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Abstract: Objective To investigate the efficacy of calcitriol combined with pancreatic kininogenase (PK)
in the treatment of diabetic peripheral neuropathy (DPN) and its effects on serum insulin-like growth factor-1
(IGF-1) and tumor necrosis factor-a ( TNF-a) levels. Methods A total of 110 DPN patients admitted and
treated in this hospital from January to December 2024 were enrolled as the study subjects. The patients were
divided into the PK group (treated with PK) and calcitriol combination group (treated with PK combined with
calcitriol) according to the random number table method,55 cases in each group. The nerve conduction veloci-
ty (NCV), neurological function [assessed by Toronto Clinical Scoring System (TCSS) ], pain degree [ as-
sessed by the Visual Analogue Scale (VAS) | and serum IGF-1 and TNF-a levels before and after treatment
were compared between the two groups. The clinical efficacies and the incidence rates of adverse reactions
were also compared between the two groups. Results After treatment,the motor and sensory NCV of median
nerve and common peroneal nerve and serum IGF-1 levels in the two groups were increased compared with
those before treatment, while the TCSS scores, VAS scores and serum TNF-a level were decreased compared
with those before treatment,and the differences were statistically significant (P <Z0. 05). After treatment,the
motor and sensory NCV of median nerve and common peroneal nerve and serum IGF-1 levels in the combina-
tion group were higher than those in the PK group,while the TCSS scores, VAS scores and serum TNF-a lev-
el were lower than those in the PK group.with statistically significant differences (P<C0. 05). The total effec-
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tive rate in the combination group was 94. 23 % , which was significantly higher than 73. 08% in the PK group
(P <C0.05). The total incidence rate of adverse reactions in the combination group was 13. 46 % , which in the
PK group was 7. 69% ,with no statistically significant difference between the two groups (P >>0. 05). Conclu-
sion Calcitriol combined with PK could effectively improve the neurological function,accelerate NCV ,allevi-

ate pain and inflammatory responses,and enhance the clinical efficacy in DPN patients without increasing the

incidence rate of adverse reactions,demonstrating certain clinical application value.
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