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Clinical value of serum periostin, VEGF and ET-1 level detection in disease
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Abstract: Objective To investigate the relationship between serum Periostin, VEGF and ET-1 levels with the prognosis in the
patients with acute coronary syndrome(ACS). Methods One hundred and forty cases of ACS treated in the cardiology department
of the Chongqing Coal Occupational Disease Hospital from December 2013 to June 2015 were selected. The relationship between
Periostin, VEGF and ET-1 with the prognosis in ACS patients was analyzed according to the coronary artery lesion vessels number,
coronary artery stenosis degree, periostin, VEGF and ET-1. Results With the increase of coronary artery lesion vessels number and
stenosis degree,the values of periostin, VEGF and ET-1 were constantly increased,among 140 cases, 17 cases died. Periostin(P =
0.024) ,VEGF(P=0.030) and ET-1(P=0. 024) , history of essential hypertension(P=0. 030) and history of diabetes(P=0. 015)
were the independent risk factors of prognosis in the patients with ACS. Conclusion Periostin, VEGF and ET-1 are the factors for
independently predicting the death in the patients with ACS.
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