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[Abstract] Diabetic wounds are slow to heal, which poses a challenge to the medical field. Being
vulnerable to infection, they are a major cause of amputation and even death and thus are costly. Chronic
inflammation is an important culprit of the lingering diabetic wounds. NOD-like receptor protein 3 (NLRP3) ,
apoptosis associated speck-like protein (ASC) , and aspartate-specific proteasezymogen procaspase-]
(pro-Caspase-1) , constitute an intracellular protein complex called the NLRP3 inflammasome. Activated
NLRP3 inflammasome can induce the release of pro-inflammatory factors interleukin (IL) -18 and IL-18 and

participate in a variety of inflammatory responses. The activation of the NLRP3 inflammasome is associated with
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several inflammatory diseases. It has been concluded that many factors such as microcirculation disorder of
diabetic wounds, accumulation of advanced glycation end products, oxidative stress injury, and long-term
infiltration of macrophages can influence NLRP3 inflammasome, which induce persistent inflammation of the
wounds. Therefore, solutions to the diabetic wound, such as targeting the NLRP3 inflammasome, reducing its
hyperactivation, and inhibiting its overexpression, have emerged. Based on the correlation between the
pathological changes of diabetic wounds and NLRP3 inflammasome, this article summarized the research on the
methods of reducing NLRP3 inflammasome expression to promote the healing of diabetic wounds, such as
regulating diabetic wound oxidative stress, balancing neutrophil extracellular traps (NETs)/ NLRP3
inflammasome axis, inducing macrophage M2 polarization, reducing the production of advanced glycation end
products, and enhancing autophagy. Moreover, the mechanisms of active constituents of Chinese medicine and
compound Chinese medicine prescriptions against NLRP3 inflammasome activation were analyzed. Thereby,

this paper is expected to provide new targets for diabetic wound healing and a reference for research the

mechanism of Chinese medicine in anti-inflammation and promoting healing.
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Fig. 1 NLRP3 inflammasome involved in inflammatory response

in diabetic wounds
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