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The significance of combining detection of three indicators in T2DM patients with cardiovascular disease

na)
[Abstract] Objective
T2DM patients with cardiovascular disease. Methods

To evaluate the significance of combining detection of HbA1C, ¢Tnl and hs-CRP in
137 T2DM patients chosen as care group was divided into 3
subgroups: diabetic mellitus (DM) , diabetic cardiomyopathy (DCM) and DM with coronary heart disease (DM with
CHD). DM with CHD group was divided into 3 subgroups:stable angina (SA) , unstable angina(UA) ,myocardial in-
farction(MD). 30 healthy volunteers were chosen as the control group. Then we detected the level of HbAlc, ¢Tnl
(1) The levels of HbAlc,cT-
nl and hs-CRP of the care group were significantly higher than those in the healthy control group(P<C0. 01). (2)

and hs-CRP of those groups. Then we analyzed the correlation between them. Results

Compared with the levels of HbA1C in the care group, the difference had no significance(P>>0. 05). The level of ¢T-
nl and hs-CRP of the care group gradually increased (P<C0.01). It was not obvious in the SA group and UA group
(P<C0.05), but the level of the hs-CRP increased significantly(P<C0. 01). In the MI group, most of the levels of ¢T-
nl and hs-CRP had significantly increased(P<C0. 01). Spearman rank correlation analysis showed that the level of
c¢Tnl and hs-CRP had positive correlation with situation of the case group(cTnl:r=0. 759, P<0. 05; hs-CRP:r=
0.733,P<C0.05). (3)The level of hs-CRP of DM with CHD group was more than 3 times of that of the DCM group,
and the level of hs-CRP of DCM group was more than 2 times of that of the DM group. Conclusion The combining
detection of HbAlc, ¢Tnl and hs-CRP can fully reflect the average blood glucose level and the extent of myocardial
damage and the state of chronic inflammation of the T2DM patients with cardiovascular disease. It can be used as an
effective composite target to prevent and diagnose the early state of myocardial damage in T2DM patients.
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