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Analysis of mechanisms underlying homologous recombination deficiency induced by
cancer metabolism inhibition
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Aberrant tumor metabolisms, such as enhanced glycolysis and glutaminolysis
are distinctive metabolic features in solid tumors and can provide potential therapeutic targets.
However, caner metabolisms exhibit high plasticity and are often hard to regulate by merely
inhibiting a pathway. We have found that disruption of cancer metabolism can lead to cisplatin
sensitization with DNA double strand breaks (DSB) accumulation in certain cancer cell lines.
Therefore, in this research, the mechanisms of such homologous recombination deficiency-like
phenotype induced by inhibition of glutaminolysis was assessed for therapeutical application of this

synthetic lethality.
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Metabolic inhibitors that enhance cisplatin sensitivity in lung cancer cells
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