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o HUA JEZ O LA G I PR B AR B (FUBER- 3k (2 ROBE PR | o L O A S PF AT 18k
%) ST fal R R . HUA IRYT AT T8 B W, LURI TR 29 ik £, AEiE r e & i
F1E HUA R 22 BB HUA RG0SR . i KUE 5 HUA B4 PSR SC B0 | LA 425 11 1L DR R 7R
360 wmol/L AR, 5%k 300 wmol/L, F K IALERE . X FICAEIRAY HUA , thh T AR 43 2697 o

il

i1}

20 2 80 AE A LK, Bl 45 38 BN R A 16 K P19
AW, 5 R R IMLAE (hyperuricemia, HUA ) 1 FU% %
ETBAE | Fh S R B R AE 28 B 2 38 B 3 T A VA b
X, HUA B %5 5% ~23.5% " 3578 )7 k ik
FIKFD

HUA 598 K22 (0] 25 AR 0] 43, 9 FLR AR i 5
[ BERAE AR 25 A 1E (metabolic syndrome, MS) | & i
IMUREAE ] 0 1 B 5 O L35 0 i 4 o ) 2 57 A

VEAESR | [ AT HUA 51085505 S HAt 2
BEPIR AR SCHEA T 88 281 I AF 58 AAR (B T8
SR HUA 25 A W BR YT SR T bR S [ 8, A ik
BRI, I, AR B 2 2 N A3 b2 A o L Y
R AL [R) i 52 (e PRI LA AN KA 7 o B R AL
R IR A R HUA $24t45 5

— . HUA WA T # M e

HUA AT R R IE T s, BT
bk, B — 2 b IX 22 5%, B T AU 2855 Ko ik H X
A5 ) 301 1 PRy Al DX 905 236 5, FT RE 5 32 Ml IX AT 4
NIEZ O W fe BT 7 i BT | RSBl A R
RTINS R RGP TEHEREMRE, HUA 1856
AHFRIFER B, #mgit,20 22 80 4F KK
FEEH HUA BRHREN 2% ~18% ., 1998 4E i HUA
R 10, 1% 1752003 4E B 5T HUA R RN
13.3% 7 ;2004 4] JH 6 35 21. 8% ;2009 4F:
75 HUA BB H 16. 99% , 8¢ 6] b X 2004 4FE 4
A S 38, T LB AR R I = 2010 ARV AR
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FFF HUA G RIE 12.2% ), RSB N5
HUA HBUR3IA 13.7% , H B MR E 21% 1, 2006 4F
TUH Aotk HUA BRI 433128 (43. 6 £12.9) %
(55.7+12.4) %, H 1998 -1 Rl AL R L&
P BB AR IS 20 AR 15 % A 10 % 0

FE HUA &5 3047 10 (RIS, K 8 i 0 5 0F 4 o & 17
HUA f&3 . HUA 5 MS 2 BORE PRI | & I % O o
PN 2B IR ARG D) AH O, R i S R A
RIRBIIA fER R R

MS & — 22 AR RLAE R, & A T R
JB 5 RAHCHTA DG, MS 14 5595 e Bl 4 I AR 19 1) - o5 17
THER . YRR <360 360 ~414 420 ~474 480 ~534 |
540 ~594 F1>600 wmol/L( Vi : JRER B0 fb 27 4055 0C 5
K1 mg/d1=59. 5 wmol/ L, Z BB 1 SCHR K TR 7 {5 14
F 1 AR SR 1mg/dl=60 wmol/L HEATHLE ) I, MS (14
R K 18, 9% . 36. 0% . 40. 8% . 59. 7% .
62.0% F170.7% , 5 . % IE A" 1 bR R /KF 5
B FEARPT R A SR E R BRI R
JIRL TN | H e — g I B AR A 2 A G,
o PR P R A A

