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F-f#HT A & URAT1/SLC22A12 & 15+ 5% RHUC
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Defense medicine and urate research

Hirotaka MATSUO, Akiyoshi NAKAYAMA
J. Natl. Def. Med. Coll. (2022) 47 (4) : 220 — 228

Abstract : Defense medicine has been closely involved in the genetic analysis of dysuricemia,
including gout, hyperuricemia and hypouricemia. Three typical transporters that regulate
serum urate levels were identified through research in Self-Defense Forces. Of these, URATI/
SLC22A12 and GLUT9/SLC2A9 are causative genes of renal hypouricemia, a relatively-
common monogenic disease in Japanese, and encode urate reabsorption transporters. These
are now viewed as drug-target molecules, which has led to the recent launch of selective
inhibitors. The National Defense Medical College took a leading role in developing the world's
first Clinical Practice Guideline for Renal Hypouricemia by integrating all existing findings on
renal hypouricemia. ABCGZ/BCRP, identified as a major causative gene of gout/hyperuricemia
as a lifestyle disease, was discovered to encode a urate exporter. Research into ABCGZ2 and its
effect on the onset of gout/hyperuricemia has shown it to be more influenced by genetic factors
than by environmental factors, which opens possibilities for advances in genomic/precision
medicine. These studies and methods based on high-quality case groups and cohort populations
represent significant advances in this field. Continuing this urate research as a part of defense
medicine is anticipated to bring fruitful results not only for Self-Defense Forces personnel but
also for patients all over the world.
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