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Abstract
of non-Hodgkin lymphoma cell lines Raji and Jurkat. Methods: Cell Counting Kit-8 (CCK8) assay, Annexin V FITC/

PI flow cytometry, Western blotting were respectively used to detect the effect of arsenic trioxide on the proliferation,

Objective: To investigate the effect and mechanism of arsenic trioxide on the proliferation and apoptosis

apoptosis of Raji and Jurkat and the expression of apoptosis-related proteins, caspase-3, PARP, caspase-8 and
caspase-9. Results: Arsenic trioxide significantly inhibited the proliferation of Raji and Jurkat cells in concentration-de-
pendent and time-dependent manners. Arsenic trioxide induced apoptosis in Raji and Jurkat cells, even more the pro-
portion of apoptosis increased time-dependently to some extent. Arsenic trioxide increased the expression of cleaved-
caspase-3, cleaved-PARP, cleaved-caspase-9 in Raji cells ( all P <0.05), but had no significant effect on cleaved-
caspase-8. Arsenic trioxide increased the expression of cleaved-caspase-3, cleaved-PARP, cleaved-caspase-8, cleaved-
caspase-9 in Jurkat cells ( all P<0.05). Conclusion: Arsenic trioxide significantly inhibited the proliferation of Raji
cells and Jurkat cells, which was related to the induction of apoptosis, while the apoptosis of Raji cells was mild, main-
ly mediated by mitochondrial pathway, and the apoptosis of Jurkat cells was obvious, mediated by mitochondrial path-
way and death receptor pathway.
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