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HME B IR AR EZR-1(PEARD) B E G E (ApoF) A B £ &M 5 2008 UK T (AMI) & & 5 BobE Bk R
FEAERG AR M TR R 2019 4 1 A—2021 4 2 A w ARS8 AML %% 183 4 R4 ), IR AML SR ¥ 69 P 24 & R
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Correlation of PEAR1 and ApoE gene polymorphisms with susceptibility and clinical characteristics of
patients with AMI
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Abstract Objective: To investigate the correlation of platelet endothelial aggregation receptor—1(PEAR1) and apolipoprotein E (ApoE)
gene polymorphisms with susceptibility and clinical characteristics of patients with acute myocardial infarction( AMI). Methods: This
study included 183 patients with AMI(case group ) admitted to the Department of Cardiology from January 2019 to February 2021,and 92
middle—aged and elderly volunteers without AMI history ( control group ) were selected. Real-time fluorescent PCR method was used to
detect PEAR1 and ApoE gene polymorphisms. The patients’ clinical data,including gender, age, obesity,smoking history , hypertension,
diabetes, hyperlipidemia, hyperhomocysteinemia and family history of coronary heart disease were collected. The clinical data,frequency
distribution of PEAR1 and ApoE genotypes were compared between the two groups. The correlation of PEARI and ApoE genotype
distribution with gender, age, obesity, smoking history , hypertension, diabetes, hyperlipidemia, hyperhomocysteinemia and family history of
coronary heart disease was analyzed. Results: Compared with the control group,the proportions of patients with obesity,smoking history,
hypertension , diabetes , hyperlipidemia, and hyperhomocysteinemia were increased in the case group (y*=7.857,P=0.005;>=4.787,
P =0.029;x*=34.790, P <0.001 ;x> =12.089, P =0.001 ;3> =13.355, P <0.001 ;%> =11.911,P=0.001). Compared with the control group,GG
genotype frequency was decreased,and AA genotype frequency was increased in the case group(y*=13.673,P=0.001). Compared with the
control group, G allele frequency was decreased,and A allele frequency was increased in the case group(x*=13.560, P<0.001 ). Compared
with the control group, £3/e3 genotype frequency was decreased, while £€2/2,£2/e3,e3/e4 and £4/e4 genotype frequencies were increased
in the case group (x’=33.003,P<0.001). Compared with the control group, &3 allele frequency was decreased , while £2 and &4 allele
frequencies were increased in the case group(¥*=36.673, P<0.001 ). PEAR1 and ApoE genotypes were not associated with gender, age,
obesity,smoking history , hypertension , diabetes , hyperhomocysteinemia ,and family history of coronary heart disease (all P<0.05).
ApoE genotype was associated with hyperlipidemia. The proportion of hyperlipidemia was lower in patients carrying €3/€3 genotype than in
those carrying €2/e4,e2/e2,e2/3,e3/e4,and g4/e4 genotypes (y*=24.571,P<0.001 ). Conclusion: PEAR1 and ApoE gene poly—
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morphisms are associated with the susceptibility to AMI.

Key words acute myocardial infarction; platelet endothelial aggregation receptor—1;apolipoprotein E; gene polymorphism

S WIAESE (acute myocardial infarction, AMI)
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FR I A PR S Y 25 1 AMI B XU o JIE 4
ke, FEHZEBNES AMI 5 Bk 1056 R B i =2 B IR IR
K o A WFIE R I il IS B h /MR
N R A7 R -1 (platelet endothelial aggregation
receptor—1,PEAR1) . Z B8 H E¥ (apolipoprotein E,
ApoE) HYBEPBI I3 A A7 1E 22 5 ,PEART \ApoE BE[H
22515 sh ks BERE L0 A BE A K BB —
SCHL, I R O A LA B B R R L E
PEAR1 ApoE LN Z M5 AMI B 5 Bt &
FEAE SRR e — R SE . ORISR 23 PEART
ApoE JEPRI7E AMI £ LA K A R R v 114 43 A
fiE, I8 PEART \ApoE FEN Z 8M 5 AMI 3%
Gy I E S RAFFAE (R AE G o
1 ¥&5HZ
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i PCR A, W AR SR A B 2 7= i (T D) A FRA
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KAEANERFR KL 5 L, B T -20CHKkH T, &
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fEJ5 BT mL AR YOI A SEAR AR PBS BEfR %R
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Tab 1 Comparison of clinical data between the case group and the

control group[n( % ), x=s]

