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Correlation of Cystatin C, Uric Acid and Fibrinogen with Lesion of Coronary Artery in Uygur Elderly Patients with Acute Coronary Syn-
drome. Gu Zili,Yilihamu - Abutilifu ,Muyesai -
tal , Xinjiang 830000 , China

Abstract

Nijiati. Department of Cardiology ,The Xinjiang Uygur Autonomous Region People’s Hospi-
Objective To investigate the relationship between the levels of serum cystatin C, uric acid, plasma fibrinogen and the
severity of coronary lesions in Uygur elderly ACS patients in Xinjiang. Methods Retrospective analysis of 133 cases age =65 years old
Uygur patients basic information, past history, biochemical indicators which in the Xinjiang Uygur Autonomous Region People’s Hospital
to diagnose acute coronary syndrome and hospital coronary angiography was performed. According to the Gensini score, the patients were
divided into low group (0 —29 points) 44 cases, the middle group (30 —59 points) 29 cases, high group ( =60 points) 60 cases, com-
pared the cystatin C, serum Uric acid, plasma fibrinogen levels. Results =~ With the increase of Gensini score, the levels of cystatin C, u-
ric acid and plasma fibrinogen were increased in the Uygur elderly. Gensini scores were positively correlated with levels of cystatin C, uric
acid and plasma fibrinogen (r =0.480, 0.514, 0.603,all P =0.000). Logistic regression analysis showed that high serum Cystatin C, u-
ric acid, and plasma fibrinogen levels were independent risk factors for high Gensini scores. Conclusion The levels of serum cystatin C,

uric acid and fibrinogen in Uygur elderly ACS patients are related to the severity of coronary artery lesion, and are the risk factors of the

severity of coronary artery lesion. It is important clinical significance for the prevention of acute coronary events to detect the above indica-

tors and to intervene early in the Uygur elderly patients with ACS.
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