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A — Y ik BICHFEERE T, T TH Y linkage N2 W0 720, ABCG2 BEREAR T2 X9 2 Jh Az
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BlToHofe. VI — MRFIZEF LIZ@MARIZER Y V7 — 26, JREBETHELRMAL T
W7D 99 A (5.3%) THY, ZDHH 37 NORAFIZIERBEE (SUA <6.0 mg/dL)
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<50% D4 >DH 7 7L —7 T CKDstage = EIZHEMN L 72 (Fig.2). ZE & L L T4,
PERI, BMI, X — A 7 A4 . eGFR THFi%& L 7=. # & ABCG2 HEHE TR /0 ¥, £ 7= 1L # & ABCG2
BEHE 100%, 75%H 7 T U —IZB T % eGFR O FE WA 20 (K T 35 B 13 8 i 6 M = JR B8 if JiE B
IE% SUA BEM CHRFHM A EEZ2RB O D - 7= (Fig. 2-a, b). #E ABCG2 HHE<50% 7
72U — |2V T, CKD stage G2 (eGFR: 60-89 mL/min/1.73 m?) C i % JE {5 M & JR % 1 i
IXIEH SUA & i L T eGFR slope 28 K & <, H EIZ eGFRIX T Z M@ L 7= (p for interaction
=0.027, Fig. 2-b).
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Fig. 2. Comparison of eGFR decline between asymptomatic hyperuricemia and normouricemia
with and without classification by ABCG2 estimation. Abbreviations: HU, asymptomatic



hyperuricemia; NU, normouricemia. (a) eGFR declines in asymptomatic hyperuricemia and
normouricemia patients without classification by estimated ABCG2 function. (b) A comparison
of eGFR decline between asymptomatic hyperuricemia and normouricemia with classification by
estimated ABCG2 function (p* for interaction = 0.027).
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Fig. 3. Changes of eGFR during the observational period.
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and age-dependent eGFR decline before and after matching
using propensity scores.
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