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Abstract: Objective To investigate factors associated with diabetic peripheral neuropathy (DPN) in pa-
tients with type 2 diabetes mellitus (T2DM) and to evaluate the adjunctive diagnostic value of serum vascular
endothelial growth factor B ( VEGF-B), asprosin and bone morphogenetic protein 5 (BMP5) for DPN.
Methods A total of 186 patients with T2DM treated at the hospital from April 2022 to October 2024 were en-
rolled and classified into a DPN group ( 86 cases) and a non-DPN group (100 cases) according to the presence
of DPN. Patients with DPN were further categorized as mild, moderate,or severe based on the Toronto Clinical
Scoring System (TCSS). Serum levels of VEGF-B,asprosin and BMP5 were compared among groups. Multi-
variate Logistic regression was used to analyze factors associated with DPN in T2DM. Receiver operating char-
acteristic (ROC) curve was plotted to assess the adjunctive diagnostic value of serum VEGF-B, asprosin and

BMP5 for DPN. Spearman correlation analysis was performed to evaluate the associations between serum
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VEGF-B,asprosin and BMP5 levels and disease severity in patients with DPN. Results Compared with the
non-DPN group.,disease duration was significantly prolonged, and the HOMA-IR index,as well as VEGF-B
and asprosin levels were significantly elevated in the DPN group (P <C0. 05),whereas BMP5 level was signifi-
cantly decreased (P <C0. 05). Prolonged disease duration, elevated HOMA-IR, and increased levels of FBG,
VEGF-B and asprosin were identified as risk factors for DPN in T2DM patients (P<(0. 05) , whereas elevated
BMP5 level was identified as a protective factor (P <C0. 05). For adjunctive diagnosis of DPN, an AUC of
0. 931 was obtained for the combination of VEGF-B,asprosin and BMP5, which was significantly greater than
the AUCs of VEGF-B alone (Z=4.065,P<0.001) ,asprosin alone (Z=3.201,P =0. 001) and BMP5 alone
(Z=12.356,P =0.019). Relative to the mild group, VEGF-B and asprosin were significantly higher (P <C
0.05) and BMP5 was significantly lower in the moderate and severe groups (P <C0. 05) ;in addition, VEGF-B
and asprosin were higher (P <{0. 05)and BMP5 was lower in the severe group than those in the moderate
group (P<C0.05). Among patients with DPN, VEGF-B and asprosin were positively correlated with disease
severity (r,=0.512 and 0. 518,both P<C0. 05) , whereas BMP5 was negatively correlated (r, =—0. 508, P<<
0. 05). Conclusion Disease duration, FBG, HOMA-IR, VEGF-B,asprosin and BMP5 were identified as factors

associated with the occurrence of DPN in patients with T2DM. Combined measurement of serum VEGF-B,as-

prosin and BMP5 provides adjunctive diagnostic value for DPN,
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Spearman AH %437 L7 VEGF-B.asprosin.BMP5 7K (pg/mL) (ng/mL) (pg/mL)
V5 DPN BEWIEREAHICYE, L P<T0.05 2% 4 DPN4L 100 241.32536.84  32.65--3.58  275. 65429, 85
SAGTEE X, DPN # 86 291.214:32.65  38.5444.02  235.84226.51
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/X" 0.438 0. 994 0.173
P 0.662 0.319 0.677
i ) s s & I BMI ¥og 2 BUN
H X R & (kg/m”) (4F) (mmol/1)
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DPN 241 86 39(45.35) 47(54. 65) 29(33.72) 57(66. 28) 23.84+2.51 8.1540. 86 5.7340. 60
t/X* 2.067 0.296 0.518 6.900 1.487
P 0.151 0.587 0. 605 <0.001 0.139
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KB, LT BMPS /K B DPN 8 2 175 12 5 384 i i
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