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Anti-melanoma SK-Mel-103 cells effect of a natural small molecule, HEP-14

LIU Fang'?, ZHONG Qin"*, WANG Xian'*, WEI Ruiran’, GUI Liming'* 'Department of Immunology, School of
Basic Medicine, ’Tissue Engineering and Stem Cell Experimental Center, Guizhou Medical University, Guiyang,
Guizhou Province, 550004 ; 3Department of Basic Medical Sciences, Clinical Medical College of Anhui Medical
University, Hefei, Anhui Province, 230031, China

[ Abstract | Objective To investigate the inhibitory effect of a natural small molecule, HEP-14, on
melanoma SK-Mel-103 cells and its underlying mechanism. Methods SK-Mel-103 cells were treated with
HEP-14 at different concentrations (2.5 ~40 pumol/L). The untreated cells were used as a control. Cell
viability and colony formation were respectively assessed using CCK-8 assay and colony formation assay. Flow
cytometry was applied to examine cell cycle and apoptosis. Transwell assay was used to evaluate cellular
mobility. Real-time RT-qPCR was used to measure the mRNA expression of CD271 and STAT3, and Western
blotting was employed to detect the protein levels of CD271, STAT3 and p-STAT3. Immunofluorescence assay
was perform to confirm the expression of CD271. Results HEP-14 significantly inhibited the growth and
colony formation of SK-Mel-103 cells (P<0.05), induced cell arrest at G2/M phase ( P<0.05), promoted
cell apoptosis (P<0.05) and suppressed cell mobility in comparison with the untreated cells. In addition,
HEP-14 treatment suppressed the phosphorylation of STAT3 (P<0.05) and down-regulated the expression of
CD271 (P<0.05) in the melanoma cell lines SK-Mel-103, SK-Mel-147 and SK-Mel-28. Conclusion

Natural small molecule HEP-14 effectively inhibits the proliferation and induces the apoptosis of melanoma

[(E€WB] EFXARPAESZ RS- SN NRBUFEE 2800 H (U812403-4) 5 5N 4 BT HE 20 K e B S 1 R0 A Gy Bl S 8%
[2019]2789 =)

[{EEEE] HEW,E-mail; guiliming@ gmc. edu. cn

2097-0927/ Copyright © 2022, FEZEZFEK2E(E =FEERY) o Xhs TFHGKBOCEBYE CC BY 47 B (https: //creativecommons. org/ licenses/by/4.0/)



http : //aammt. tmmu. edu. cn

Bl 4275 B8 K224 41,2022 ,44(23) 2393

SK-Mel-103 cells, and it suppresses the cell migration by inhibiting activation of STAT to down-regulate

CD271 expression.
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