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Autophagy Mechanism of Skin Photoaging
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Abstract; With the development of society, people pay more and more attention to skin health. Skin photoaging not only af-
fects the appearance, but also is closely related to the occurrence and development of many clinical skin diseases. Therefore, the
prevention and treatment of skin photoaging has been widely used in recent years. Although great progress has been made in com-
bating UV — induced photoaging, the role of autophagy in combating photoaging remains to be elucidated. Autophagy plays a key
role in UV — induced DNA damage repair and scavenging of oxidized lipids. Therefore, autophagy may be considered as a new

pathway to protect against photoaging and skin cancer. This article elucidated the mechanisms of photoaging and autophagy and

the interplay between photoaging and autophagy.
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