CN 434262/R  wr[EZ KA 22 £ 2011 4E55 19 &5 2 1 151

rE4HE] 10073949 (2011) 19-02-0151-04 . ISFRRRSE -
Pt 35 2 0 2 DR R e I3 7K1 55 2ok O IURE A8 ) A 5% 1

Bk, EER, XER, R K, BEM
(77 Tl N BB B 0 W B 17 €717 533000)

Cegtiml  Pak®ER: SMWONMEE:; REFRES SN, SRANER

B E1 HH B PR REFAGITRL AMS 20N IE 5 B Z 18 1 56 &R IR 047 PSE £ 5k
R K M3 7K 5 2 OUUBIEIAE et 735k BL 150 {31 2t O LR AE 22 2 R 160 131 fi B 5o I 25 9 BF 98 5% 4
N FH SR il % e PR 1)y 1 2 A5 PR A DNA U 7925t PSR R AR - 2123 G/C AL H R Z ST & F 4 4, [
TR FH B IER G 2 W PR AT I3 PSR RKF. R 2O NSRS P& B R /KB & T X4 (P <
0.05) , PHE R IL R - 2123 G/C £ A PMEAE Sk O U SRR B A (1 03 4 22 A7 E B M (P <0.05) , X 2 fr
BE RIS IR AR NS RS 7 AT R B, — 2123 C 25 A BE R 4y 3 S5 S e o JULBEZE IR AR G 5y i BRI 48 5 11 1. 625 £i%
(OR =1.625,95%CI /1. 177 ~2.244,P =0.003) ; # — 2123 C S £ F 2 NS & 2 17 P& =K T
SEETABEE (P<0.05) . Gip  PSEBEHRERE -2123 G/C £EM 52tk 0 UBFE R &% 1 68 B4 M & 1,
Hor —2123 C A7 R T R 2 St O WUBESE I 3845 S I BE A, #5417 - 2123 C S 2k R i A ] Rlad i (R 30 Pk
TR0 15 B R 05 7 45 o 2 O JUUAE B8 90 4 9 RS«

(hES%ES] RS CrrifriRmEl A

Association of the Genotype and Serum Level of P-Selectin with Acute Myocardial In—

farction

LIAO Chi-in, HUANG Meng-Zhao, LIU Hua—Yong, LIANG Dong, and PAN Guo-Zhou

(Department of Cardiology, the Renmin Hospital of Baise City, Baise, Guangxi 533000, China)

[KEY WORDS] P-Selectin; Acute Myocardial Infarction; Single Nucleotide Polymorphism; Genotype Frequency
[ABSTRACT] Aim  To investigate the association of P-selectin gene single nucleotide polymorphisms (SNP) and sus—
ceptibility to acute myocardial infarction (AMI) in a Chinese population, and to analyze association of serum levels and geno—
types of P-selectin with AMI. Methods  P-selectin gene —2123 G/C single nucleotide polymorphism was detected by
polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) and DNA sequencing among 150 AMI pa—
tients and 160 age and sex matched controls in a Chinese population, and serum level of P-selectin was determined by en—
zyme-inked immunosorbent assay (ELISA) . Results  Serum levels of P-selectin in AMI patients were significantly high—
er than those of controls (P <0.05) , the distributions of P-selectin gene —2123 G/C polymorphism were significantly differ—
ent between AMI group and control group (P <0.05).  The relative risk suffered from AMI of —2123 C allele was 1. 625
times of the G allele carriers (OR =1.625, 95% CI was 1. 177 ~2.244, P =0.003) ; the serum levels of P-selectin C allele
carriers was significantly higher than no carriers (P <0.05) . Conclusions P-selectin gene —2123 G/C polymorphism
was associated with AMI, —2123 C allele is an important genetic susceptibility gene for AMI.  In which the P-selectin C al-

lele carriers may increase risk by enhancing the P-selectin expression in the pathogenesis of AMI.
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Figure 1. The electrophoresis results of P-selectin gene
—2123 G/C polymorphism
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1. MBEK PEFRMFKF (x £5)

Table 1. Serum levels of lipids and P-selectin

Wil 51151 TC (mmol /L) TG (mmol /L) HDLC (mmol /L) LDLC (mmol /L) P (pg/L)
AMI 4 150 5.30 +1.33" 1.41 +0.75 1.29 +0. 34 3.40 +0. 99* 85.2 +26. 5"
Xif B2 160 4.34£1.18 1.37 0. 66 1.32 +0.33 2.47 +0.80 35.5+17.4
a iy P <0.05, 53 R4 .
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Figure 2. Sequencing map of P-selectin gene —2123 G/C polymorphism
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(n =150) (n =160)
GG 43(28.7%) 69(43.1%) 8.500 0.014
GC 74 (49.3% ) 70 (43.8% )
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EYve-3i3
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Table 3. Comparison of P-selectin and lipid levels between the genotypes of P-selectin in AMI patients

ERA  #3 TC (mmol /L) TG (mmol /L) HDLC (mmol /L) LDLC (mmol/L)  P-%#% (ug/L)
GG 43 5.33 £1.31 1.38 0. 68 1.30 £0. 35 3.49 £0.98 70.6 £29.3
GC 74 5.24 £1.29 1.41 £0.79 1.27 +0.32 3.22£0.97 90.4 =31.7°
cC 33 5.36 £1.37 1.44 0. 87 1.31 +0.33 3.58 +1.04 92.5 +34. 8°
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