HUA J& 2 BURH PR & 2E & SR I ST fa B &R, 2
RUHE DRI & 9 KU BE 2 1 PR B2 /K S (8 T = i 3
Tt T E AT R B, HUA B R AR R
F4) JRUBSE 558 1 DR T2 1 5 5 BT 95% 1t bR i 44 0 43
BLATIR TG, B o o A A8 B AV A A 20 PR IR 43 )
BN 145% (BAE) K 39% (L) Meam AR I
FRIR 7K - 4334 H0 60 umol /L, 35 & B B9 1140 JXU G 338 i
17% "),

i PR PR 2 v I 2 9 ) ik ST e [ PR 26, 3% AT g
FEAERIR G R . PRIR S5 B 2 Ikt i it A G, e H 2
AR E Y iR B KB AN 60 pumol/LL,
ILE &R XS fE B 36 hn 139 2% — I 3 ) 52 565
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175 SRR B R R K PAE 7 JA N THE 96 umol /L,
Wk Bl 2 S48 0 2. 2 mm Hg (1 mm Hg=0. 133
kPa) o SR [R] A 25 T~ B ARG I bR 2 24 0 06 1t bk 7R 3k 3]
EHE S AT 480 = IR 5 i s T s A7 7
BRI K R,

I PR TR AT FH0ICo 0l 45 B A PR AR T, S F 0 I A5
LA RN R meta 4345 R BN
FERCIE T AFME P | e 0 AR BT ey L ] st
MAE A & 5, HUA B & 8956 0 % ( coronary heart
disease, CHD ) LA & A= KUK 4 1. 09, HUA 75 CHD
FET-R RS R 1. 16, IR ER BE3 T 60 pmol/L, 5 1E
MR AH LG, CHD FET M XU IS I 129% , Lot i
R SEETE S 0 HUA G380 A5 78 T K
%2 RS HUA F5AIC CHD 55 2 5 IR s ik A
1897 ( percutaneous coronary intervention, PCI) J& I3 2
TV T T A 4 0 A U A 06 HUA B2 0
VB M AR R & A e B T R kST fE [ R
FU0S) RRAR L PR R T LA I A e B I 3 e Bk
R LR B9 22 2 T RET) i i i e 5 H O I 4
R A RBET B R

M PR R KT T i AT 5 S0 PR R IR A s 1 1k Bk
PR R I 45 0, 3800 2 2B B Dy e S v 1 KUK, T
BFoife A2 N ERNMEZEGR N E, KEMRIE
S, BEE PR ER 3 &, 18 M B (CKD) P R R
TG Y R RN RN, AR R E T
ReLH4) T EL, i PR R 2 218 M T R il R
A TR RS SR A O R 2 T B T g
A4 B /NERDE IS R (eGFR) <60 ml + min™ + 1.73 m™
R JXUFR) JXUB: 2l B i 07 AR it bR 1 X B U
A 2R, fF HAS, X CKD 3 UL BB,
HIRYT T SRR [l ] 1) 4 Pt B A YR G il 3o [
JRIERIGITHELE CKD R, WUy O i A F 0k A

HUA 295 KUk A 1 B 3 28 19 A A0 35 Al F e BB
T L R RS 2P R AR DG T R 2 i XA
9, AT T B e A2, B 5 T Hh OGRS B D fe Az
i, Bl PRI B3 &, TR KUY R8O 5840 38 i
e (HAE R 28 HUA JEAN K i A, HA R IR R 45
A FEHUARZE ZUrb TR R e i U 3 A 0 B0 AL 2D
oy AR BRI R BR K SR T AR IR RS B,
HUA ARESER] T WU, AR i bR R 7K ~F-BE AN fiE
EIZWT WABEHEBR 2 W, V5 i PR IR ER 235 & 0 20 R A1
MLRFRIK -, 72— R DT 2 ~ 10 4 a9 A5 v, afi R
fi£>360 wmol/L A} ,87.5% (14/16) & H LR &)
PRERFR 45 i , 10 1 PR R < 360 wmol/L & H A 43. 8%

(7/16) ) HAEWFIE BRI IR R <360 pmol/L
BF R RV DG T R B B ARl 1 AR A 1k, T
JRER>360 wmol/L HE WA 6 k>, 78 3 4FHIlfi R
FEHAI] , 1R R 7K S8 5, 1 AR 5 IR KUY BB R 2R A
& s LR R 9 360 wmol/L 598 KUk VE 1Y i AH
SR ORI R R I AE 300 wmol/ L AR A ] F
S K B i

