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Effect and mechanism of raddeanin A on oxaliplatin-resistance

colorectal cancer cell line”
MENG Chungin ,L1U Xianyong*“
(Department of Integrated Chinese Medicine and Western Medicine ,A f filiated
Jiangning Hospital of Nanjing Medical University s Nanjing ,Jiangsu 211100,China)

[Abstract] Objective To investigate the reversal effect of raddeanin A(RA) on oxaliplatin-resistance
colorectal cancer cell line(HCT116/L-OHP) and its possible mechanism. Methods The MTT assay was used
to detect the cell proliferation;the flow cytometry (FCM) was used to detect the cellular apoptosis rate. The
expressions of caspase-3,PARP and MDR1 were tested by real-time fluorescence quantitative polymer chain
reaction(RT-PCR), and the expressions of Cleaved-caspase-3, Cleaved-PARP, P-gp, IkB-a and p65 proteins
were detected by Western blot (WB) and immunofluorescence analysis(IF). Results RA could increase the
sensitivity of HCT116/L-OHP to oxaliplatin,the IC50 value after two drugs combination was decreased from
(234.12=+6. 13) pg/mL to (140. 45+2. 25) pg/mL, the resistance reversal multiple was about 1. 67, and the
difference was statistically significant (P<Z0. 05). The flow cytometry showed that in oxaliplatin single use,
the apoptosis rate was 20. 5% , when the combination use with RA, the cell apoptosis rate was increased to
34. 4% ,and the difference was statistically significant (P <C0. 01) ;the RT-PCR and WB results showed that
the expressions of apoptosis key factors caspase-3 and PARP in the combination group were increased com-
pared with the oxaliplatin single use group,the expressions of drug-resistant protein gene MDR-1 and its cod-

ing protein P-g in the combination group were decreased compared with the oxaliplatin single use group. In ad-
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dition, the WB results also showed that the IkBa and p65 expressions in NF-kB signaling pathway in the com-

bination group were decreased compared with the single drug group. Conclusion RA can increase the sensitiv-

ity of oxaliplatin-resistance colorectal cancer cell line to oxaliplatin, which is possibly related with regulating

the NF-«kB signaling pathway and decreasing the P-gp expression.
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