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Cleavage of dietary protein by proteases from the pancreas. The peptide bonds susceptibie to hydrolysis. are
shown for each of the five major pancreatic proteases. [Note: Enteropeptidase is synthesized in the intestine.]
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Phenylbutyrate is a prodrug that is
rapidiy converted to phenylacetate,
which combines with glutamine to
torm phenylacetylglutamine. The
phenylacetyglutamine, containing two p
atoms of nitrogen, is excreted in the
urine, thus assisting in clearance of
mtrogenous waste,
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Metabolism of nitrogen in a patient
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enzyme carbamoyl phosphate
synthetase [. Treatment with
phenylbutyrate converts
nitrogenous waste to a form that
can be excreted.