—.. HUA B2 WibsifEFn 532

FEIBR 4 HUA 920 SR - IE 5 RS R ER A
T, AERN H 2 WZS IR IR BR K- - 5 4E>420 wmol/L, %
#:>360 wmol/L,

P AN2 I HUA BB REERIRE 5 d 5, B 24 h
JRAGEIN PR PR R AKF- MR 1 PR R 7K S R PR PR R A 1
BLAT R LA =R, (1) PRIEZHEM AN R AL, JR 2 HE i <
0.48 mg - kg™« h™' JRIRIEFR#<6.2 ml/min, (2)JK
Fig A i 2 80 PR RHEE>0. 51 mg - kg™ + b JRIRTE
PR =6.2 ml/min, (3) IRA A, JR R HEHE >0. 51
mg kgfl «h! ,}7?@2/%5%$<6 2 ml/min, [ 3 JRR
TR F (Cua) = PRIRIR B34 R/ 1R R |

25 R E B DI RE T R 1R HET 4 52 , LA RLIEF 7 B 2R
(Cer) 2 1E, R P& Cua/Cer HAE X HUA 43 ®I 40T .
>10% M IRIRHA: 3 2, <5% S R B HE M AR |,
5% ~10% MIRAT,

Il R 7 25 S 7R ,90% YR & HUA J& T IR IR
HEMEA LA

= . HUA B F1 5 Bl

HUA W fa NREELHE . S i B IR — 2%
JE R A A i AT O A X T RS AR, i
WOE AP T 06 A, 30 5 A i PR IR , B2 38 HUA

T HUA S skE G T 91 4 s 2K

L ARE R ER . S E Y 2 i SN
JE VA IR R (G R MBI ) A5 2 R ot R i 7K
I o

2. BRI HUA £ 5000 1 8 AR i1 9 9 1
K A EAER A, PRI 3 ) 3 S A A T
I PRERASIN , B2 R % 31 HUA

3. e R FH AT BE R R R T = YR T R &
I 25 0) « SIS i A R B s 2 B3k T R i 1l PR R
1 U2, ANEVR SIS K RE R BRIR) AR | /N3 o B ] G
A T T IR RS B A HUA BB, R
FHBEBEIF PRI, 17 /N 82 B =] DEAR (<325 mg/d) )R
BT IR ER , AEAE A0 055 95 B B 16 T BeAS 1L
=1,

DU, HUA SB35 I AR R 9 4 i F A K T G970 s
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R MRV I T i B 5 T ey BRI 22 ol 4 S 1) A XU 3 o

lE4 IR I PR BRI 5T ) 45 WFIE4s R
Dehghan A, etal®®)  HBIBEPEBASIBFSY  >370 wmol/L 4 536 44 AR ORI 932103, SF X BE DT 10,1 4F, ILJRR>370 wmol/L # k<276
pmol/ L 35 FEME I XU 14 il 68 %
Michiel J, et all"] HIHETEBASIRESE  >381 wmol/L 4385 BIREA: TG CHD FUIKAS oo s i £ & B 177 8. 4 4B, IR 2 >381 pmol/L 5 <251

pwmol/LAL L 4%, & A CVD FlC LAE BE A9 XU 40 51 4 1. 68 (1. 24 ~2.27) Fil 1. 87

(1.12 ~ 3.13)
303 g M 3 ~ 5 W, Y BED 39 S H (6 ~46 A H) L 46 4 H AT R4 N
98.7% (IEH M PRAE4H ) ,85.8% (HUA 4H) 2 A BEMZER(P=0.002)

HIHETEAFIRRSE 55 >420 pumol/L
4>360 pmol/L

Kanbay M, et al*®)

Iseki K, et al'®! [EPEBRFIBESE  >300 pmol/L £ 6403 B ABE 2 4F A A , 5 1L IRAR <300 wmol/L FAH LY, >480 wmol/L 35 JILET . 3
PiNa
F2 ERERIMAE AR E 2
e FL B

PAUE S5 5 S B (BT L)
e R MR B TR (oK SR E )
T (A S0 sl e ) 25 A% A5

B SN R TR B A
PN IR N NG R A AT L L S B
AT U HUZ MR, A % i)

R TE G £ i

P B AR IR R <360 wmol/L( XF T4 9 KU & A
F R LR R B <300 pwmol/L) .

