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Abstract: Objective

croangiopathy,and to estimate the significance of them predicting diabetic microangiopathy (DMAP). Methods

To investigate the relationship between plasma homocysteine (Hcy) , cystatin C(Cys C)and diabetes mi-
One hundred and
sixty cases of type2 diabetics were divided into four groups:no complications group,diabetic retinopathy (DR) group,diabetic ne-
phropathy (DN) group, diabetic peripheral neuropathy(DPN)group. There are forty patients in each group. There are 40 normal con-
trols equally. Hey and Cys-C levels were detected respectively. Results The levels of Hcy and Cys C in diabetics no matter they

have complications or not are higher than normal controls,and the levels of Hey and Cys C in diabetics with DMAP are higher than

those without DMAP. Conclusion High serum Hcy and Cys-s levels can predict DMAP.
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F1 ZHIERFEZREFMMLE (TLs5,2=140)
215 BMI(kg/m?) FPG(mmol/L) HbAlc( %) I 5 (4D Hey(mmol/L) Cys C(mg/L)
e SR X I 23.340.4 5.240.5 5.440.6 — 11.4+1.2 0.844-0. 21
W8 IR IR TG I & 41 23.240.7 7.241.9 7.442.1 5.6 14. 744, 34 1.3540. 544
DR 41 23.540.5 7.64+1.8 7.54+1.9 8.7 18.9+1.14 3.1620. 292
DN 41 23.440.6 7.942.1 7.641.7 9.3 19,241,724 3.5140. 312
DPN 4 23.540.5 7.841.7 7.941.6 9.1 19.041. 92 3.4240.172

A . P<<0.05,2 . P<<0. 01, SR 0 B 2H o %52 . P<<0. 05, 5 MU & I RIE A e, — - Fm BEE .
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