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Aim To investigate the association of platelet endothelial cell adhesion molecule 1 gene polymorphisms with
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Methods We analyzed two single nucleotide polymorphisms of platelet endothelial cell adhesion
molecule 1 gene Leul25Val and Ser563Asn in 117 angiographically documented patients with acute coronary syndrome and 117
age-and sex-matched controls in the Chinese population, using a polymerase chain reactiorr restriction fragment length polymor-
phism strategy.  Some samples were verified by direct sequencing. Results we found that two polymorphisms were in link-
age disequilibrium with each other (D’ = 0. 896) and that frequencies of 125Leul and 563Ser alleles were significantly increased in
patients compared with controls (51. 7% vs 39.7%, P< 0.05; 54.3% vs 42.3% , P< 0.05, respectively) .

cies of genotypes for 125Lew/Leu+ 125Leu/Val and 563Ser/ Ser+ 563Ser/ Asn were also significantly increased in the patients ( P

The frequen-

< 0.05).
dial infarction and unstable angina.

genetic risk factor for acute coronary syndrome.
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In addition, there were no significant difference in patients among different vessel disease and between acute myocar-

Conclusion platelet endothelial cell adhesion molecule 1 gene polymorphism may be a
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CAM-1 5 =B H BRI N 2 &1, AuF 7l K@
T I0 5 AL RIN RS 3 b B RIEE 8 AR T B
FRFE R Z2 35, BT 9T 20 ACS 3% PECAM-1 22X 2
AVE, I AR A% 2 U5 T IR R ACS 1 AT fE Y 7E iR
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1 XN&MGE

1.1 XM&R

WEHIA S X RA A 117 4, ¥k AT 2003 4 7
HE 2005 £ 12 A 5L ACS NEALHE E fe o A AL
TRRAREZHEH, REFBRERHAT 11
(B 67 4, £ M 50 4%). #FIHEKNHL ACS
B, A RS A S R A At 8 L AE BE (ST
BHEAOHAERfE ST B m A QHER) &
F, L P H T8 A, FEH39 A, £ 56.5%10.6 %,
HERBRANRERIELEDH — XHE R Rk E
( 2T5%), Y WTAT : A BE %8k, O B B A ST-T
BAE, CAELEE CNBATEAEHSEL. 2t
BAEH56.6110.7 %, HEL TR RER, L
LEAEE. REWMEXERELE: 80 ER L
PR RO E B0 R Kk F, KB E B (total
cholesterol, TC) - H i = B (triglyceride, TG) « ik % /& f§
& @ 2 E B (low density lipoproteinr cholesterol, LD-
LC) & % E & & & JE & & ( high density lipoprotein
cholesterol, HDLC) & & il 5 #X ( body mass index,
BMI) .
1.2 E[F4H DNA 2B

KE 3~ 5 mL S, FIA A TM & H 4
DNA RARKAN &(FEBEFKAFRAF) #H
DNA, "% F- 20 Cok 46 % HH o
1.3 SI¥IERK

& NCBI # [A J£ #2 £ W PECAM-1 # [F 7 71,
il Oligo 6. 65 Demo X & 1T 5|4, LA T AT
BEAREERAE S K. 4B F 3 Leul25Val £
BB E 7 7] 3F 4 5°-GCA CCA CCT CTC ACG TCA
AG-3, T# /%% 3R # 5°- AAT GCC AGG CAG ATG
AAT GA-3", 4N F 8 Ser563Asn {i /& t b 3% J¥ 7| 8F
H 5°-TAT CCT GTC AAG TAA GGT GGT G-3’, T i
F%| 8R 4 5 -GCG TGG TTG GCT CIG TTG-3’ .
1.4 HWERKYE

SBT3 A4 B F 8 B9 PCR KRtk & 34 20 ML
T4 4-(25 Hmol/L) 0. 3 HL, (Taq B 0. 15 UL, DNA
HEL2 UL, ¥ 844 94 CHE M 5min 5# N
04 CEM30s 64C(E8IEFH62C) B K

30s  T2CHEM 155, 13 30 N ARG, &5 72°C
4 5 mine PCR =41 A 1. 5% 3£ RE A% B F w2 vk 1o

