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Abstract Objective: To investigate the effect of dihydroartemisinin (DHA) on the apoptosis of Fadu cells.
Method: Fadu cells were treated with DMSO or different doses of DHA for 24 or 48 h. After that, IC50 values of
DHA were calculated based on the cell viability tested via MTT assay, the cell morphology was observed, the per-
centage of apoptotic cells was analyzed with the Annexin V-FITC Apoptosis Detection Kit, and some important
regulators of apoptosis,such as Bel-2, Bel-xl, Mcl-1, Bax, and C-PARP were determined by Western blotting. Re-
sult: Certain doses of DHA significantly inhibited the proliferation and induced apoptosis of Fadu cells in a dose &
time-dependent manners. DHA also downregulated the expression of antiapoptotic proteins (Bcl-2, Bel—xl, and
Mecl-1) and upregulated the expression of proapoptotic proteins(Bax and C-PARP). Conclusion: DHA remarkably

inhibited proliferation and induction of apoptosis in Fadu cells via affecting proteins of Bel-2 family. DHA may be
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a promising drug to treat hypopharyngeal carcinoma.
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