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1: primary hyperoxaluria type |
alanine: glyoxylate aminotransferase (AGT) deficiency
(REMBY 2VBRREIE, 772V JUFFRIULETI/ b7 X7 27—t (AGT)
RIBHE) 1 EEFAGXT
2: primary hyperoxaluria type I
D-glycerate dehydrogenase/glyoxylate reductase deficiency

(BHIMEEY 1 VBERENTR, D-7'V & v EBik&EER S 4+ 2 IVEETE R XIEIE)
E=FGRHPR

3: primary hyperoxaluria type Il
4-hydroxy-2-oxoglutarate aldolase (HOGAI) deficiency

(BHRMEEY 2 VERRENZR, 4-E FAFZ2-7 ML RIVET IV S —ERIBE !
Bz FHOGAI

4: adenine phosphoribosyltransferase (APRT) deficiency
(T7FZVRRRY RV LS YR 75—+ (APRT) XKIBAE) %703
2,8-dihydroxyadenine lithiasis
(28-YE FRFITTZUEREE) 1 BETFAPRT
5:  Lesch Nyhan syndrome (L v a1 - + A /N VEREE (HPRTE2XIEE) *3) 1 B FHPRT
6: xanthinuria type | (¥4 > F > fRIE 1 &)
xanthine dehydrogenase deficiency (%> F > 7 /N4 KOs F—+ KIBJE : BIEFXDH
7: xanthinuria type Il (FH > F >V RIENE)
combined deficiency of XDH and AO (aldehyde oxidase) (XDH&AO (7 /L7t FAF I & —
) RIBfE @ EIEZFMOCOS
8: xanthinuria type lll (¥ > F VREEME)
molybdenum cofactor deficiency (£ Y 77 > #RFXIBIE) ; triple deficiency of XDH, AO and
SO (sulfite oxidase) (XDH&AO&SO (HIL7 74 hAF L& —+) XIBE)  BEEF
MOCS1, MOCS2, GHPH

9: cystinuria (> XF VFRIE) B FSLC3A1, SLC7A9
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