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Effect of Ahal overexpression on malignant melanocyte apoptosis
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Abstract; Objective To study the role of Ahal gene in the formation of malignant melanoma. Methods

Ahal

expression in B16F10 tumor xenograft and peritumoral tissues was determined by quantitative PCR and western blot assays.

After Ahal was over-expressed in B16F10 cells by transfecting with eukaryotic expression vector, cell proliferation was

detected by CCK-8 assay, and apoptosis was detected by flow cytometry. Results Ahal expression in malignant melanoma

was significantly lower than that in peritumoral tissues. Ahal overexpression led to the stagnation of melanoma cell growth

and promoted melanoma B16F10 cells apoptosis. Conclusion Low expression of Ahal is beneficial to the formation of

malignant melanoma.
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