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The mechanism of Tagitinin A anti-melanoma SK-Mel-28 cells
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( Department of Medical Genetics, School of Preclinical Medicine, Zunyi Medical University, Zunyi Guizhou
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[ Abstract] Objective To explore inhibitory effect on melanoma cells of compound Tagitinin A and the molecular
mechanism of its anticancer activity. Methods In this study, SK-Mel-28 melanoma cells were used as a model.

After treatment with different concentrations of Tagitinin A (1.25-20 wmol/L) , the cell viability and colony for-
mation ability were detected by 3-(4,5-dimethylthiazol-2-yl) -2 ,5-diphenyltetrazolium bromide ( MTT) and colo-
ny formation assay, and the changes of cell cycle and apoptosis were detected by flow cytometry. We used wound
healing assay to detect the changes in cell migration ability. DCFH-DA labeled fluorescent probe was used to de-
tect the level of reactive oxygen species (ROS) in melanoma cells, and measurement of the protein expression of
endoplasmic reticulum stress and apoptosis-related signaling pathways was performed with Western blot. Results
Compared with the control group, Tagitinin A significantly inhibited the growth and colony formation of SK-Mel-
28 cells, reduced cell migration,and arrested the cell cycle at G,/M phase. In addition, Tagitinin A increased
intracellular reactive oxygen species, increased the expression of ER stress related proteins PERK and CHOP,
increased the pro-apoptotic protein BAX, and decreased the anti-apoptotic protein Bel-2. Conclusion Tagitinin
A may suppress the proliferation and migration of melanoma SK-Mel-28 cells by inducing the accumulation of
ROS, activating ER stress signaling pathway and promoting apoptosis.
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