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Abstract: Objective To investigate the relationship among platelet aggregation function in patients with
coronary heart disease(CHD) in different clinical types,changes in the coronary branch number and risk fac-
tors such as homocysteine(Hcy) and hypersensitive C-reactive protein(hs-CRP). Methods Retrospective a-
nalysis of 152 patients with coronary heart disease diagnosed for the first time in Tangshan No. 3 Hospital.
The selected coronary heart disease patients were divided into single branch and multiple branch lesions ac-
cording to the results of coronary angiography. In addition,according to the stress state,it was divided into a-
cute coronary syndrome( ACS) and non-acute coronary syndrome(non-ACS) groups. The platelet aggregation
function of adenosine diphosphate ( ADP) and arachidonic acid (AA) as inducers was analyzed to compare
difference between groups. To investigate the correlation among the platelet aggregation function, Hcy and hs-
CRP. Results There was no significant difference in the maximum platelet aggregation rate of adenosine ADP
and AA in single branch lesions group and multiple branch lesions group (P >0. 05); The difference in the
maximum platelet aggregation between the acute coronary syndrome group and the non-acute coronary syn-
drome group ADP and AA was statistically significant(P<C0. 05) ;hs-CRP and Hcy levels were positively cor-
related with the maximum platelet aggregation rate induced by AA and ADP(r, =0. 29,0. 33;r,=0.37,0. 34,
P<C0.05). Conclusion The maximum platelet aggregation rate in ACS,non-ACS showed different changes,

which is closely related to hs=CRP and Hcy. It may be of reference value for diagnosis,treatment and risk as-
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sessment of coronary heart disease.

Key words: maximum platelet aggregation rate;
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