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Investigate aldo-keto reductase (AKR) activity in lung cancer cells as an initial step towards developing an
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» Assessing the impact of AKR inhibition on VOC levels in headspace samples.
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the type of screening programme that could dramatically Lung adenocarcinomal dataset. TCGA-LUSC: Lung Squamous Cell Carcinoma. Figure 8: E ect of AKR inhibitors in lung cancer cells detected using aldehydes as EVOC probes. No signi cant di erence is observed
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Time-of- ight mass spectrometry. Biopsy work ow). We are now seeking to investigate the same relationships through in vivo and ex vivo sampling to further establish
the potential to use EVOC Probes targeting AKR metabolism as a tool for early detection of lung cancer.
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