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Abstract: Objective To investigate the anti-resistance effects of norcantharidin (NCTD) on cisplatin (DDP) resistance A549/DDP
cells and its reversal mechanism. Methods A549 and A549/DDP cells were used as a model for investigating the function of NCTD
and DDP in this study. CCK-8 method was used to detect the effect of NCTD on the activity of A549 and A549/DDP cells, IC;, of
DDP on A549 and A549 / DDP cells, and the effect of NCTD combined with DDP of different concentrations on DDP resistance of
A549 / DDP cells. Cell clonogenesis assay was used to detect the clonogenesis rate of A549 / DDP cells treated with NCTD, DDP
alone and the combination of NCTD and DDP; Western blotting was used to detect the expression of c-Met in A549 / DDP and A549
cells, and the effect of NCTD, DDP alone and the combination of NCTD and DDP on the expression of c-met protein in A549 / DDP
cells. Results The cell activity of the A549 and A549/DDP cells were significantly inhibited by NCTD in a dose dependent manner.
The concentration of 10 umol/L was selected to be the reversal concentration, because its maximum rate was less than 10%. The IC;,
of DDP on A549/DDP and A549 cells was 15.11 and 5.04 pmol/L respectively, the difference was statistically significant (P < 0.01);
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The expression of c-Met in A549 / DDP cells was significantly higher than that in A549 cells; After treatment with NCTD (10 pmol/
L), the IC,, of DDP on A549/DDP cells decreased from 15.11 to 8.06 pmol/L, the difference was significant (P < 0.01); Compared
with DDP alone group, the effect of NCTD combined with DDP significantly reduced the formation of A549/DDP cell clone (P <

0.01). Western blotting results showed that the combination of NCTD and DDP significantly inhibited the expression of c-met
protein in cisplatin resistant A549/DDP cells. Conclusion NCTD compared with DDP can reverse the DDPresistance of A549/DDP

cells, and its potential mechanism may be ralated to the down-regulation of c-met expression.
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40 53.82+1.89" 88.07+1.77"
80 30.18+1.43" 51.32+3.47"
160 15.94+1.96" 25.1542.60"

Hx 4L P<<0.01
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Fig.1 Up-regulation of c-met expression in A5S49/DDP cells
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