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Effect of AHA1 protein on proliferation of malignant melanoma cells
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Abstract: Objective To study the effect of AHA1 protein on the proliferation of malignant melanoma cells. Methods
After AHA1 protein overexpression of A375 cells was constructed by transfection with eukaryotic expression vector, the
proliferation, cell cycle and P21 expression were respectively detected by CCK-8 assay, flow cytometry and Western blot.
Results AHA1 overexpression inhibited proliferation, and increased G0/G1 phase cells and p21 expression. Conclusion
AHA1 overexpression may inhibit proliferation of malignant melanoma cells via upregulation of p21 protein and arrest of G1
phase cells.
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