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Correlation between serum miR-126 , VEGF levels and insulin resistance in patients
with newly diagnosed Type 2 Diabetes Mellitus”
ZHANG Yuedong' ,GAO Quancheng' s ZHAO Rui' s PU Yuefang',LI Shaohua' \WEI Junfeng®
(1. Department o f Clinical Laboratory ;2. Department of Endocrine sthe General Hospital of Jizhong
Energy Fengfeng Group Com pany Limited s Handan , Hebei 056200,China)

Abstract: Objective To investigate correlation between serum microRNA-126 (miR-126) , vascular endo-
thelial growth factor(VEGF) levels and insulin resistance in patients with newly diagnosed type 2 diabetes
mellitus(T2DM). Methods 86 T2DM patients(observation group) and 86 healthy examinees(control group)
in our hospital from February 2018 to April 2019 were selected. Then various indexes were detected,including
fasting serum miR-126, VEGF, total cholesterol(TC) , triglyceride(TG) ,fasting blood glucose(FPG) ,glycosy-
lated hemoglobin(HbA1lc), fasting insulin (Flns) levels, body mass index (BMI), Islet B cell function index
(HOMA-B) ,insulin resistance index(HOMA-IR) and insulin sensitivity index(ISI). Results The gender and
age of the two groups had no difference(P >>0. 05) ; While statistic difference was found in the levels of BMI,
serum TC,TG,FPG,HbAlc, FIns and HOMA-IR, HOMA-8 and ISI(P <{0.05); The serum VEGF level in
the observation group[(523. 48 + 145. 36) ng/L.] was significantly higher than that in the control group
[(295.45494. 46)ng/L],and the serum miR-126 level in the observation group [ (0. 084 0. 01)ng/pL Jwas
significantly lower than the control group[ (0. 18 0. 02) ng/puL ], the difference was statistically significant
(P<C0.05). Pearson correlation analysis showed that VEGF was positively correlated with BMI, TC, TG,
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FPG,HbAlc,FIns and HOMA-IR,and negatively correlated with HOMA-B and ISI(P<C0. 05). The miR-126
was negatively correlated with BMI, TC, TG,FPG,HbAlc,FIns and HOMA-IR,and positively correlated with
HOMA-B and ISI(P<C0. 05). Multivariate stepwise regression analysis showed that the factors affecting the

expression of serum VEGF were ISI. The factors affecting the expression of serum miR-126 were ISI and

HbA1c(P<C0. 05). Conclusion

The VEGF levels are high in patients with T2DM and the miR-126 is low,

which may be involved in the development and progression of insulin resistance and T2DM.
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2.1 PHALAH G AL ds bn St A R b Ak
SRR AL Z SRR B L (P >0.05); A
BMI, IfiL #& TC,TG,FPG, HbAlc, Flns ¢ HOMA-
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®1 WA REHREXELIERER

Xf BRZH Uk 234
HiH X/t P
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5 41 40 0.023  0.879
i 45 46
A ts) 54.76+11.63  55.82+10.63  0.624  0.534
BMI(kg/m’ .z %s) 23.242.41 25434284 5.453  <<0.05
TC(mmol/ L,z +s) 3.53740. 56 5.6841.95 9.828 <<0.05
TG(mmol/ L,z %) 1. 3840, 54 3.1942.45 6.691 <<0.05
FPG(mmol/ L,z +s) 5.1240.55  11.13£3.82  14.441 <0.05
HbAlc(%,x+s) 4.5940, 52 8.844+1.53  24.389 <C0.05
FIns(mU/ L,z +s) 11.424+4.83  27.634+12.53  11.194 <<0.05
HOMA-IR(x +5) 2534114  13.428.67  11.549 <C0.05
HOMA-B(z £5) 167.624£31.09  96.51422.12  17.282 <<0.05
ISIGx+s) 0. 6240. 09 0.514+0.07 8.945 <<0.05
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VEGF K F Tt & A — & B A &%, i B VEGF X
T2DM J& 1§ B A — iR,
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