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[Abstract] Malignant melanoma (MM) is a tumor produced by melanocytes in the skin and other or-

gans. Which has the characteristics of high degree of malignancy,easy local recurrence and distant metastasis,

and is poor prognosis. The treatment options for MM have undergone tremendous changes in the past decade,

but there is still lack of effective treatment methods in clinical practice, and there is no unified treatment

standard at home and abroad. In recent years,immunization and targeted therapy have become new options for

improving the prognosis of MM patients. Therefore, this article discussed the latest research results of various

immune, targeted therapy and combination therapy of MM.
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