FHEYF YIS M IRER >420 pmol/L( B ) | >360
pmol/L( L) .

S F IS UE S 0L R /K -8 2o 1 5 1 Bl o
IEH R BRES 2R LR A & A KU (R 1) , g1l
XFF HUA A 00 A FE B P92 L L B &, W [A]
AT AR TS T T S TR PRI AT, A1 10 PR IR < 0 42
il 7E <360 pwmol/L, XFFA 9 KA AE B, W78 1
FRIR K345 01 7E 300 pmol/L VLR, LAB 1F 2 &2 & Ak
X I6Co ML A5 A 5 PR 2R BTG 0 I A8 2 56 9 HUA
H U F IR T LT MR 10 %

.. HUA 3897

(—) —MiRyr

1 A AR S AT T A 6 (R
PR | W45 iz g Fs R B 4%, AR A= 3 O 2]
At A T XA 2 (9 CHD AE i MS HE PR 9%
T I AT R v IR ) RO R, BT R R 2R
B, EEE PR IR R R R ERIT I meta
SHT R IR T R AT DL 10% ~ 18% A IfiL JR
R ) B Il PR R AIK 70 ~ 90 pumol/LE™"

(D) MERRIRE . © A 8 X HUA A A AL i
ERER R Kb &4 AR, I N LIRS o
LR 2,

(2) Z B0k, RO BRI - B H AROK & AR IIE IR 52 7E
1500 ml/d L b, 5 8F>2 000 ml/d. [RS8 A0 | 25
MRS R TS , B AR 2T R

(3) B¥fiz ol AR . & H 585 B2 12 30 30
min DA F o RS A E A o 42 o A 1 L

2. TE MHEAL R 4R pH 6.0 DL, T Ak R
W, PR pH 6.2 ~6.9 AR T IR ERERSE s fift A JR I

He o0 HIR pH>7. 0 5 T8 B BAS B Hofh 2 4%
DR s B e R VR A AG I R pHL

25 R R S AN M R BN

FIRBRIR V88 (/N IRAT) Bk 1 g, B H 3 R, i
TAGAE B A A A, TGI8 R DR AT 5 1R
W ASRN A B R 3 WA I, 4 391 O = i P T 5 ik
HLKE , I D B 67 467 350075 e 78 it 1 g 3 3 K i
JRIRBRVERT | W b e £ Mk e 250 mg, LA N IR iR
VR S A AR AL

MR R84 G 57 Shohl ¥ WK (HIEKIRHR 140 g, 4
WAIRHN 98 g, INZEME /K 2 1000 ml) : £ 10 ~30 ml, &
H 3 Uk, 0 FRAS 7 2 0 i S v | sl i 2 e 70 I0LAE

MR AN BORL . 1% 25 A 68 FH T 2 b 50 1
TR WO A XA F A B AN BE G . MR
SR T T ™ T A% 1R 6T 4 2 A (A ) g
PEUA B FR 2R 53 1 BRI

(=) BIWIRYT 5 1R R T i AH 5G4 AR S
[IIRESASASES

FEUR A il A JRE IS 2 UM DRI | 80 100 P 55 O O
it \CHD s0Ae P2 PE B 45

TSR BRI T AR DURE R S
SRR R B A [R] Bt 354 S TR R ) e R 1
YER BRI RT 4% ER B 1 18 M e

(=) JRRIR YT B8R

HUA (AT 20 IR FA T 1 G 43, At
PR XA T R A2 UL IR 1

25 11% ~49% 19 AR 35 7 M 0T 1l bR R 7
EFEAE A, BB 5347 & B 81% Il /R B2 1E # 1
BreWrR B ETE | NH A RIS T . X
PR/ RAE MR R 15 AT Re R A . (1) fESER
FE SIS BC T, MR BRAE A 5 0™ 01 SO n oy i
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RRBEERIEIT

