TARGETED BREATH BIOPSY® PROFILING OF INDUCED BIOMARKERS
UNVEILS A METABOLIC ADAPTATION IN CIRRHOSIS TOWARD ALCOHOL PRODUCTION
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metabolism in liver disease using different exogenous volatile organic compounds (EVOCs) as probes. Figure 3. Study design for evaluation of clinical hepatic metabolism. Controls and subjects with cirrhosis were asked to fast overnight. Time point Time point Time point

Breath was collected before and at different time points after ingestion of investigated compounds. Absolute quantification of analytes was

obtained by TD-GC-MS by comparison with a calibration curve. Figure 5. Breath profile of investigated compounds in subjects with cirrhosis, or cirrhosis-free controls. After an overnight fasting no
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Figure 2. Study set-up to assess hepatic metabolism of investigated compounds. Deuterated 2-butanol and 2-pentanone, together with other EVOCs & & &L & &L & _ _ _ _ _ o _ _ _ _ _
were incubated with primary hepatocytes (Hep) suspension in HiSorb vials for 2 hours at 37°C, then compounds were quantified using TD-GC-MS. Control « & %@"’6 @,}e%x Q.\a@x é@"’% @e%x XA\C,\QX é&s@% @@%x Breath proflle alterations of mvestlgated EVOCs allow discrimination of SUbJeCtS with cirrhosis from
conditions were Hep with vehicle, and substrates without Hep. + A %00‘} Y %00& P %f controls after biomarker induction.

owlstonemedical.com




