA2ab — & 4 Jy 2b 4543
SEIEATISE (% 4) o HPAlab 4 T-16 AMI 210 B4 431
ZER TG (P > 0. 05) , {HH % 99 1Y f& B B2 4 HPAlaa
S THENN T 4.256 f5; HPA2aa L A1 HPA2D 25 {37 3 R 78
AMI IR0 AL TR A 22 5 3 A B S 1= 38 L (P <0.01,
OR =0.148,95% CI 0. 071 ~0.307 A1 P <0.01,0R =6. 221,
95% CI 3.201 ~12.091) ; HA L R RIZE B4 b 1Y 22 R TESE 1T
228 Y (P>0.05)

2.6 BMEGAKRREL AMI 69X A

3 HPAL 2 4 Z{rEE PCR 5 M7= ik & AMI ZH RIS R I R VORE LA LR S0 AMIT 2 5 . Fs g
*2 AMIA5S3tHAE HPAL ~6 .15 EFERMEEHHR
AMI 21 payiisti:|
HPA 27
FEH R FEF A2 A SRR
At At

aa ab bb a b aa ab bb a b
HPAI 78 8 0 86 0.953 0.047 83 2 0 85 0.988 0.012
HPA2 10 76 0 86 0.558 0.442 7 12 1 85 0.919 0.081
HPA3 20 56 10 86 0. 604 0.396 30 43 12 85 0.655 0.345
HPA4 86 0 0 86 1.000 0. 000 85 0 85 1.000 0.000
HPA5 82 4 0 86 0.977 0.023 83 0 85 0.988 0.012
HPA6 86 0 0 86 1.000 0. 000 85 0 85 1.000 0. 000
HPA15 28 44 14 86 0.640 0.360 39 32 14 85 0.697 0.303

#=3 AMI AT HPAL ~6 15 HFE H-W L EEERIEER
AMI 4 payiisti:
HPA 271
SEBR(E (FME ) H-W S A6 55 SEFRAE (HTNE ) H-W SP-Ai R 36
aa ab bb Xz P aa ab bb X2 P

HPAI1 78(78.2) 8(7.6) 0(0.2) 0.205 0. 651 83(83.0) 2(2.0) 0(0.0) 0.012 0.913
HPA2 10(26.8)  76(42.4) 0(16.8) 53.899 <0.01 72(71.6)  12(12.8) 1(0.6) 0.370 0.543
HPA3 20(26.8) 56(42.4)  10(16.8) 8.816 0.003 30(31.2)  43(40.6)  12(13.2) 0.299 0.585
HPA4 86(86.0) 0(0.0) 0(0.0) 0.000 1.000 85(85.0) 0(0.0) 0(0.0) 0.000 1.000
HPAS 82(82.0) 4(3.9) 0(0.1) 0.049 0.825 83(83.0) 2(2.0) 0(0.0) 0.012 0.913
HPA6 86(86.0) 0(0.0) 0(0.0) 0. 000 1.000 85(85.0) 0(0.0) 0(0.0) 0.000 1.000
HPA15 14(14.5)  22(20.9) 7(7.5) 0.112 0.738 39(35.6) 32(38.8)  14(10.6) 2.626 0.105
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MAS S B ANB S T, 2R 65BN (K =
5.628,P <0.05;%x> =9.073,P <0.05) ,

#®4 HPA1~6 .15 EEZ S AMI 1% E K Logistic E 3547

P MISES-3 Tﬁ"ﬂ?iﬁ% W:ald P FLAH L 95% CI

(B) (SE)  &eitht (OR) T kK
HPAlaa * 80.859  0.000
HPAlab 1.448  0.806 3.228 0.072  4.256  0.877  20.665
HPA2aa -1.912  0.373 26.345 0.000 0.148  0.071 0.307
HPA2ab +2bb 1.828  0.339  29.067 0.000  6.221 3.201  12.091
HPA3aa -0.343  0.329 1.089  0.297 0.709 0.372 1.352
HPA3ab 0.326  0.257 1.613  0.204 1.38  0.838 2.293
HPA3bb -0.120  0.456 0.069 0.792  0.887  0.363 2.169
HPA4aa 0.074  0.220 0.113  0.737 1.077  0.700 1.656
HPAS5aa 0.024  0.224 0.012  0.913 1.025 0.661 1.589
HPASab 0.755  0.632 1.427 0.232  2.128  0.616 7.350
HPA6aa 0.074  0.220 0.113  0.737 1.077  0.700 1.656
HPAl5aa -0.269  0.29%4 0.841 0.359 0.764  0.430 1.358
HPAI15ab 0.381 0.281 1.837  0.175 1.463 0.844 2.537
HPA15bb 0.062  0.410 0.023 0.879 1.064  0.477 2.375

% ;HPAlaa ¥ 4 35 745 ,0R=1.0

x5 AMI AFXRAIRKFTHAIELE 41 (%) ]

40 n R i) EUSING) USRI R

XTI 85 40(47.06) 34(40.00) 12(14.12) 32(37.65) 14(16.47) 20(23.53)
AMI 4] 86 52(60.47) 42(48.84) 18(20.93) 54(62.79) 26(30.23) 48(55.81)
Pia 0. 196 0.386 0.397 0.019 0.131 0.003