W2 JH)J5 PR B RRIATT

—>| angny — TR R Ve TRE :

24 hiN, ARMAAESSARZEZIMI(NSAIDs). COX-2 I BOKALBRERSS A R 254 Stk I 7 B sliE ik 2%

ANFRERKKANRER (FIT) NSAIDs, ESEAGT 6 A5 JoRmRANRE NN 52 B 45 SRk c5OT] /Nt 5 Aoy A 2
e, EEAEH 6 AN H: RN, FrEiBIRIRGTT

B InFRaE e AR Y R SUA ikkR

SR : 2 FREEPE R U R

() AAE (A R B> 1 AR R I, 4k

-2 JHEL g g
- BEAEAT KBRS A L

¥
R
L
®
RERHRIR R SRR, AT
—>| BRRET [ | RREREZE: HIERE, ARiRIE
BER: LA
ZYRIT ITRIE:

- R EEIE A (2R B R IR 25 I B 2 AR, Tomefa 24)

LB REAEIRTT . EIE A SUAG
ANH 1K), KRR IKRR 2P BN

\4

= VPt R A DL R AAT

SUA 4| BH#R: SUA FAREH] H F7 <360 pmol/L; SUA<300 wmol/L 58 47 R F il KRR A AR
~BHYE AR RAETTT URAE: Fh) HUA (4K R0 R RRE /3L
LU TR ER AL B AR (R 20 0 FE )

Vi); RERAE S HUA A% 2254

T : SUA - ILFR TR ; HUA : 55 PR ML

1 R AR

HRIBIT B AR

f

WS R

R E B M

SUA>420umol/L(5)
>360umol/L (%)

VOS EFm—o e @

ERUE e

0 ML
Wy P R |
SR

4 N

WEIRRRIATT

BN ?

SUA>540 pmol/L

R EE I RS

s

420(43)/360(%&)<SUA
<540 pmol/L

(/10w 00g>m¢ X3 T/10w 09€>VNS

i

:

;

:

P.
HERE

j

___________

T SUA . IfiL IR R

B2 IRFRMALG YT B

ARG 5 (2) 75 2Pk 101 B I HE ik R R 3 in 5 (3) i A7 4
BE AR AR AERH 1R T — 2652 HUA 2, s
FHARGRFA) D8I S g PRt ot Bk R AR A 9 XLk
KA B A R

BIZ IR KU IR R B 4% i H AR AR T2 Wibn e,
R4 B 135 1 2 <360 wmol/ L, LA 4575 FR IR BA 41 Y
WA Z R, 1 H A IEHE R I AR FR <300 wmol/L K
Bl 1E A KU B A, B, R K2 Wit o, 5
SRR (=2 JH) JE I IR R IR R IGIT ; AT 75 2

MY RIGIT LR ST RIFF 4R % R BR Y6 9T, 4+ 1ML
PREGAE HARIEFPY

(V) HUA JRYT AR (1 2)

(1) BEPRFR 25 W e 4%

AT DUAR 9 HE B9 S HUA 20 18 25 49 (1) 3 1
TUE A8 IR B e 3 5 300 A R AT 245 0 i B R
H R AR5 UL 25 W6 5 4 i PR R B 245 9 R o iR
PR HEM A 25, LA 2590 43 1) S S0 B2 s s R % YR

68
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1. A0 PR R A 5 1) 24 ) - 9 s & 4 Ak it 410+ 5]
( xanthine oxidase inhibitors, XO0I) : XOI #) il /R F& & 1%,
A A5 Ry Tt R AR BRI RN I B AR P 4R
VR 4 i 3 e 00 o) e I 4 S Tl %) 3% 1 (5 3 BB
NEENA e Ay VR IEENS Pl S RS B AR LR IR ) | 1 IR IR A=

(1) S| WEERS it

T8 N IE ;DM 1 S P w4k 2 M KUa T, 454l
St R AR 280 5] B 7 R R K Al s sl 3 46 245
JEHRAEIRIT TG LA A W @Q FHFIR 7 A SR
P R R R 14 R R T B s @ T I 2 R VR PR IR R
g B @R T T 7 bk e R sl At iR 7 1k
I7 BT S Ak R LSV IRIRER VTR B 4 5

