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Ketogenic Diet (KD) is a dietary pattern that conveys consuming high fat, We will expose a variety of cancer cell lines (HCT116 , MC38, CMT93 cells — CRC; H1299 cells — lung cancer) to increasing concentrations of BOHB (0.1-2.0 mM) in under serum starvation.

BOHB has a potential anticancer effect as both a metabolite and
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ketone metabolism in various cancer cell lines, to better understand which

types of cancer may be susceptible to KDs as a therapeutic strategy.
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HYPOTHESIS
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