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Effects of Xiangpi Shengji Ointment on Wound Healing and Expression of mTOR
Signal Pathway Related Factors in Diabetic Cutaneous Ulcer Rats
MA Le, TANG Yaping, XIE Zhucheng, LUO Sha
( Department of Dermatology, First Affiliated Hospital of Hunan University of Traditional Chinese Medicine, Changsha 410000,
Hunan, China )

Abstract: Objective To explore the molecular mechanism of Xiangpi Shengji ointment on diabetes wound healing based on
mammalian target of rapamycin (mTOR) signal pathway. Methods Eighty rats were separated into a control group, a model
group, a matrix group (vaseline group), and an experimental group (Xiangpi Shengji ointment group) at random, with 20 rats
in each group. The model of diabetes skin ulcer (DCU) was established. After modeling, the experimental group was given 100
mg of Xiangpi Shengji ointment for external application on the wound, while the matrix group (vaseline group) was given 100
mg of vaseline for external application on the wound, once a day. The model group and control group were intervened with
physiological saline. On the 3rd, 7th, 15th, and 21st day of wound repair, the wound healing rates of rats in each group were
measured. HE staining was applied to observe pathological changes in wound tissue. Immunohistochemistry was applied to
detect microvascular density (MVD) in wound tissue. Western blot was applied to detect mTOR, eukaryotic translation initiation
factor 4E binding protein 1 (4EBP1), ribosomal protein S6 kinase 1 (S6K1), protein kinase B (Akt), and their phosphorylated
protein expression in rat wound tissue. Results On the 3rd, 7th, 15th, and 21st day of wound repair, compared with the control
group, the model group showed a decrease in wound healing rate, MVD, p-Akt/Akt, p-mTOR/mTOR, p-4EBP1/4EBP1, and
p-S6K1/S6K1 levels in the wound tissue (P<<0.05). Compared with the model group and matrix group, the experimental group
showed an increase in wound healing rate, MVD, p-Akt/Akt, p-mTOR/mTOR, p-4EBP1/4EBP1, and p-S6K1/S6K1 levels in
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wound tissue (P<<0.05). Conclusion Xiangpi Shengji ointment can activate the mTOR signaling pathway to accelerate wound

healing in DCU rats.

Keywords: Xiangpi Shengji ointment; diabetic cutaneous ulcer; mammalian target of rapamycin; wound healing
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