E

1.5 EEBAEN

SNEF 3 BRI A 47 B A Py &G 15 Mu/L),
S8 F 8 BRI 9 177 B8 4 Nhe iv( 10 Mu/L), # #
B 3% 51 TAKARA /8 £ fit. BE474K % 20 UL, % 3 4
B F: Pvu ©0. 4 UL, 10 mmol/L £ 3% 2 UL, PCR ¥
B M 5 UL 4B F 8: Nhe iv0. 5 ML, 10 mmol/L, 2 7%
W 2 UL, PCR #3747 10 UL, ¥ % X R 4% 37°C3
h, 741 Fl 3% 3% A8 ¥E % X L 3 (150 V) 30 min, % 4h
SITTWE kA, AR EAFERE
M.
1.6 HiHZEDHH

FAF A ES T ERA v £s ik, YL
T A0 4 A M B SHE sis 3% 44 3t 4T 4 #7; PE-
CAM-1 2 FH EFH LA X A%, ZEH*
logistic E M. TAERKEEE P<0.05 ¥ EFE
5, FAT % A SPSS(12.0 ) -

2 &R

2.1 IRRFFELLER

f I B R 9% TG W LDLC \HDLC 7F P % [8] 73 A7
AEEER(P< 0.05), B L& 00 R 2 1
MEMR AR ERBHIRE S AL EEER(P> 0.
05) (R 1)« AFMEL G5 70 K, &4 fak A
% 5 PECAM-1 £ K 2 S MBI ToHRME( P> 0.05) .

*® 1. ARMREKIERFFE

5 K Xt B2 I P
(n= 117) (n= 117)
(%) 56.6£10.7 56.5£10.6 > 0.05
e (B &) 67/50 67/50 > 0.05
VR 54 79 < 0.05
W PR v 13 32 < 0.05
B S 47 60 > 0.05
TC (mg/dl) 183.0£34.4  191.4+43.6 > 0.05
TG (mg/dl) 162.4%90.5  189.7 £100.9 < 0.05
LDLC (mg/dl) 105.5224.7  118.0%33.8 < 0.05
HDLC (mg/dl) 43.7%10.2 37.1%7.2 < 0.05
TR 25.913.1 25.613.7 > 0.05
76 Lo F M S 21 24 > 0.05
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22,1 #2F34HESAM H PCRRFLP %4
M PECAM-1 4b &7 3 R I, 4h & F 3 A 125Leu
125Val AN 2 25 11 S A 25 [R], 3 P A 22 [R] 11) 29 A A
TN EFRBILN 51. 7% A1 48. 3% , 165 HEZH A 39.
7% 1 60. 3% ; 157 B ZH AH LLAR, 73 51 41 55 (K] 125Leu
FIESNE T (51. 7% E 39. 7%) T 2 [K] 125Val %

M ]

AT AR (48. 3% EE 60.3%) (P< 0.05) . XA
AL EER AT 3 P A CCLCG M GG (BP
125Leu/Leus 125Leu/Val 1 125Val/Val) ( & 1) o = Ff
FER AL 43 A5 DLER 2, W] D = b B R 8L 2[R 4 40 A
HRFEMEZER(P< 0.05),0R A~ 1.987(95% CI, 1.
129-3.495) . MF45 R WA 2.

1. EA Leul25Val i 5 % 7S MR K E

M 2y 50 bp DNA Ladder, 1 12 Jy Leul25Leu %= K 5Y( 188+ 68+ 78= hp), 3 il 4 Jy Vall25Val

FEFI Y (266+ 68= bp); 5 FH 6 N Leul25Val FE[K BY( 266+ 188+ 68+ 78= bp).
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50 160
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160
G TACCAGBTGTTGGTGG

o 170
i AGTACCAGET GTTGGT G
(€l

Lo

E 2. NEF 3 EERFRENFE A A Leul25Leu ZE[F B, B
A Vall25Val £, C N Leul25Val JEH Y,

222 #BF8EABES AN H PCR-RFLP %4
M PECAM-1 4} 5.7 8 KB, 4 & F 8 5 563Ser Al
563Asn A~ 22 A5 PS5 JE IR, 3 9 S 22 BT 1) 43 A A
N FERBIALN 54. 3% R 45. 7% , fE5F IR N 42.
3% F1 57. 7% ; 5 %F HEAH A P A, 93 49 2H £ TR 563Ser
FIEIETF (54, 3% H 42. 3% ) 1 % A 563Asn &
AT AR (45. 7% EE 57.7%) (P< 0.05) » XA
ST PR A 3 L AL GGLGA F1 AA( HD 563Ser/

Ser.563Ser/ Asn. 563Asn/Asn) ( B 3) . =Fh 3 KA
AR 3, HERMW A mEEEER(P<O.

