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Imperatorin attenuates the proliferative activity of MKN-45 and HT-29 cells by
inhibiting the Noxs-ROS pathway
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Abstract: Objective To explore the effect of imperatorin on the Noxs-ROS oxidative stress pathway and proliferative activity in
human gastric cancer cells (MKN-45) and human colon cancer cells cells (HT-29). Methods MKN-45 and HT-29 cells were
administered with different concentrations (3, 10, 30, and 100 umol/L) of imperatorin and positive control diphenyl iodide salt chloride
(DPI), CCK8 method was used to detectcell proliferation activity, intracellular ROS level was detected by DHE fluorescent probe, and
Western blotting was used to detect the protein expressions of Nox1, Nox2, Nox3, Nox4, and Nox5. Results CCK8 assay showed
that imperatorin could concentration-dependently inhibited the proliferation activity of MKN-45 and HT-29 cells. The results of DHE
fluorescent probe assay showed that imperatorin intervention could significantly reduced the fluorescence intensity and ROS level of
MKN-45 and HT-29 cells. Western blotting results showed that administration of imperatorin could reduced the protein expression
level of Nox1, Nox2, Nox3, Nox4, and Nox5 in MKN-45, and Nox1 and Nox2 in HT-29 cells. Conclusion Imperatorincan inhibits
the proliferative activity of MKN-45 and HT-29 cells by down-regulating of Noxs-ROS pathway, and exhibits anti-tumor effects.
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Fig. 1 Imperatorin inhibited the proliferative activity of
MKN-45 and HT-29 cells ( X +s,n =6 )
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Fig. 2 Fluorescence staining images of imperatorin effected
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