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Relationship between Omentin-1 and diabetic peripheral
neuropathy*

Gai-jun Ning, Zheng-rong Xu, Jun Gu, Wei-dong Ren
(Department of Endocrinology, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei 075000, China)

Abstract: Objective To investigate the clinical relationship between serum Omentin-1 levels and diabetic
peripheral neuropathy (DPN) in patients with type 2 diabetes mellitus (T2DM). Methods A total of 122 patients
hospitalized from March 2017 to September 2017 were enrolled in this study, among which were 67 patients with
T2DM (Control group) and 55 patients with DPN (DPN group). Clinical characteristics were recorded. Logistic
regression model andlinear logistic analysis were performed to screen the risk factors of DPN. ROC curve was
established to analyze the diagnostic efficacy of Omentin-land its association with DPN severity. Results Levels
of Omentin-1 were downregulated significantly in the DPN group compared with control group, and was negatively
correlated with homeostatic model assessment for insulin resistance index (HOMA-IR) (» = -0.375, P = 0.000) and

glycated hemoglobin (HbAlc) (» = -0.445, P = 0.001). Multivariate logistic regression analysis results revealed
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that HbAlc [OAR =4.003, (95% CI: 1.016, 10.776)] and HOMA-IR [OAR =4.595, (95% CI: 1.709, 12.324) ] were
independent risk factors for DPN, while Omentin-1 was a protective factor of DPN [OAR =0.257, (95% CI: 0.112,
0.589) ]. ROC curve suggested that the area under the curve for Omentin-1 detecting DPN was 0.713 (95% CI:
0.622, 0.804), and the optimal cut-off value was 18.8 ng/ml with sensitivity of 69.7% and specificity of 71.8%.

Omentin-1 was negatively correlated with TCSS scores (r = -0.606, P = 0.000). Conclusions Omentin-1 is an

independent protective factor of DPN.
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1.3 @gitEmE
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characteristic, ROC ) #hk, 13 A Fif & 95% &
X E] . fF Omentin—1 5 TCSS PF4:E] A RS, R
I 9 25 OC R ST GV (a1 IH 5 R 43 A R TR DG 1
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DPN 4 (n=55) 30 (54.55) 56.84 + 16.73 3510+ 11.21 6.22+2.13 137.63 £29.84 83.19 + 15.63
XTHEZ (n=67) 39 (58.21) 52,12+ 15.21 33.21+7.89 487 +1.62 131.71 +27.52 79.47 £ 13.84
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t/x 18 2.844 4319 3.608
PH 0.005 0.000 0.000

14.09 +2.27 1.32+0.42 3.19+0.79
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12.191 0.690 1.771
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21 (38.18) 11 (20.00) 23 (41.82)
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0.220
0.896
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