Targeted Breath Biopsy® profiling of induced biomarkers
unvells a metabolic adaptation In cirrhosis toward alcohol production
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Figure 5. Breath profile of investigated compounds in subjects with cirrhosis, or cirrhosis-free controls. After an overnight fasting no significant
differences in the investigated compounds were measured between controls and subjects with cirrhosis. Biomarkers induction via oral administration
of EVOCs induced a spike in the breath in all the subjects. Cirrhosis subjects showed higher levels of conversion of ketone to alcohol, and lower
conversion of alcohol to ketone compared to healthy controls. Ratio of Log10 (bioproduct)/Logl0 (substrate) was calculated for each time point.

The research seeks to establish the utility of exhaled breath analysis in evaluating metabolic
alterations and detecting cirrhosis, addressing a current gap in clinical understanding regarding
liver function and metabolism in liver disease using different exogenous volatile organic
compounds (EVOCs).

Figure 3. Study design for evaluation of clinical hepatic metabolism. Controls and subjects with cirrhosis were asked to fast overnight.
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.
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