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& JR B8 ML AE ( hyperuricemia, HUA) J& ¥ 7E 3 [EH
F AR BRI PR R 2 — , W b X HUA B A=
FOGB MR, KRS8 B K
AT RY, HUA 55 I O i i 48 %< 9 LA SR XL
R 28 AL SR R RIBA LN, Hop
HUA 55 JJE45 35 5C R % U0, IR R s , & H IR & AR
AR RIS B S TR o 3 A iR A SCHR R W B A I AR R
KB T &, B /N ER U8 33 2R ( glomerular filtration rate,
GFR) B F B, 2 2 W S8 0B (g KB T . 1o
YWl HUA Wl € 5 & B JR & 4= 1 GFR R B A7 K.
HUA S 205615 19 325 K ] 68 5 i 2 19 ik H R R
TERRPEIREL B 28 55 76 B /NS N IE IR BR 1 45 &b , AT
TE A7) 27 b0 B 2H 23 A 1 5 PR IBR PR R 4k 45 i i
AP kR Pk SO AR R AR R e el
DAL, ML PR R Y T 5 55 5 400 55 5 D0 AH G, BRIBR 1 1 it
INA A RES S T B 0UH W R R FR i . AR SOE I IR
R PR PR IR AR 5 2 R A GFR A& R AT 4504 .

—. MRS EB K

L A2 I BE IR A - Akbas 451 %f - HEHC 645 fDRE IR
i R (OR DX 23 S ) A 1) A8 BT T AT 90 % B, AT
HUA (8% bR 288 IR FVEE 3 & (10, 02mg/g Cr) B
BT dE HUA B3 (8. 77mg/g Cr,P =0.027) , X
o B, YA R & 9F HUA IS5 SR 6 B A A AR 38
e

F3 50, MLPRIR T 5 3 BE T W bR 55 o 1) 3 o
Hovind %" fE P52 277 GRS W0 1 BB DR A 28
AT I B 1 BA S B 9 B, TE KGR S AR I BE U
R BOR A PR I PR R Rk R A 22
SRS 2FE XL (239.1 £61. Opwmol/L vs 209.4 =
57.8umol/L, P = 0.04), 3 H, 1l R R & A =&
100 wmol/L, X[ Lt ( hazard ratio, HR) J& 2. 37, TEBF
IERELR B TR bR 5, B 112 1 PRI A 0 bR R 1
ERLEERAGRITFEX(P=0.013), [F#I,
T 1L bR R B v 1Y 23 2 (> 249 wmol/ L B AE IF 3 il
W), KR AEAREERN 22.3% 1 3 K455
AL NWALA 9.5% (P =0.006) .
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XA A AR AL B R B ST & B, 65 I 1 A IR
I e I B8 I i A G At % s 19 B 4l HUA JR %,
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