Investigation of the anti-cancer properties of glycolysis inhibitor 3-Bromopyruvate (3-BP)
In combination with radiation (RT) on pancreatic cancer cell line models.
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This study aimed to investigate the combination of 3-BP and
radiation (RT) and its effect on pancreatic tumor cell death. The
study also aimed to understand the molecular mechanisms involved
in the efficacy of 3-BP and radiation-induced pancreatic cancer cell

death.
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MATERIALS & METHODS

(A) Determination of the Dose-response curve
S A through the treatment of PANC-1 and MIA PaCa-2
human pancreatic cancer cells with 5 FU (0-100

cellproliferation - |IM) and radiation (0-10 Gy).
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