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Abstract Objective: To analysis the correlation between serum carboxyl terminal peptide of | /Ill type colla-
gen ( | CTP, [ CTP) and TIMI risk score in patients with acute coronary syndrome (ACS). Method:116 patients
with ACS from January 2015 to December 2016 were chosen to participate in the study. They were divided into
STEMI group (31 cases) s NSTEMI group (20 cases) and UAP group (65 cases). 63 stable angina pectoris (SAP)
patients in our hospital in the same time were selected as SAP group. And 60 patients without coronary atheroscle-
rotic heart disease who underwent examination of coronary angiography were chosen as control group. Serum [
CTP and [[[ CTP were measured by using enzyme-linked immunosorbent assay (ELISA). Result: The level of ser-
um [ CTP and [l CTP in STEMI group, NSTEMI group and UAP group were significantly higher than those in
SAP group and control group. In STEMI group, NSTEMI group and UAP group, the levels of serum [ CTP and
[ CTP were positively correlated with TIMI risk scores. Conclusion: For patients with ACS,the levels of serum [
CTP and [ CTP would be used as an index for evaluating the risk.
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