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Abstract: Objective To explore the anti—tumor effects and possible mechanisms of chemically synthesized DFV—tax-
ane compounds on anaplastic thyroid cancer cells. Methods MTT assays were performed to determine the impact of the
DFV-taxane compounds on tumor cell proliferation and viability. UV spectrophotometry was used to assess cell survival af-
ter treatment with the DFV—taxane compounds. Clone formation assays were conducted to evaluate the effect of DFV-tax-
ane compounds on the proliferation ability of tumor cells. Crystal violet staining was employed to count surviving clones.
Flow cytometry was utilized to detect the effects of the novel taxanes on the cell cycle distribution of tumor cells. Results
After treatment with four different DFV—taxane compounds, the IC;, values for anaplastic thyroid cancer cell lines 8505C

and 8305C ranged between 0.5~5.5 nmol-L™". The proliferation ability of thyroid cancer cells was significantly reduced af-
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ter treatment with different DFV—taxane compounds (P<0.001). Different concentrations of DFV—taxane compounds inhibit-

ed the clone formation ability of thyroid cancer cells to varying degrees (P<0.001). The DFV-taxane compounds induced

G,/M phase cell cycle arrest (P<0.001), thereby exerting growth—inhibitory effects on thyroid cancer cells. Conclusion

Four chemically synthesized DFV—taxane compounds exhibit growth inhibition and antitumor effects on anaplastic thyroid

cancer cells.
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Fig. 1 Structures of the third generation DFV—taxane compounds
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