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Abstract: Objective To observe the expressions of platelet protease activated receptor-1(PAR-1)in pa-
tients with acute coronary syndrome(ACS)and provide evidences for exploring various ways of antiplatelet ag-
gregation therapy. Methods A total of 150 patients were selected as the clinical study objects and were divid-
ed into acute ST-segment elevation myocardial infarction (STEMD group, acute non-ST-segment elevation my-
ocardial infarction (NSTEMI) group, unstable angina (UA)-1 group (any one of the vessel branch stenosis=
75%), UA-2 group (50%<Cany one of the vessel branch stenosis<(75%) and control group(Cont group: nor-
mal coronary arteriogram and myocardial enzymogram), 30 cases in each group. The expression of PAR-1 in
platelet-rich plasma was detected by ELISA. Results The concentrations of PAR-1 in Cont group, UA-2
group, UA-1 group, NSTEMI group and STEMI group gradually increased in turn, and they were (2. 35+
0.10) ng/ml, (2.66=%0.14) ng/ml, (2.85%0.17) ng/ml, (3.81£0.15) ng/ml and (3. 95%0. 24) ng/ml re-

spectively, and the overall comparison of PAR-1 among the five groups showed that there were statistically sig-

nificant differences ( F =182. 869, P <0.001). As for the results of two groups comparison, except the com-
parisons of PAR-1 between the STEMI and NSTEMI groups, and between the UA-1 and UA-2 groups showed
no statistically significant differences( P >>0. 05), the differences between acute myocardial infarction groups
(STEMI, USTEMI group) and angina groups (UA-1, UA-2 group) were statistically significant ( P <0. 001,
P <<0.01 or P <C0.05), the differences between the ACS groups and the control group were statistically signifi-
cant ( P <C0.001). Conclusion The expression of platelet PAR-1 in ACS patient is significantly increased,
and PAR-1 pathway activation may be the initiating factor in the occurrence of ACS. So proper inhibition of
PAR -1 expression may be a new effective target for antiplatelet aggregation therapy.
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SAGIFRE X,

2 &R

2.1 — R Sir4i R ER BMICF=2.668,P =
0.032) . TC(F =3.453,P =0. 011) B JR K (> =
11. 146, P =0. 025) fES AL R e B h 2 R A S i 2%
BEOCL AR M WO L IR L LDL TG 2 5 5
e R L R 1% 2,

TN A E L T A BRI B A R R

pain

F1 —RAMFKITCGIERR) GEo

ey BMI TC TG LDL
4151 n N )
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STEMI 4 30 50.24+6.5 25.2+2.2 5.941.2 1.4+0.4 4,540.9
NSTEMI 41 30 52.8+£7.5 25.9£3.1 5.740.8 1.4=+0.5 4,.6+0.8
UA-1 41 30 49.6+7.9 26.9+3.3 5.540.9 1.5£0.6 4,340.6
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Cont 2 2.3540. 10
UA-2 4 2.6640., 14
UA-1 4 2.8540. 17"
NSTEMI # 3.81+0.15
STEMI 41 3.9540. 24

Fra:hd UA-2 A1tk % ., 1 =3.809, P <<0.001;b: 5 UA-1 4
PE, t =4.503, P<{0.001;c: 5§ NSTEMI 4 %5, 1 =5. 467,
P <<0.001;d: 5 STEMI 4t %k, ¢+ =5. 602, P <<0.001l;e: %
UA-1 4%, ¢t =1.530, P =0.0565f: 5§ NSTEMI 4 th %, ¢
=2.987, P =0.002;g: 5§ STEMI 4 th %, t =3. 213, P <
0.0013h: 5 NSTEMI 4 th %5, ¢ =2. 225, P =0.012;i: 5§ STE-
MI 4 %8, t =2.678, P =0.005;j: § STEMI 4 Wt #, ¢ =
1.356, P =0.078
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