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[ Abstract] Objective To analyze the relationship between the expression of microRNA-146a ( miR-
146a) in peripheral blood and diabetic peripheral neuropathy (DPN). Methods The clinical data of 90
patients with type 2 diabetes mellitus (T2DM) treated in the Department of Endocrinology of the 3201 Hos-
pital affiliated to Medical College of Xi'an Jiaotong University from May 2015 to July 2016 were retrospective-
ly analyzed. The patients were divided into T2DM with DPN group (n =42) and T2DM group (n =48).
Peripheral blood of all patients were collected to test the expression of miR-146a in peripheral blood mononu-
clear cells (PBMCs). The baseline data were collected. The motor nerve conduction velocity (MCV) and

sensory nerve conduction velocity (SCV) of right peroneal nerve were tested, and the Michigan diabetic
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neuropathy score (MNSI) were calculated. The relationship between each index and miR-146a expression
were explored by Pearson correlation analysis. Logistic regression analysis was used to study the influencing
factors of miR-146a expression. The area under the receiver operating curve (ROC) was used to investigate
the predictive value of miR-146a in the development of DPN in T2DM. Results Compared with T2DM
group, the course of disease was longer, the level of HbAlc and urinary albumin/creatinine ratio were high-
er, the MCV and SCV of peroneal nerve and MNSI as well as the expression of miR-146 were lower in T2DM
with DPN group (¢=3.586-15.143,all P <0.05). The expression of miR-146a was negatively correlated
with course of disease, fasting blood glucose, HbAlc, MNSI (r = -0.531, -0.621, -0.551, —0.662,all
P <0.05), and was positively correlated with MCV and SCV (r=0.791,0.622,all P <0.05). The MCV
(OR=1.198,95%CI;1.021-1.398,P <0.05) and SCV(OR = 2.851,95% CI.1. 551-5. 261 ,P <0.05)
were independent risk factors of the expression of miR-146a, while the course of disease (OR =0. 162,95%
CI. 0.081-0.264,P <0.05) and MNSI (OR =0.416,95% CI:0. 071-0. 456 ,P <0. 05 ) were the protective
factors. The sensitivity and specificity of miR-146a in predicting DPN were 83.91% and 62.12% , respec-
tively (95% CI.0. 567-0. 841, P =0.008). Conclusions The expression of miR-146a is lower in patients
with T2DM and DPN. SVC and MVC are independent risk factors for miR-146a and miR-146a is of high

value in predicting the development of DPN in patients with T2DM.
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