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Abstract ; Malignant melanoma is a common malignant tumor with fast increasing incidence in re-
cent years. Since ipilimumab was approved by FDA in 2011, the related research and development
of therapy in malignant melanoma has been in the front of cancer research. The mortality to inci-
dence rate ratio of malignant melanoma in China is higher than the global average,but the treat-
ment is still behind the developed countries. The artical reviews the current progress of melanoma-
related treatment, mechanism of drug resistance and the development of new immune drugs.
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