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[Abstract] Objective This study aimed to explore the potential of Honokiol in reversing paclitaxel resistance and to understand
its underlying mechanisms in non—-small cell lung cancer (NSCLC ). Methods Using the non—small cell lung cancer cell line A549 and
the paclitaxel-resistant cell line A549T as research subjects, A549T cells were divided into the control group, Honoliol group, Pacli-
taxel group and Honokiol+Paclitaxel group. Cells of Honoliol group and Paclitaxel group were treated with a certain concentration of
Honoliol or Paclitaxel respectively, while the cells of Honokiol+Paclitaxel group were treated with these two drugs. We assessed the ef-
fects of honokiol on Paclitaxel-resistant cell line AS49T using various methods including MTT assay, flow cytometry, cell immunofluo-
rescence assay and Western blot analysis. Results When honokiol was combined with paclitaxel to intervene with A549T cells cultured
in vitro, the cell survival rate was significantly reduced compared to the control group; after honokiol intervention with A549T cells cul-
tured in vitro, the number of cells in the G2/M phase increased, and the expression level of P—glycoprotein (P—gp) was decreased com-
pared to the control group. Conclusion Honokiol could reverse the paclitaxel resistance of A549T cells cultured in vitro, and its mecha-
nism was related to the inhibition of P—glycoprotein (P—gp) expression levels and the reduction of drug efflux.
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Figure 1 The cell survival rates and the chemical structure of Honokiol
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