Bzt RO (n=183) XFTHRAL(n=92) Xt P
P

3 117(63.93) 55(59.78) 0450  0.502
ke 66(36.07) 37(40.22)

AFRY (%) 60.27+8.26 59.02+8.13 1.190 0235
JIE i 41(22.40) 8(8.70) 7.857  0.005
Ui 37(20.22) 9(9.78) 4787  0.029
Fe L 93(50.82) 13(14.13) 34790 <0.001
DRI 46(25.14) 7(7.61) 12.089  0.001
FE R AR 51(27.87) 8(8.70) 13.355  <0.001
{5 Hey ILAE 54(29.51) 10(10.87) 11911  0.001
FEOIRAEE 20(10.93) 7(7.61) 0.762  0.383

VE : Hey: 704 e 2R
22 Al iR aeg PEAR] & B A 90 % 5 A bk
B RMIZH . XTIRZLE PEART 3t PR U R A0 A1 1
¥4 Hardy - Weinberg 15t 1% ~F- fif % 1 (P=0.998 ,
P=0.708) . JHFIL GG K K RIS R AR T Xt iR 4,
AAFE PR R R 5= 5 BB 4L (35 P<0.05) . W il 4
G AN PR SRAIG T B2, A 2507 JE R R 13 T
Xt FRZH (3 P<0.05), W3 2.

*2 fRBIESITEREN PEART ERESRES LR % )]
Tab 2 Comparison of PEARI1 genotype frequency distribution be—
tween the case group and the control group[n( % )]

Bt W4 (n=183)  XHRZH(n=92) X P
GG 55(30.05)* 45(4891)  13.673  0.001
GA 91(49.73) 41(44.57)

AA 37(20.22)* 6(6.52)

S HE A

G 201(54.92 ) 131(71.20)  13.560  <0.001
A 165(45.08 )% 53(28.80)

HPEART : M/ N R R AEAZ AR -1 55 IR LR, +P<0.05

23 B G TR LA ApoE B AR F A bt
B I e3/e3 FE PR RUBRAR T X HE 4, £2/22
£2/e3 . £3/e4 /4 TR UG R I @ T X R4 (1
P<0.05). Jfild e3 SO EERUTRAL T X IR, 2.,

e4 AN L R R 5 T BEZH (2 P<0.05), 3% 3.

=3 ROIBSXTERAR ApoE EFE BRI ELEn( % )]
Tab 3 Comparison of ApoE genotype frequency distribution be—
tween the case group and the control group [n ( % )]

FEH T B (n=183)  STHRZH(n=92) X P
£3/e3 77(42.08)* 72(78.26)  33.003 <0.001
£2/e4 9(4.92) 5(5.43)
£2/e2 18(9.84)* 1(1.09)
£2/€3 28(15.30)* 5(5.43)
£3/e4 35(19.13)* 7(7.61)
ed/e4 16(8.74 )% 2(2.17)

SERHERA
£2 73(19.94)%* 12(6.52) 36.673 <0.001
£3 217(59.29 )% 156(84.78)

&4 76(20.77 )* 16(8.70)

1 : ApoE : BRI E; 5X A L3R, *P<0.05

2.4 PEARI AR 5 AMI & R4F4ER) 2B 7F
AMI &, GG JERR (GA JER A AA BE PR Y
F PR AFRE T AR SR M B PRI |
A8 IMUAE 55 Hey IUAE 76l Uy 0% 38 e 804 0 i 3
25 (¥ P>0.05),PEART KAL) AMI Il PRAFE
T OCHK , W2 4.

