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Research progress of traditional Chinese medicine regulating PISK/Akt signaling pathway to promote
chronic wound healing
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ABSTRACT The pathogenesis of chronic wound healing is complex. It is often difficult to heal due to a long course of disease,
difficulty in treatment, and it seriously affects the quality of life in patients. The active ingredients, couplet medicinals, and
compound formulas of traditional Chinese medicine (TCM) possess unique advantages in the treatment of chronic wound healing.
The phosphatidylinositol 3-kinase/protein kinase B (PI3K/Akt) signaling pathway is extremely critical in the treatment of chronic
wound healing by regulating a series of biological processes, including cell apoptosis, angiogenesis, and inflammatory responses.
This article reviews the relevant research on the regulation of the PISK/Akt signaling pathway by TCM to promote chronic wound
healing. It has been found that the active ingredients of TCM (such as geniposide, astragaloside, and ginsenosides, etc.), and
compound formulas (such as Chonghe ointment, Huanglian ointment, Shirun shaoshang ointment, etc.) mainly reduce
inflammatory responses, promote angiogenesis, regulate cell autophagy, and accelerate wound healing by activating the PI3K/Akt
signaling pathway; at the same time, there are also a few couplet medicinals( such as Huangqi-Honghua) and compound formulas
(such as Xiangpi Shengji ointment) that exert anti-inflammatory effects by inhibiting this signaling pathway, to promote wound
healing.
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