3 itig

I/ N 3 ek 3% T ) FEERE 2 1 ( glycoprotein , GP)
ZARME L/ IR ERF SR FIEAL , 2 Bk i T s
FRN 2 — B H TR Ak, B AR F XL R
Wi A2 S 250 K5 AMI (56 207 1 4% [ it
TTIRABESE, 13 05 58 42— 30, Weiss
£l 11996 AEARIE /MR GP M a S PIV £ 454k 5
R K 2 A AE 1 & A AT O, PV Sk R A B 5 i
AMI, 1999 4 Goodall 2" 3 o 236 FRUIE W T 1ok
WL ST Aleksic 25l X 15 792 445k A 4L X
S K RERE Tk XURS: ) i BE PR 5% 2 B, PLY JE R
RARA T EE A R AR Sh B R A A O e
A FE B AL SR 35 A 1A 0, BBl o Y ATA2 + A2A2 FEPH
BFN 26.9% , i %t BALH K 25.9% , 22 RIS 245
X(P=0.79), Murata 25" F 1997 4 15 S 38 78 4F
1% <60 % 1y 44 .0 29 50 LA BE £ 2 1 100 41 TG
o R S AR BR rp HPA-2a/2b B PR RY 5 56800 98 % 9
R EAHI(P <0.05,0R =2.5) , 550000 1™ E 2
TR A, T Candore 2 3 33 % 75 7Y HL A
SRR, <46 2 A HPA-2 LR 284 5 8 AMI
F0 XU 384 1 TG AH 56 1R Y 2516 . Lekakis 251 fF 98 2
1,24 HPA-3b 2 R4l & F B AN E bk es A kR,
Sy KA ST BiAR M O NURESE , AN 5 & A 3E ST Bids
P O IR PE AN R R 0 400 , 0 30T A Bt 1 1o A o

KA IMASFE S HPA-3 JER TCAH S, fEmg ™
XFAb 5T TG M X U A 212 2 60 L R 106
filfE AR T HPA-3 JEH Z 85 MR, & 31 HPA-3 %
LS R 5 s R VI, A 20 14>
HPA-3b 25037 B[R 245 HPA-3aa 45578 % A 5O KUK
[ 2. 105 3% , ek 0o FEL AN R 28 S B R R A4 1 L
RIS, 2009 4EC L4 i HPA4 5 5
W2 HAP-6 15 (e 2 S A HE™ , |
R UG HPA4 ~6 15 R Z85M5 AMI (IE

AW R W , HPA-1 FE R 7E AMI 4 5 %) B2l
B340 25 S LG 1TH27 5 X, {H HPALab 224 F i AMI
HfE s BE R HPALaa 2457390 T 4.3 f%. B FANF
FMBGE AR Z ORI EE R, M 2 ik
A it 5 2 10 B AR ARE, OB ETREHEATST , LAIE
S HPA-1 LR 28R Ao AMI &9 18— Fp st 1% 18
B2 o ASAEFE BT 55 7E T 1A B iF 58 HPAL ~ 6,15
FHRZEMS AMI BRI R, T — 2058 4 3L K 8]
(R B A PGP0 A B S0, A 6 HPA JEPR £ 25
5 AMI K95 1) 6 R 34T B & Logistic [1] 1945 H
HPA2 JER 2 MEAE AMI A 22 5348 S 2r
Sy 25 2 2 Logistic [0 U HER: HPA Hofth It
PIRIR 2% P K W ), 153 1 HPA2aa 44 1 7] fE >
AMI 95 i 4347 PR 7, T HPA2D 2543 3 PR ] fig g AMI
KIRWIER R . AWFFEH HPA4 16 R 4: H K 3
a GO, S5OCHR[ 17 ] 1B — 8 ASWF 5% 3 3 %
HPA JER 280 AMI &AL REIT R R ML
A Z Logistic [0 41, 75t HPA3 (15 L[N 2 8P 7E
AMI 2 FIXF BE2H 22 RS i . FHAth HPA it
AL, HPA3 (15 py 3% R 3 o oA 2 28, 5 Sk
[16 ] fiRiE—2K,

WEFE S R AR MR WA O | LA S
BEPRIE IR 25 AML G R, BEE
A2V R L M £ R Logistic [9 1943 7 BF 55 47
3o R 2 e 3 AR TR 2 1 56 Bk 4 4 iE 2 A= 1Y
VEFAASH A WO s | vy I 9 50 A 2 i 2 vkl
PREEEAE ARG I R 2R . ASF 5T 2 B, B85 I R
MG S ) kA AMI I 0 5 %) BR 21 22 S 4 e )
Geit 2435 S, AWRSE X B2 R 1E 3 A, 153 (1 4%
FEEEN T A I HALGR AR, A fR it — 2. &
SRAE R R B TE AMI 2RI XS R4 6] 22 5 i &
SCCABATEANRE B U BE PRI 2 AMI & 95 14 15 B R
I, FEHIE GG K 28 TCie % AMI A — 2% T 7 3 2 —
PR H L EY
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