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Molecular mechanisms of skin appendages formation and development
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[ Abstract] Skin appendages are organs derived from epidermis during embryogenesis to maintain normal
skin function. They include hair follicles, sebaceous glands, sweat glands, mammary glandsin mammals, feathersin
birds and scales in fish.Appendages on the skin surface facilitate organisms to perform specific behaviors and
protect them from pathogen invasion. The formation and development of skin appendages requires the temporal
and spatial regulation of several signaling pathways. TheWnt/p3-catenin pathway, as an initial signal, is a central hub
for skin appendage formation, which alsorequiresother downstream signaling pathways such as BMP, EDA, SHH
signaling.Overall, this review summarizes the molecular mechanismsrequired for the formation of skin appendages
during development.
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