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Effects of Melatonin on the expression of p53 and ¢ - Myc in Human Os-

teosarcoma Cells
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ABSTRACT: OBJECTIVE To research the regulation of melatonin on the expression of p53 and ¢c-Myc genes in
human osteosarcoma MG63 and U2 cells. METHODS MG63 and U2 cells were cultured in vitro and treated with
4mmol * L' melatonin for 24h. The expression of p53 and ¢-Myc gene were detected by real-ime fluorescence quan—
titative PCR and western blot. RESULTS  After the treatment of melatonin the expression of p53 gene in U2 cells
increased significantly( P <0. 05) and the expression of ¢-Myc protein in MG63 and U2 cells significantly decreased
( P <0.05). CONCLUSION Melatonin may promote the apoptosis of osteosarcoma cells by up-regulating the ex—
pression of p53 gene and down-regulating the expression of ¢-Myc protein.
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The Anti — tumor Activity of Total Flavonoids from Bitter Leaf in Vitro
YE Ya-gin' LI Yong-ning' LI Xiaoden' PAN Da-en” ( 1. Fujian health college Fuzhou 350101 China;
2. Fujian Agriculture and Forestry University Fuzhou 350002 China)

ABSTRACT: OBJECTIVE To study the anti-tumor activity of total flavonoids of Bitter Leaf on esophageal cancer
cell (ECA109) . METHODS CCKS8 was used to detect the proliferation inhibitory activity of Bitter leaf total fla—
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