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Abstract

Objective: To observe the efficacy of patients with diabetic refractory wounds treated by differ-
ent concentrations of autologous platelet-rich plasma (PRP) on the basis of vacuum sealing drainage
(VSD). Methods: Totally 117 patients with diabetic refractory wounds were included in Zhejiang Pro-
vincial People's Hospital from August 2021 to August 2023, and were randomly and evenly divided in-
to three groups. All patients received VSD treatment. On this basis, the three groups received
low-concentration (group A), medium-concentration (group B) and high-concentration (group C) PRP

treatment respectively. Results: There were significant differences in 4-week wound coverage rate and
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wound healing time among the three groups. The 4-week wound coverage rate in group B was signifi-
cantly higher than that in group A and group C (P<C0. 05), and the wound healing time was significant-
ly shorter than that in groups A and C (P<C0.05). There were significant differences in revPWAT
scores of the three groups after 2 or 4 weeks' treatment between different time-points and groups (P<<
0.05). The revPWAT scores in group B after 2 and 4 weeks of treatment were significantly lower
than those in group A and group C (P<C0.05). The levels of Toll receptor 4 (TLR4), matrix metallo-
proteinase 2 (MMP-2), transforming growth factor 1 (TGF-31), and vascular endothelial growth fac-
tor (VEGF) were obviously different between the three groups (P<C0.05). The levels of TLR4 and
MMP-2 in group B were significantly lower (P<Z0. 05) while the levels of TGF-81 and VEGF were
significantly higher as compared with those in groups A and C (P<C0.05). Conclusion: On the basis
of VSD treatment, PRP treatment with (1.40-1.79) X 10L~" concentration for diabetic refractory

wounds can inhibit the wound inflammation and promote the expressions of TGF-81 and VEGF,

thereby accelerating the wound healing.
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