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Research of endothelial progenitor cells in patients with acute myocardial infraction
Jiang Chaoxin , Pan Kaituo ,Zeng Lingheng .Ye Zhenwang ,Wang Chenlong

(Department of Clinical Laboratory s Nanhai District Third People’s Hospital s Foshan ,Guangdong 528244 ,China)

Abstract ; Objective

leukin-18(I1.-18) in the patients with acute myocardial infarction( AMI). Methods

To study the change of the number of endothelial progenitor cells(EPCs) and its relationship with inter-
120 patients with AMI treated in Zhujiang hos-
pital affiliated to the Southern Medical University were selected as the AMI group,and contemporaneous 20 individuals of healthy
examination as the control group. EPCs and 11.-18 were detected and the detection results were compared among 4 groups. Results

1L-18 and the colony number in the AMI group(single,double, multi-vessel disease subgroups) were significantly lower than those
in the control group with statistical difference( P<C0. 05). Compared with the control group, the EPCs number in the AMI group

had statistical difference( P<C0. 05). Conclusion Monitoring EPCs and I1.-18 can be used as an important indicator of the diagnosis

and differential diagnosis for the patients with AMI.
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