Using exogenous volatile organic compound (EVOC)
probes to target tumour-associated aldo-keto reductase
activity: a potential tool to detect lung cancer
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Aims 3. Results and Discussion
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reliable early detection of cancer in a form that is well suited to
the type of screening programme that could dramatically
Improve cancer survival.

neoplastic tissue

and the alkanol bioproduct. High
sensitivity and broad linearity can be
observed.

Lung adenocarcinomal
dataset. TCGA-LUSC: Lung
Sqguamous Cell Carcinoma.
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Figure 8: Effect of AKR inhibitors in lung cancer cells detected using aldehydes as EVOC probes. No significant difference is observed
in the analysis of substrate abundance; however, a dose-dependent response was observed between Tolrestat and the inhibition of
alkanol and alkenol production in A549 and H460 cells treated with alkanal or alkenal 10 uM respectively (30 min). JFOO64 also inhibited
AKR activity. Different level of inhibitions are observed with this compound treatment depending on the substrate and the cell line used.
Data normalized by venhicle.

We are seeking to investigate whether AKRs can be targeted
using an exogenous volatile organic compound probe (EVOC®
Probe), the metabolism of which can be monitored on breath
using Breath Biopsy®.

Lung cancer is an area where there is significant unmet need to
improve early detection through screening of at risk
populations. Incidence and mortality in these cancers are high
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Biopsy workflow). 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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