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Abstract

Objective To study the correlation between serum cystatin — C (Cys — C) level and major adverse cardiovascular events

(MACE) in patients with acute cardiovascular syndrome ( ACS) after percutaneous coronary intervention ( PCI). Methods Clinical data
about 312 ACS patients who underwent percutaneous coronary intervention ( PCI) were retrospectively analyzed. The patients were divided
into MACE group and non — MACE group. Cys — C levels were compared between the two groups. The patients were then divided into 4
groups according to their serum Cys — C level (Q1 <0.8Img/L; Q2 =0.81 -0.92mg/L; Q3 =0.93 - 1. 10mg/L; Q4=1.11mg/L).
Risk factors for MACE were analyzed by Cox regression analysis. Results The serum Cys — C level was higher in MACE group than in
non — MACE group( P <0.05). The area under curve of Cys — C, ¢Tnl,hsCRP and CK — MB to predict MACE were 0.781,0.620,0.702
and 0. 636 respectively. Kaplan — Meier analysis showed that the occurrence of MACE in the Q2, Q3, and Q4 groups was higher than in
the Q1 group (P <0.001). Multivariate COX regression indicated that LVEF , ¢Tnl( hazad ratio =3.004 ,P =0.022) and cystatin C levels
(hazad ratio =2.185,P =0.016) were independently associated with the occurrence of MACE. Conclusion The serum cystatinC level is

an independent predictor of MACE in patients with ACS underwent PCI.
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