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ABSTRACT Objective: To investigate the relationship between microvascular lesions and serum metabolic parameters in patients
with type 2 diabetes mellitus(T2DM). Methods: Selected 96 patients with T2DM in our hospital from July 2015 to July 2016, According
to the presence of microvascular lesions were divided into observation group (n=43, with microvascular lesions)and control group(n=53,
without microvascular lesions). Detected the levels of triacylglycerol(TG), total cholesterol(TC), high density lipoprotein(HDL), low den-
sity lipoprotein (LDL), fasting blood glucose(FBG), glycosylated hemoglobin(HbA1C), homocysteine(Hcy)and serum cystatin C(CysC)
and vascular endothelial growth factor (VEGF). Logistic regression analysis was used to analyze the risk factors of microvascular lesions.
Results: Course of disease, smoking rate in observation group was higher than the control group, the difference was statistically signifi-
cant (P<0.05); The levels of TG, LDL, HbA1C, CysC, Hey, VEGF were higher than the control group, the differences were statistically
significant(P<0.05), but the TC and HDL levels in two groups had no significant difference(P>0.05); Logistic regression analysis showed
that the course of disease, CysC, Hcy, VEGF were the risk factors for microvascular lesions (OR=1.975, 3.643, 4.054, 4.214, P<0.05).
Conclusion: CysC, Hey, VEGF are the risk factors of the microvascular lesions, detecting these indexes is helpful to diagnosis and treat-
ment of early T2DM with microvascular lesions.
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Table 1 Comparison of general information in the two groups

Gender

Course of disease

Groups n Age (year) (male/female) (month) BMI (kg/m?) Smoking rate (%)
Observation group 43 54.78+ 9.74 26/17 76.43% 1991 2425+ 342 24(55.81)
Control group 53 55.32+ 9.21 31722 29.09+ 11.83 2542+ 3.52 18(33.96)
t/x? - 0.278 0.038 14.457 1.640 4.606
P - 0.781 0.845 0.000 0.104 0.031
22 MAREMBRGFIERILER Xof BRAH , 22 5 ¥R Gt 2% 38 L(P<0.05) ; I TC . HDL /K- [,

W% 4] TG LDL HbAIC .CysC.Hey VEGF /K F %5 T

B 2R IG R (P>0.05), PRI 2.
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Table 2 Comparison of serum metabolic indexes in the two groups

TG TC HDL LDL Hcy
Groups n HbA1C(%) CysC(mg/L) VEGF(ng/L)
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (pmol/L)
Observation group 43 2.13+ 0.76  5.25+ 1.87 1.16£ 046  3.20% 0.99 7.93+ 1.81 280 0.79 24.13t 6.04 325.23% 40.12
Control group 53 1.76x 0.63 499+ 1.63 1.21+ 0.39 2.79+ 0.85 6.67+ 1.59 1.39+£ 045 13.46% 3.02 230.24+ 47.12
t - 2.608 0.727 0.576 2.182 3.628 10.988 11.252 10.487
P - 0.010 0.468 0.565 0.031 0.000 0.000 0.000 0.000
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Table 3 Logistic regression analysis of microvascular lesions

Indexes B SE Wald P OR(95%CI)
Course of disease 2.083 0.346 5.215 0.000 1.975(1.533~10.832)
CysC 1.294 0.525 6.183 0.000 3.643(1.312~10.093)
Hcey 1.445 0.345 16.725 0.000 4.054(1.113~8.384)
VEGF 1.433 0.345 17.433 0.000 4.214(2.144~8.292)
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