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deaminase H PNP ﬁ
Adenine Guanine
Hypoxanthine
Xanthine
ﬂ oxidase
B— : REEEFE - Xanthine
ADP: adenosme diphosphate Xanthine
AMP: adenosine monophosphate ﬂ oxidase
APRT: adenine phosphoribosyl transferase Urate

ATP: adenosine triphosphate

GMP: guanosine monophosphate

HPRT: hypoxanthine- guanine phosphoribosyl transferase
IMP: inosine monophosphate

PNP: purine nucleotide phosphorylase.

PRPP: 5'-phosphoribosyl 1-pyrophosphate
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Uric acid is well-known for its causality of gout. Recent researches also show it relates to hypertension,
diabetes mellitus, renal disease and cardiovascular disease. Studies focused on uric acid and renal disease point
out that uric acid does increase risk of chronic kidney disease and end stage renal disease in general population.
However, in CKD group, it needs further report to see if uric acid deteriorates renal function. This article explores
relation between uric acid and renal disease in view of its metabolism, biologic characters, animal studies and

epidemiology. ( J Intern Med Taiwan 2010; 21: 197-203 )



