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Abstract: As the largest organ of the human body, the cutaneous neuroendocrine system plays a pivotal role in maintaining
its health and appearance. The skin not only functions as an effector organ regulated by the central neuroendocrine system but
also autonomously produces and secretes diverse neurotransmitters and hormones. This article reviews the critical roles of the
cutaneous neuroendocrine system in physiological and pathological processes, including wound healing, pigment metabolism,
skin aging, neurogenic inflammation, and hair growth, with the aim of exploring potential therapeutic targets for related skin
disorders.
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