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Abstract  Objective: To study the growth inhibitory effect of honokiol on human bladder cancer cell line
BIU87. Method: The experiment used cytotoxicity assays to study the effect of honokiol on BIU87's growth in dif-
ferent drug concentrations, and the time of drug treating was 24 h, 48 h, 72 h respectively. BIU87 was affected
for 24 h to study cell growth cycle on the different drug concentrations by flow cytometer. After the cells were af-
fected by different concentrations of honokiol for 72 h, we counted cloned clusters of two cell lines. Cells with flu-
orescent markers in the different drug concentrations were detected whether honokiol promoted this line to produce
oxygen radicals that could kill tumor cells. Extracting the protein of BIU87 affected by different drug concentra-
tions, we studied the cell apoptotic protein and cell signaling pathway. Result: Experimental results showed a
marked cell growth inhibitory effect of honokiol on human bladder cancer, and the data demonstrated significantly
changes of cell growth cycle. As the honokiol concentration increased, Gi and SubG; phase in cell cycle gradually
increased. There existed apparent expression of apoptosis protein (Caspase3 and PARP) in BIU87 affected by
honokiol, and CyclinD1, Cdk2, P21, P27, Bax, Bcl-2/Bcl-xI. and MAPK signaling pathway protein JNK, P38,
P42 that activated by oxygen free radicals. Conclusion: Honokiol inhibits the growth of human bladder cancer cells
BIU87 and the drug can cause cell arrest in G, and induce cell apoptosis. Through the MAPK signaling pathway
activated by oxygen free radicals, the protein JNK, P38, P42 were overexpressed achieving the effect of inhibition
on human bladder tumor growth.
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