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Unless the intraceliular {
concentration of fructose
becomes unusually high,
hexokinase is saturated with
and phosphorylates glucose
rather than fructose.
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| . GALACTOKINASE DEFICIENCY
| ® This causes galactosemia and
galactosuria.

® |t causes galactitol accumulation §
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CLASSIC GALACTOSEMIA

® Uridyltransferase deficiency.
® Autosomal recessive disorder (1in 23,000 bwths)

® It causes galactosemia and galactosuria, vom*ltujl

diarrhea, and jaundice.

'| ® Accumulation of galactose 1-phosphate and ;;:‘::’k

in nerve, lens, liver, and kidney tissue causes
damage, severe mental retardation, and catar: g
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