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[ Abstract] Objective To investigate the potent inhibitory effects of sodium aescinate on human an-
aplastic thyroid cancer cell line HTh74 and its molecular mechanism. Methods  Different concentrations of
sodium aescinate(0, 20, 40, 60, 80 wmol/L) were used to treat HTh74 cells for 48 h, and the morphologi-
cal changes of cells were observed. After treated with different concentrations of sodium aescinate (0, 20,
40, 60, 80 wmol/L) , 3-(4,5-dimethyl-2-thiazolyl ) -2 ,5-diphenyl-2-H-tetrazolium bromide ( MTT) assay was
used to detect the inhibitory effects of sodium aescinate on proliferation of HTh74 cells and cell proliferation
rate, 50% inhibitory concentration( ICy,) were calculated. After treated with different concentrations of sodi-
um aescinate(0, 5, 10, 15, 20, 25 pmol/L), Western blotting was performed to detect the expression of
protein kinase B( Akt) , phosphorylated Akt (p-Akt) and cell cycle-related proteins. Results  After trea-
ted with sodium aescinate, cells shrinked significantly in a dose dependent manner. MTT assay showed that
sodium aescinate had obvious inhibitory effect on HTh74 cell growth in a time and dose dependent manner,
when treated with 80 pwmol/L sodium aescinate for 24 h, the inhibitory effects on the cell growth had statisti-
cal significance (F=111.4,P <0.01), while treated with 40 pwmol/L for 48 h and 72 h, the cell growth
was inhibited (F =543.6,722.1,all P <0.01), and the IC5, was 69.4 pumol/L at 48 h and 32.5 pmol/L
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at 72 h. The expression of Akt, p-Akt and cyclin-dependent kinase 2 (CDK2) significantly decreased in a

dose dependent manner after treated with sodium aescinate for 48 h. Compared with untreated cells, expres-

sion of Akt and p-Akt began to decrease when treated with low concentration (5 wmol/L and 10 wmol/L) of
sodium aescinate (F =613.9,P <0.05) ,while expression of CDK2 decreased when treated with 15 wmol/L
sodium aescinate (F =208.9, 208.3, all P <0.05). But the expression of CDK1,CDK6, cyclin D and cyc-
lin E were not different among the groups (all P >0.05). Conclusion Sodium aescinate can inhibit the

proliferation of HTh74 cells, and the molecular mechanisms may be mediated by regulation of Akt, p-Akt

and CDK2.
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