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o The objective of this investigation was to examine the plausibility of the
transcription factor NRF3"s capacity to promote lactate production in pancreatic cancer, explore the

impact of its suppression on T cells, and develop a novel treatment approach to address immune

checkpoint inhibition therapy. Unfortunately, our findings have demonstrated that NRF3 enhances the
mRNA expression but fails to augment the protein-level expression of the lactate synthase LDHA in

pancreatic cancer. This is because of the substantial expression of the LDHA protein in normal

cells. Instead, our study has uncovered a critical role of NRF3 in pancreatic cancer growth. This

unexpected outcome implies that NRF3 could serve as a fresh therapeutic target for refractory

pancreatic cancer.
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