FH B 8 O/ R R R W . w1 aa R
FER 50 mg, B H 2 ~3 WK, /MR G T DLk /b L
TBIT LR BRI I, o ] AN % 7™ S fr) 1) N2 04 e A
KB ERUN , 2 ~3 FJE3 2% H 200 ~ 400 mg, 53
2 ~3 HRAT; e E NS A H T 2 600 mg, ZERF &
AR 100 ~200 mg, B H 2 ~3 K, Q@B i N
I, 4 Cer<60 ml/min, S5 W W Pt 107 9 5, 477 711 32t Ry
50 ~100 mg/d, Cer<15 ml/min 257 JLH#IG T 4% K1
HUA % F#.6 5 DINAEKR 50 mg, 5 H 1 ~3 ;6 ~ 10
% BRI 100 mg, BEH 1 ~3 W, FIEATEIE R, [H
FET E 2K IR PRI

TR IR, NN A 7 RN RN 5 T A
FHSE , 2458 f5e/INA IR 2 BB A% (1 0l PR PR SR Bm ), R o
ANHE N

AN KRN ALFE B ek % HOiRe i E
BEIHI S DT, K2 5% BEANRE %, A
R A O RS R R N ZE AR

AR SUE . X RS P ™ T D REAS A
AL & A A T BE AR A L L R LI A
AL,

U W) N W B A R AR N, R R AR AR )
TR ILA A N, f5c8 UL IR 2 R M 2 % (i FH e
FH RN S B iRe AN 4 Rl U N fa e &R . i
ROMAEEE L AR 0 1000, LR HE KA Stevens-
Johnson ZEAAE WP 3EPE SR I IRTEAN RAE | R Be P9
(PETR MR A B 1 22 0E DK 58 DA I R AR T IR
), SCHRIGE L TR 3K 20% ~25%

EL A IFFE I BH ) IR R4 FE A S 1) ™ T EE S e 5
AP (HLA ) -B * 5801 VI A ¢, M s ff % CKD 3
W1 (HLA-B * 5801 8¢ SERU Ry 12% ) 50# J2
HE T | 2% El N (HLA-B * 5801 45 o 5 [ 431 % oy
6% ~8% ) "' HLA-B = 5801 PHME#F L A& (H A

HLA-B * 5801 S5 EEPIARARAUR 2% ) , KA MU
FY R B, BRI, 2012 452 [ XUR AR 2% 4 (ACR) £
W A N THE AR AT FH ) MSERe BT, I 3% 4T HLA-B
5801 P PCR A&, 1Mij 2008 4F-F& [ & 8 X 2 28 %)
A (T P 0 W s 114 0 A S 2 i R A A %o 1
SEIRBHVE B BB AR IR AR I AR AR
FHZ5 AT PR

(2) A A

2009 4F- 36 [F £ b 24 5 WA B R (FDA) ik T
—FAYT HUA #99 X 245 —AE Aii w4t ( febuxostat,
P dh4% ULORIC) b 1i1,2013 45 Fp [ [ 5860 6 25 i W
LR (CFDA) HEMEE A I fE T i, B2
T IR S B IR SR AL B RE B A 0 B RLYA T
JETF AN SR A 2 5 RS s e 5 185 A T
3 L 40 PR IR G R AR I V7 PR R VR FE

T N UE <38 FH T KU 3 R PR R IUAE A AT
ANHERE T T AE R 1 1 PR 2 I

FH: K i - AR "l A 79 IR HEFE £ 40
mg B¢ 80 mg, &F H 1 ¥k, HEFEAE A wl b Fr A2 4 7] it
940 mg, B H 1R, W2 A, MR BRKEA AR
T 6 mg/dl (£ 360 wmol /L) , I & 14 & 80 mg,
H 1R, Q%250 JoT7s % &Y BT R i m
@z P EIIAREA 4 (Cler 30 ~ 89 ml/min) Y H#C
TR,

AR H WA B (>1/100,<1/10) &
B R R T 2Bl SR S

AR SUE A S AS F T IE A 2 G M S 2R IR TR
JrEE

TR AE A AR AR FA R RTH , 2 H BEURE R
RAERTRIEIN, 32 P Ay I R PR R 3 A, B4 40
TR IR IR ER 3 51 . R BB V67 00 A i R KR A
AR R R AR S5 AR T R 25 BRI, 72 3E A7 )
3Gy W], i KUk R, JETs b dEA /BTG YT .
Jo7 AR £ BRSO, X KA TAI LR YT .

