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Current situation and progress of targeted therapy and immunotherapy for melanoma
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[ Abstract] Malignant melanoma is a highly malignant tumor originating from melanocytes. Its pathogenesis is not yet clear, and it is easy to metasta—
size and spread far away. However, the treatment methods for advanced patients are limited, and the prognosis is not ideal. In recent years, with the rapid
development of tumor biology and immunology, the treatment of melanoma has ushered in a new stage, and targeted therapy and immunotherapy have

brought hope to improve the survival rate of patients with advanced melanoma. This article reviews the current situation and research progress of target—

ed, immunized and combined therapy for malignant melanoma.
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