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Anti—proliferative and anti—metastatic effects of ¢urcumin on oral cancer cells CHEN Jiao—wen, TANG Ya-
ling, LIU Hong, ZHU Zhi—yu, LU Di, GENG Ning, CHEN Yu.  State Key Laboratory of Oral Diseases, Sichuan
University, Chengdu 610041, China

[Abstract]  Objective The purpose of this article is 10 examine the effect of curcumin on the proliferation and
metastasis of human tongue squamous cell /carcinoma and analyze its mechanism. Methods SCC-4 were treated with
curcumin of 0, 5, 10, 20, 30, 60, 400 wmol-L" in)24 h. MTT assay, Matrigel invasion assay, flow cytometry and flu—
orescence microscopy were used to examine the effect of curcumin on the growth and metastasis of SCC—-4. ¢DNA
microarray and RT-PCR were emplioyed to analyze the expression of genes treated by curcumin. Results The results
showed that curcumin could concentration<dependently inhibit SCC-4 cell proliferation at the concentration range from
20 to 100 pwmol -L~". Furthermore, Matrige! invasion assay indicated that curcumin can reduce SCC-4 cell invasion
under the dosage of 20, 30, 60-umol-L.7". Flow cytometry also showed that curcumin can influence the distribution of
cell cycle of SCC-4 cell with the-desage of 20, 30, 60 wmol-L™". And the dosage of 30 pmol ‘L™ curcumin could
lead to the recruitment of. alpha~tubulin. ¢DNA microarray showed that 87 genes were activated and 198 genes were
inhibited with the éffect of curcumin. These results were validated by the real time quantitative RT-PCR. Conclusion
According to the results, it suggests that curcumin has the potential as the leading compound for anti—cancer prolifer—
ation and invasion—in_oral cancer treatment, and cdc27, EGFR substrate 15, PPAR-alpha and H2A histone may play
an important_rolé. among this multiple anticancer—targeting ability.
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