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The mechanism of Oroxin B in cisplatin-resistant non-small cell lung cancer cell lines
CHEN Jian, MENG Litei, WANG Jun, LI Chenwei, HU Wentao (The First Affiliated Hospital of Ningbo Univer-
sity, Ningbo 315010, Zhejiang, China)
[ Abstract]Objective To explore the anti-cancer effect of Oroxin B (OB) in cisplatin-resistant non-small cell lung
cancer cell lines and its possible molecular mechanisms. Methods Non-small cell lung cancer (NSCLC) cell lines
A549 and H1299 were used as the research objects. Stable cisplatin-resistant cell lines A549/DDP and H1299/DDP
were established by increasing the dose of cisplatin and continuously exposing the cells. A549/DDP and H1299/DDP
were treated with OB (30 umol/L) and DMSO (control group), respectively. The cell viability was detected by the cell
counting kit-8 (CCK- 8) assay. Western blot was used to detect the related expression of apoptotic proteins in NSCLC
cells. The proliferation ability of cisplatin-resistant NSCLC cell lines was detected by the colony formation assay. Re-
sults OB showed low-dose cytotoxicity. OB could inhibit the viability of cisplatin-resistant cell lines A549/DDP
and H1299/DDP. Western blot showed that OB could increase the protein expressions of B-cell lymphoma-2 gene
(Bcl-2)-associated X protein (Bax), cleaved-caspase 3 and cleaved-caspase 9 in cisplatin-resistant cell lines A549/
DDP and H1299/DDP, and decrease the protein expressions of Bcl-2, caspase 9 and caspase 3 (all P << 0.05). The col-
ony formation assay showed that OB could inhibit the cell proliferation ability in cisplatin-resistant cell lines signifi-
cantly. Conclusions OB has low-dose cytotoxicity against lung cancer cells, but can promotes the apoptosis of drug-
resistant lung cancer cells and inhibits the proliferation ability of drug-resistant cells, thereby enhancing the sensitivity
of lung cancer cells to cisplatin.
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