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Abstract: Objective  Through the observation of T2DM patients with CHD serum APN merger and Visfatin and hs-CRP level
and homa-ir changes and correlation, this paper discusses the adipose cell factors and CRP and IR and T2DM merge the correlation
of CHD. Methods Testing 133 cases of patients with T2DM and fifty cases of control group of serum APN and Visfatin and hs-
CRP level and HOMA-IR, carries on the statistical analysis. Results T2DM merger CHD group of course and SBP level significant-
ly higher in patients with T2DM group(P<C0. 01) ,but the age and sex ratio and BMI and DBP and HbAlc level has no significant
difference (P=>0. 05). T2DM merger CHD group and T2DM group and control group between serum APN and Visfatin and hs-CRP
level and HOMA-IR were significant difference(P<C0. 01). T2DM and CHD group and T2DM group of serum Visfatin and hs-CRP
level and HOMA-IR were significantly higher than those in the control group(P<Z0. 01) ,serum APN level significantly lower than
that in control group(P<C0. 01). Serum Visfatin T2DM merger CHD group and hs-CRP level and HOMA-IR were significantly
higher than T2DM group(P<C0. 01) , serum APN level significantly lower than in T2DM group(P<C0. 01). T2DM patients with
CHD serum Visfatin merger and hs-CRP level and HOMA-IR is a significant positive correlation(r= 0. 752,0. 814, P<C0.01),
serum APN level and HOMA-IR has significant negative correlation(r=0. 657, P<C0.01) ,serum APN level and Visfatin level has
significant negative correlation(»=0. 709, P<C0. 01). Conclusion Fat cells factor and hs-CRP in T2DM merge the occurrence of
CHD,and IR, the relevance for early intervention T2DM patients with CHD merger provides a theoretical basis.
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