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Studies on the Molecular Mechanisms of Antifungal Agents in Human Cancer cells
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Antifungal agent ; Anticancer effect ; Apoptosis ; Hepatotoxicity ; Ketoconazole
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We first demonstrated that the several oral antifungal agents could induce cell cycles arrest. These agents were divided into 3 class
according to their effects: (A) Agents that induce GO/G1 phase arrest: Such as ketoconazole, fluconazole, and flucytosine. (B)
Agent that induces S phase arrest: As shown in Figure 2, low dose of ketoconazole (10 pg/mL) induce cell cycle arrest in S phase.
(C) Agent that induce G2/M phase arrest: Flow cytometry analysis demonstrated that griseofulvin may cause G2/M cell cycle arrest
in human hepatoma cell lines (Hep G2 and Hep 3B). Our preliminary data have demonstrated that the mechanisms were: (1) induce
abnormal intracellular a-tubulin stabilization (2) enhance the expression of cyclin B and cdc2 kinase activity that regulate G2/M
cell cycle arrest (3) inhibit the expression of the Wee-1, and Myt-1 protein (4) induce Bcl-2 protein hyper-phosphorylation in
drug-induced G2/M arrest cells.