2. SR ERHE Y 259 - A0 PR R AE B /N 1Y
F B FEE I, 30 PR IR ER A HEME | DT R A1 o PR R R
PR B | 1T % i B L DR IR 5 205 ot 1) A 8, 90 S 1Y
B, O v] A2 1 I B0 DR R Eh 5 S 0 R . T
90% LA 1) HUA ' ik R R HEM D/ i 8, 42 PR IR HE
MZE AR 2> R AR S R
PIRET . T FH sk 2 24 1y s 2 v 3 22 AR OK Rt e Ak
PRICIIZSH) . AN, 7 e 26 25 4 2 i 2200 5 DR IR
R HE B A SR 10 24 h JRIRR 19 HE L T 24
J(>3. 54 mmol ) Bl A MAPR R 45 41 W28 FH 2 259, /¢
Bz B TIREA A
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(1) 7RI R

35 I - J R MR AR M v PRIR I | o RV ST
SR A1 R s o b 25 I IR B A
20, 7T Cer>20 ml/min Y DHEEAR 2B &, X
T Cer>60 ml/min B9 A TCTF WAL, B H 50 ~ 100 mg,
T EE LT IR AR SR 6 ~ 8 d IR AR A R R, [
LR R 5H FE R SR 2R 58 T N i o) | 1 5 i P T 4
FRN IR R AR 8 BAnfE ., KIARIT 1 U E
CF#13.5 A~ H) iTLUAE s a ) %2550
& RERE RN B 25 5 T B 25 W04 B2

FH: B B RN TR 7 B3R Al 50 mg, B
H 1w, REERA, FZ5 1 ~3 B RRTkE,
TERSEIGIF R, A e 14 % DL E B F AR H 50 ~ 100
mg,

AR RN T RE L E W ANE S | B (R
R, F UL Y Re R E, AN RIE R E RN
1/17 000,

AR RAE OXF A i PR s i s . @ EE
DIet 4 (/R 5T 20 ml/min) B BA ™
HESSAMEE, @ A A REM 410 L LS 3L
WAL Ak .

TR FIIR T W ) 7 R i ROK DA R & (R
PRI OK AP T 1500 ~2 000 ml) , AR FER R
HEE, Sk S HEH R BR i 2 M7E W IR R G s 4, 7¢
FEUR 2500 R 2 J8 AT 199 17 45 T B R 00 I R
iR E TR pH FEHIAE 6.2 ~6.9 Z[H], 7 BTl
i PRV R B

(2) AT

FHVE M A1 0.25 g,1 H 2 ¥k, 1 J&J50]
HWZE1IKO0.5g,1 H2 WK, MG IRZRI L AR IR
R /KR 25 F  JRU) I DA /NG R 4 s

HREFHI . AT 5K RIS BTE] TR AR A e
M AGHEE DRSS 5]k 36 o B 11 IR R 0 24 [ R
JRFHAS i Fsf 7 P 425 5 AR K 43 (B K 2 500 ml A2
1) B TR 45 A, 0 B[] Ik R B Ak R 4k 1 25
Y., e RGN I A PR pH(E B T BE R i bR R AN R
PRERZE

AR RAE OXF A iy M 2 i s . QI E 2
RE A, R g i i R R IE &, 5% FH 41 i
BEMBUIEAZY BRI B R G i 2 B, AR
A, A IRBRZS A 0 B 8 THIX S 2IE, A
WePE LT BN RS B M R T &
SME R AEREIR AR B AS A S, 07 SR I
()47 2Pk R A, ATk FH ROk i R 4 TR 45 T Bkok
Al LA AR S BT R 257897

(3) JRIR W (uricase)

