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[ Abstract ] Lung cancer is the most common malignant tumor in the world with the highest incidence of deaths. In

recent years, the treatment of lung cancer has made a significant breakthrough. However, as the tumor progresses, lung cancer

cells inevitably acquire resistance and the efficacy of the treatment are greatly reduced. P21 protein plays a dual role in tumors,

which not only regulates the cell cycle, induces apoptosis, inhibits cell proliferation, but also protects cells against apoptosis and

promotes tumor cell resistance. This article reviews the research on P21 and lung cancer resistance, to provide new ideas for

individualized treatment of lung cancer and overcoming lung cancer resistance.
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Tab 1 Therole of P21 in lung cancer resistance and related mechanisms

Type of cells Type of resistance Effect of P21 Gene/Pathway interation References
A549 Cisplatin Sensitive Inc RNA HOTAIR [32]
A549 Cisplatin Sensitive MiR-224 [33]
A549 Cisplatin Sensitive MiR-33p-3b [43]
A549 Cisplatin Sensitive Annexin A2, JNK/c-Jun, p53 [34]
A549 Methotrexate Sensitive miR-200¢, P53 [35]
PCo/f14 5-fluorouracil Sensitive Rb-E2F1, p53 [36]
PC-9, H1299 Gefitinib Sensitive Cyclins-CDKs [37]
PC-9, H1975 Gefitinib Sensitive Cyclins-CDKs [39]
PC-9 Gefitinib Sensitive P53 [38]
A549 Cisplatin Resistance miR-17, miR-92, RAD21 [40]
A549 cisplatin Resistance P53 [41]
A549 Chemoresistance Resistance Nrf-2 [42]

CDK: cyclin-dependent protein; RAD21: Rad21 homolog (S. pombe).
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