05),0R N 2.123(95% CI, 1. 171-3. 849) . il 745 SR
L 4.

x2 HEFIERBSMINE

KR A ACS Hl(n= 117) R (n= 117)
125Lew/Leu 32(27.4%) 21(17.9%)
125Ley/ Val 57(48.7%) 51(43.6%)
125Val/ Val 28(23.9%) 45 (38.5%)

=3 HETFSERBSHIRR

JE R A ACS #H(n= 117) XA (n= 117)
563Ser/ Ser 33(28.2%) 22(18.8%)
563Ser/ Asn 61(52.1%) 55(47.0%)
563Asn/ Asn 23(19.7%) 40(34.2%)

2.3 logistic [EYASTHTZER

XA P A A 22 5 R DR 25 FH O 20 A g e e AR
EVEBEAT Logistic )443 #7, &5 SR K I, 5 ACS MK
B K & A & I J5. LDLC. HDLC. Leul25Leu A0l
Leul25Val £ K% ( P< 0.05) » EBUR 1081 K3
PSS 3 R A EBA P AT IR, D fH N 0. 896, P
XA SO RN B8 B S H K Leul25
5 Ser563.Val125 5 Asn563 &4 B 5% E 40
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C A G A AG G CT AB CA AGG A AC

i

G G C T ABC A AGG A a C
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130 140
G G C TABNRCAAGG G A ACa

A
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E4. 5NEFS E’\J%ﬂ})”\'lf-’if A N Ser563Ser F: K%, B
A Ser563Asn FE[H Y, C 4 Asn563Asn F K] 7Y

e

2.4 METEESERZSMHNXER
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3 g
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2 15 X R 3 X R b4 /N ! . PECAM- 1 2[R iz T
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YIS XSS 1 AN R B, S5 W T A EAE
™, 563 fr BB TR E 5 6 KX, AT #E
25 Rk A R AR B4R A
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FRAEARSy 6 0955 Y, DA 5l 00 955 B el R B ik Bk
AN GIEAT, 55— RN E O WIUEEFE NI 7 &,
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R . Sasaoka Z5 BB 5T G AT B LR AT I
H AN, Fo Bk £ 1 5 A0 50 G AR AL (14 993 BE 2
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Bt ACS W BLHE A, R BE SR 22 ACS KA
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iR e BEBR AR N A R BB S Hp R A T
N PR B TR AZ O 7 KRN B B 56 0E I B R AR R AR
Blo 11 4 0 SR Ui 2 3] 98 RE B A7 A2 — R (1) 2
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E W 1R R 42 5 1 400 L A I s o I P 2 4 i 30k
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PRIAIAR B A 5 40 M 55 P R 200 R0 RS B, 5 3
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FETIRE 1 X REFHIST S 40 M5 9 B i . PR
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X 3ok 2 HE R R A [R) Rl s e [ 28 4 1 FRDRG B, AT
SO R AN AN P9 S AN R IR A ELAVE R . FRATTI A
FREERIER, 5 3 4MNE T 125Leu FHRLE ACS 41
B L, $2IR8 PECAM-1 [H 25 125 A7 N2 & BRI PE-
CAM-1 47 AT fe EL A 58 58 (F0RK B Th e SO0 RS B
G L AR, T 3G 5 AL A B 0 5 P B Th R .
BATHIBT 5238 K IR, Leul25Leu A1 Leul25Val i P £
76 ACS 4H Y B &, Leul25 4 HF A2 7Y, Val125
NSRRI 125 £ R A TR e Uk 55 T H R IA, RIAE 2%
A FHARE C 2 (Leul25) G LK (Val125) 5%
Rik,

563 L EIEMR AL T R ERE A5 6 FR N, TR
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AT T SR

BRI . AL G 0 2 R R R R R
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P 2 3o 5 P R 4 B . I R AT AT HR R A% G H

WA BE. 5 58 (R 2 AT RE &6 43 38 i PECAM-1 3 iR 14 1
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S5 ACS B2 R AWML T8 5 BN & 24,
R FRATIN A, 547 3L 125Leu XF PECAM-1 HThfE
AT AR TR SR S BRI R

KU 20 S B PECAM- 1 7E 51 Jik 5k AL Rg AL &
SRR, BHAE PP AT R A b
AIREEE o EENME M, i RedE s H AR R 5 %
IREE, X FF AT AYATT CAD Lse &7k a
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P48 fes 6 IR 2R 1T A7, 52 LA U0 19 R 0 ML ikl R 2
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