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Correlation of homocysteine with diabetic microangiopathy and the change after drug
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Abstract: Objective To explore the correlation of homocysteine with diabetic microangiopathy and the change after drug
intervention. Methods A total of 200 patients with type 2 diabetes were selected between January and December 2013. The
patients were divide into group of no microvascular disease and group of microvascular lesion according to the complications.
Blood lipid, blood glucose, renal function and serum homocysteine were deteced pre-treatment and after 6 months treatment.
A total of 100 cases of healthy subjects with physical examination over the same period were selected as control group
according to the principle of age and gender matching. Results SBP, DBP, TG, TC, LDL, FBG, 2 hPBG, HbA1, SUN, SCr and
HCY in group of no microvascular disease and group of microvascular lesion were significantly higher than that in control
group (P<0.01), while HDL were significantly lower (P<0.01); SBP.DBP.SUN.SCr and HCY in group of microvascular lesion
were significantly higher than that in group of no microvascular disease (P<0.01); Multi factor Logistic regression analysis
showed blood pressure, urea nitrogen, serum creatinine and homocysteine levels are risk factors for microvascular
complications in patients with diabetes mellitus; HCY after treatment were significantly lower than that before treatment in
group of no microvascular disease and group of microvascular lesion than(P<0.01). Conclusion High homocysteine levels are
risk factor of diabetic microvascular disease, and the homocysteine levels can be reduced after treatment.
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Tab.1 Clinical data of patients with Diabetic Mellitus (n=100)

Normal Control Group

Diabetic Mellitus with
Microangiopathy Group

Diabetic Mellitus without
Microangiopathy Group

Gender (male/Female) 52/48
Years (y) 52.4+11.3
BMI (kg/m*) 26.3£5.4
SBP (mmHg) 114.4+19.7
TG (mmol/L) 79.2+11.5
TC (mmol/L) 1.6+1.6
HDL (mmol/L) 45+15
LDL (mmol/L) 1.8+0.5
FBG (mmol/L) 2.7£1.0
2hPBG (mmol/L) 4.310.7
HbA1 (%) 6.5+1.3
SUN (mmol/L) 4.5+0.6
SCr (umol/L) 4.3+1.3
HCY (umol/L) 75.5%15.5

53/47 52/48
55.6+10.7 54.5+11.8
26.5+5.7 26.7+5.6

125.6+17.6* 147.3+21.7*

83.7£10.6* 87.4+11.8*"
2.2£1.6* 2.2+£1.5%
5.1+1.6* 5.4+1.6*
1.4+0.4* 1.4+0.5*
3.4+0.8* 3.5+1.1*
6.3+0.6* 6.5+0.6*
8.0£1.5* 8.1+1.5*
8.9+0.6* 9.1+0.6*
6.3+1.3* 8.3+1.3*

85.4+14.8* 96.6+16.4*"

Compared with Normal Control Group, *P<0.01; Compared with Diabetic Mellitus without Microangiopathy Group, “P<0.01.
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Tab.2 The results of Logistic regression analysis on diabetic mellitus with microangiopathy

Variable B SE Wals P OR (95%ClI)
DBP 0.032 0.015 5.124 0.037 1.241 (1.056-1.415)
SUN 0.826 0.162 15.430 0.000 2.926 (1.761-2.258)
SCr 0.247 0.053 7.642 0.025 1.364 (1.126-1.574)
HCY 0.547 0.094 9.759 0.012 1.673 (1.424-1.820)
Constant 2.570 0.653 8.252 0.014 1.250
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Tab.3 The homocysteine level in patients with diabetic mellitus before and after treatment (12=100)

Group

Before treatmetn 6th month after treatment

Diabetic Mellitus without Microangiopathy Group

Diabetic Mellitus with Microangiopathy Group

11.24+1.52 9.43+1.35%

14.38+1.94 12.51+1.73%

Compared with that before treatment, “P<0.01.
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