%4 PEARI EEZ5 AMI I R4S EEI X EE[n( % )]
Tab 4 Association of PEAR1 genotypes with clinical characteris—
tics of AMI[x ( % )]

51

5 40(72.73) 55(60.44) 22(59.46) 2.648 0.266
5’y 15(27.27) 36(39.56)  15(40.54)

AERE (%) 62.01+8.39 59.43+8.03 59.75+8.37 1.787 0.170
AERE 10(18.18) 24(26.37)  7(18.92) 1.647 0.439
W A 11(20.00) 15(16.48) 11(29.73) 2.864 0.239
ML 25(45.45) 50(54.95) 18(48.65) 1323 0.516
HEIRIR 12(21.82) 23(2527) 11(29.73) 0.738 0.692
T i IR 12(21.82) 26(28.57) 13(35.14) 1.996 0.369
7 Hey MIAE 10(18.18) 30(32.97) 14(37.84) 5.150 0.076
SRR 3(5.45)  12(13.19)  5(13.51) 2.424 0.298

H:PEARL: /NI N B SRAE 32 14 —15 AML: 2 PO LA AE s Hey «
[EEAES N

2.5 ApoE R R AL AMI 16 R4FAER) X B TE A-
MI & #F W, e3/e3.82/e4 . e2/e2 .e2/e3 .e3/e4 .edled
LR AL B PR ] AR R R SR R IR AR
PRIF 1R Hey IUAE b0 ZR0% 51 oA 22 ¥ 4t
T12FE (34 P>0.05) . ApoE JE KA 5 & IR ILAE A
KWK, €3/e3 FE PRI 8 35 v s AR INUAE 9 LU IR T &2/
g4 .82/e2 .£2/e3 .£3/e4 ehled LRI L | 2 RIH
Geitepa X (H P<0.05), W3 5.
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&5 ApoE EEEE AMI I RFFERKEE[n( % ), X5]
Tab 5 Association of ApoE genotypes with clinical characteristics of AMI[n( % ) ,xs]

~ £3/e3 FEHA  e2/ed SERA  £2/e2 FEPHAL  £2/e3 FEPHIAL  e3/ed FEPAL  ed/ed FLPIAY
Bzt Xt P
(n=77) (n=9) (n=18) (n=28) (n=35) (n=16)

PEH

5 47(61.04) 6(66.67) 10(55.56) 16(57.14) 30(85.71) 8(50.00) 9.965 0.076

‘e 30(38.96) 3(33.33) 8(44.44) 12(42.86) 5(14.29) 8(50.00)
FIR (%) 58.45+8.22 58.37+8.05 60.16+8.10 62.03+7.85 61.86+7.49 63.66+7.96 2.028 0.077
JIE e 15(19.48) 1(11.11) 6(33.33) 7(25.00) 8(22.86) 4(25.00) 2.450 0.784
W s 10(12.99) 3(33.33) 6(33.33) 6(21.43) 10(28.57) 2(12.50) 7.505 0.186
TR 31(40.26) 7(77.78) 9(50.00) 16(57.14) 20(57.14) 10(62.50) 7.939 0.160
W B 13(16.88) 3(33.33) 6(38.89) 8(28.57) 10(28.57) 5(31.25) 5.630 0.344
R AR 8(10.39) 2(22.22) 6(33.33) 14(50.00) 16(45.71) 5(31.25) 24571  <0.001
5 Hey IMUAE 19(24.68) 2(22.22) 7(38.89) 9(32.14) 11(31.43) 6(37.50) 2.503 0.776
TR 5(6.49) 1(11.11) 2(11.11) 4(14.29) 5(14.29) 3(18.75) 3.292 0.655

