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The Effect of Dihydroartemisinin on Macrophage Cells Proliferation
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ABSTRACT Objective: To investigate the effect of dihydroartemisinin (DHA) on biological behavior of mouse macrophage cell,
including cells proliferation, clone formation, cell cycle, apoptosis and migration. Methods: RAW264.7 cells were treatment with gradient
concentration of DHA. The effect of DHA on macrophage cells proliferation was detected by CCKS8. Clone formation assay was used to
evaluate the effect of DHA on macrophage cells cloning ability. Cell apoptosis and cell cycle were examined by flow cytometry. And
scratch assay was used to detect the effect of DHA on macrophage cells migration. Results: DHA significantly inhibited the proliferation
of RAW264.7 cells in a dose and time dependent manner. And moreover, DHA could also suppressed the clone formation ability of
RAW264.7 cells. The flow cytometry analysis showed that DHA treatment lead to markedly elevate the proportion of cells in GO/G1
period. The flow cytometry analysis showed that DHA significantly induce RAW264.7 cell apoptosis in a dose dependent manner.
Moreover, DHA treatment could decrease the migration capabilities of RAW264.7 cells. Conclusions: DHA treatment can suppress
RAW264.7 cells proliferation and migration. And moreover, DHA induce cell apoptosis and cell cycle GO/G1 arrest.
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Fig.3 The cell cycle was detected by flow cytometry
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