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[Abstract] Pancreatic cancer is characterized by significant drug resistance, and despite continuous advancements in
treatment regimens, the S-year survival rate of patients remains low. The nuclear factor-xB (NF-«xB) signaling pathway, frequently
mutated in tumors, has been identified as a critical factor in triggering drug resistance. Multiple studies have demonstrated that
strategies targeting NF-kB signaling transduction exhibit promising outcomes in pancreatic cancer treatment. Therefore, exploring the
relationship between the NF- B signaling pathway and drug resistance in pancreatic cancer has become a research hotspot in
pancreatic cancer treatment. This review summarizes recent advances in the relationship between NF-«B signaling pathway and tumor
drug resistance, as well as its role in pancreatic cancer treatment. Specifically, the mechanisms by which the NF-«B signaling pathway
mediates drug resistance in pancreatic cancer are elaborated from two perspectives: chemotherapy and immunotherapy, aiming to
provide insights for pancreatic cancer treatment and future research.
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Fig.1 Activation of the NF-kB signaling pathway
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Fig.2 Mechanisms of NF-kB-mediated immunotherapy drug resistance
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