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[ Abstract)

gradually increasing. It is the first fatal disease of the skin. Conventional treatment methods include surgery, chemothera-

Malignant melanoma is a highly malignant tumor that often occurs in the skin, and its incidence is

py, radiotherapy, hyperthermia and immunotherapy, etc. The drugs currently used for immune and targeted therapy of ma-

lignant melanoma include cytokines, kinase inhibitors, immune checkpoint inhibitors, etc. This article reviews the appli-

cation, efficacy and safety of these drugs.
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[ Abstract]

Long non-coding RNAs (IncRNAs) is a class of non-coding RNAs that exceed 200 nucleotides in

length. The abnormal expression of some IncRNAs plays a very important role in tumor proliferation, metastasis, and

apoptosis. Small nucleolar RNA host gene 6 (SNHG6) is a IncRNA that is detected in a variety of tumor tissues. This pa-

per reviews the regulatory role and molecular mechanism of SNHG®6 in various human tumors.
[Key words] Long non-coding RNAs (IncRNAs); Small nucleolar RNA host gene 6 (SNHG6); Cancer; Biomark-

er; Molecular mechanism; Target
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