Matters Arising
Biopterins in arginase, dihydropteridine
reductase and phenylalanine hydroxylase
deficiency

DHPR activity is used to distinguish
between deficiency of this enzyme and PH. ' 0
These results do not support the idea that
arginine and phenylalanine inhibit DHPR
activity in subjects with arginase or PH
deficiency.
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