T ApoE: FIGE [ E; AMI: AL JUEIE

3 g

HATHFIE & B, PEAR 1 35 PR3 i 8 7 i i e )L
Pt 3 B (PI3K )/ 1 BOAKT )5 538 F K 52
M) 1l /N 3 A RN SR SEAE MY, A% PEART &
PR 22 5 P B 53 1 b TR 20 B B, PEART B R B
¥ A5 W8 22 25 P (SNP) £ i A2 4 1s2768759 i 1,
rs12041331 37 5, \rs9550270 {37 p ZE -2 Ho o 50y
I L AP P 9 AH D ) SNP A7 s, LA 152768759 £ i FAIAfF
SEREN A, GG LD AR B AR Y GA S5 R A R 4
B9 AA SE R Ry 4l 98 A R L AHFSE S B
PEAR1 L Z 8PS AMI S0 Bk i) 68k, 4558 %
IR B GG FE PRI T X R, AA JE PR AL
RET X IRA, WL G 250 JE DA A T % i
20, A ST FE IR TRHIRAL . iR PEARI
FEIR A S R SRR AMT B8 1X 5 Yao 250
WFFE M FAR —5L . PEARL JE K Z 25 PE 0 AMI
K R ERINLEI M ASEIRG , PTRE S PEART 287455
PRI I /MR PEART 3525 DA T e A2 1L /)i 3R 42
DIREFH 5 R M N DI Fe i A 6 . WF9E o,
PEAR1 F:H Z 85050 45 S 10T RAFE M G
PR, LA AA GEAEFEPRIR AR Co I A8 A0 T XU
e T GG B A R,

ApoE S HITENERACH T BAA 2R, &
Z5EEAME W T 8k, AR
ApoE LR Z 505 AMI SR CHE, 45514 P
S I ZH e3/e3 HE P AUMIARAL T XT R, £2/62 . 82/€3
£3/ed  e4/ed FE R BUSFR A 5 %0 BRAH, 1y ELe 19120
£3 SEN FEFUTRAL T X B, 2 o4 S5 FE R R
B TR IR . FIR TR ApoE HEIH e2 g4 S KL
ZAFHEIN AMI S 8 | 3% 5 2% S USRI 9 X et S AR

—5, AR EI, 5 e3/e3 BB AL, e2/e4
GARRUFL R NHE AMI BB KU 35 37% , £3/e4 58
AR TUIE PR NHE AMI FE5 XUB 38 0 90% , e4/e4 575
RUSEPIHE AMI U XU 3G 2.18 fi5. ApoE JE[H
ZAMERM AMI & A K SR ML i ANBH A, n] RE S
ApoE A 5275 5 | ) v g IMLAE A OC o BEAEAH SR &
M, e3 A or LR B AT IEH R A R AE L Y
ApoE LR SAF I}, Tk IEH 2 S5 N8R, i 2% rp i
JEFR R 2 DUBRAE A5 BETE B AR BE 3R, 51 A 3
KRR | &2 A5 5 PR TR o3 i 2 IO 1)
FTEHEIA , e4 850 FE R T 1A IR S s, B4
K ATFEREAL XU . AT R I, ApoE JEH £ 4%
PRSP AR IE R W B R e B PRI L
Hey IVAE e 0o S0 5 TEOCHR , 15 5 i g IURE A O
15, £3/e3 PR 70 8 2 v v AR IO EE 7 e AR T 44
£2.e4 MZARSEA AR . HETIGE C Z0FSE €2,
4 S FEPRIFE NG ILAE LA K S kR RERE Ak Hp g
YEFAN, ApoF FEPK 2225138 ad s ma s il i g
AMI {9 %A AU , AR Bl A R ST 435]
25 LR ,PEAR] ApoE JEH Z 5 MES AMI &)
A — i KIE, PEART JEPR A 250 LR 28 A8 8
AMI 558N, ApoE L H £2 4 250 K& K 548 5 7
BIMAEA ¢, s@id kil PEAR1 ApoE JE[H A B T
ST fife s A 1 s DRI Ao AR R IR, SRy i 1)
HITE LR R R EE TR RE DI T Y
A TE T, BB I 2 A RS . X T2 B il
1K PEART Apok 5& K AT DL M 43 JE [H 2 b
Ty L ) B AR IR, 18 T LUAR A [] B 6 [ 2 25k
VERERAERRTT R B R AR S R 25
AIRNS NG, NI R R 7RSO
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