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Arsenic trioxide induces apoptosis in liver cancer cell HepG,
WEN Qin-sheng, LUO Jun-qging, JIAO Cheng-song (Department of Gastroenterology, Tangdu Hospital, Fourth Military Medical University, Xi’an 710038, China)

Abstract: Objective To explore the effect of arsenic trioxide ( As, 0;) on apoptosis of liver cancer cell lines HepG, . Methods  Morpholog-
cal changes and apoptosis rate of HepG, cell induced by As, O; were observed with flucrescent microscopy and flow cytometry assays. Results 24 h
after exposure to the drug, HepG, exhibited some morphologic features of apoptosis including cell shrinkage, nucleus condensation, DNA fragmenta-
tion and formation of apoptotic bodies. The apoptotic rate of HepG, was 3.1% —9.1% by fluorescent microscopy assay. The optimum concentration
of As,0; was 2 pmol/L. A typical subdiploid peak before G, phase was found with flow cytometry. Conclusion As,0; can induce apoptosis of
HepG, and mainly acts in G2/M phase, therefore, has a potential value in clinical therapy for liver cancer.
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