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The exploration of correlation between hs-CRP,GSP,Apo A,HDL-C and treatment outcome of AMI with T2DM
Zhou Xiaoli , Xie Xianhe®
(Hainan Provincial People’s Hospital s Haikou, Hainan 570311, China)

Abstract: Objective To explore the correlation between hs-CRP, GSP, Apo A, HDL-C and treatment outcome of AMI with
T2DM. Methods 316 cases with AMI were collected,including 114 cases combined with T2DM and 202 cases without DM in Hos-
pital. Hs-CRP, GSP, Apo A and HDL-C were detected. Firstly, treatment outcome improved group compared with deteriorating
group, secondly, AMI+ T2DM group compared with AMI without DM group. Results In deteriorating group, the patients’s age
and hs-CRP were significantly higher than those in improved group. Old age and high level of hs-CRP were independent risk factors
of treatment outcome. The level of GSP, the level of HGB and the component of sex between AMI+T2DM group and AMI without
DM group were significantly different. Among patients with AMI and T2DM, different level of GSP lead to different treatment out-
come(P<C0. 05). Conclusion The higher age and the level of hs-CRP were, the worse the treatment outcome in AMI was, Apo A,
HDL-C,FIB and HGB have no significant impact on the treatment outcome in AMI. Among cases with AMI and T2DM, the higher
level of GSP was, the lower improvememt rate was.
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215 n W () HDL-C(mmol/L) GSP(ymol/L) hs-CRP(mg/L) FIB(g/L) HGB(g/L)
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