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Abstract: Melasma is a common acquired symmetrical hyperpigmentary disorder, which often affects the cheekbone of the face
and usually occurs in young and middle-aged women with genetic susceptibility. The disease is stubborn and seriously affects
the physical and mental health of the patients. However, the pathogenesis of melasma is still unknown, which may involve a

variety of signal molecules and pathways related to the synthesis of melanin.This article will review the signalingmolecules and

pathways involved in order to provide help for the treatment of melasma.
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New Progress of Drug Therapy For Melasma
XIA Zhi-kuan,ZHANG Jin—-xia,YANG Rong-ya
(Department of Dermatology,the Seventh Medical Center of PLA General Hospital,Beijing 100700, China)

Abstract: Melasma is a common chronic pigmented skin disease in clinic.And it usually affects young and middle-aged women

who are Fitzpatrick type III-VI skin. The etiology and nosogenesis of melasma are complex and its pathogenesy is unknown.

At present, there are many treatments. In clinic, combined therapy which includes sunscreen and drug therapy as its important

part is adopted through external and oral drugs.Tyrosinase inhibitors are mainly used to inhibit tyrosinase synthesis and

melanosomes transport to achieve therapeutic purposes.This paper wants to summarize the new research progress with the aim

to provide a road map to guide the relevant studies and prevention and treatment of melasma.

Keywords: melasma; chloasma; drug therapy; new progress;hyperpigmentation
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