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Abstract: Perfect skin regeneration is a difficult clinical problem in the process of wounding skin after burning.

Sweat glands are involed in the perfect skin regeneration. As one of the skin appendages, sweat glands play an

important role in maintaining body temperature and homeostasis. Therefore, it is of great scientific and clinical

significance to study the development and function of sweat glands. The sweat glands are derived from the

embryonic ectoderm. The current study found that its development is regulated by Wnt, Eda, Shh, Bmp and other

pathways, but the specific regulatory mechanism remains to be further explored. The function of the sweat glands is

mainly accomplished by secretory cells, namely clear cells and dark cells. These cells express a large number of ion

channels, which are involved in sweat gland development and sweat secretion. It is shown that cholinergic impulses

trigger sweat secretion in mature glands through second messengers — for example Ca’* and Na'-K'-CI°

cotransporter model, but the molecular mechanism remains to be determined. This review aims to summarize recent

progress on sweat gland development and sweat secretion, providing a basis for the study of sweat gland

regeneration during skin healing.
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