PRIR T AT AL PR R S A B 5 s il B PR 2R, A
T REAR IR FR K Y- o A 4005 Y PR IR S8 AL Tl 25
(DR 2H #5 i 25 1 R FR S8 AL Bl ( Rasburicase ) , X 44 $iAf
SEHERYERR, EHOATIE T AT 5 R Y IR R I AE
o QW Ak 4 IR IR A AL ( PEG-uricase ) , #
RS A =38 A PR o ) BRI SUA 997 &K,
FE T EHE HUA HEIR M R, 4 o012 T e 15 ik 25
BIEEE . @R KK (Pegloticase ) , —Ffi I £ — i
A PRIR TS SR, © 7 3 RO b mi7, TR kiR M
/D PRI ER 45 f B TORR, 78 WU SRATIR T B9 14 9 XL
AR R E . BT e E R BT

3. BREIRYT AR 2GR AN BB A M PR R4 ) ik
b, AT DA% B ARYT . B XOT 542 JR R HE 119 24
Wi 2, ) i H A HE PR R 25 W5t T LUAE & B 58
(FEAE R UE ) , Gn Vb e R DURRSE . G003 |
A3 DURE T LA By B2 AR XURR 5 1 PR IR - s L s
AR P M PR IR Y =y , e S VDSR40 i R A [ I | 7R RE
FEAR IR AR 5 53 81, EUPIIEST G I LR BR T e (4 18 1
O A BE A MIRIR TRE ., JEvs DURF T VR IR T
e H Y R IR P o R R LA P B i . A SRS fig A
b, T LA 35 i T

4. BEPRIRZG MRS Y  WF 58I SE R B2 B IR IR VR
7 L ] BB e P 355 S BB A 007 il XL R A0 i g
VAR LR R TA B J IRl s 300 sl

5. PRI BRI HUA H 45 32 3¢
T, et Feseb 25 BAT BT A8 B I I i F
R PR R A/ Y, A R A 1 1™ 8 A A I B~ kAl T
PIIESE

SMFEEERARBE (RURHEHF)  WRBEBE B 250

HOERHC BRI B AR AR Ak AR I Xk R S
T ERE HT0 B E R EEN L, AR H R T+
9 R OBRE RO AR Rk

2 £ X #t

(1] EAEe, M, M, 5. 2 RE BN 1%V B RS AT 0% 5 W
. PR, 2012,28:101-105.

[2] TERER], SR 225 28 I AR Vi s B v IR T8 ol i 9 XL
TARBEVITFFT. HPAE R 2%, 2011,27 :548-552.

(3] FX, FFE, BORMT, . 1o il 498 X% R IR fR A 5 18
PERRACPERFZE. TP mATIR A 243 , 2012,33:351-355.

(4] 4R5ERL, FEVTHE, 430H, 55, T PG S vl ok X IR v PR R I 9
TRV B 518 M 15 IR M 5 /. R AR P 2 WA 24 s
2011,27:561-565.

[5] Luk AJ, Simkin PA. Epidemiology of hyperuricemia and gout. Am J
Manag Care, 2005 ,11 (15 Suppl) :S435-3442.

(6] HLZ&, BNR, ToG, 4. i i 0 XOkh X 78 R R it i 5 9 X
TATHE2E R, PR A, 1998 ,2.75-78.

[7] BRAKLL, BEFPC, MRoEMs, 5. B 50T AL IX AT &5 PR R ILAE 50



rh AR P IR 2 A 2013 4F 11 45 29 #2455 11

Chin J Endocrinol Metab, November 2013, Vol. 29, No. 11

- 919 -

(8]

[9]

[10]

[11]

[12]

[13]

[14]

[16]

[17]

[18]

[19]

[20]

[24]

[25]

[27]

[28]

PUESFA TGP PR IR, 2003 ,7 :305-308.

T TR AR S bR R L AR 0 AR SC B .
I i B2 2%, 2006,6 :1083-1084.

SEOIZE, R, R0, . TLIRA o T A v PR A afn A 3
Frimsrds. PRI AR, 2012,16:436-441.

Qiu L, Cheng XQ, Wu J, et al. Prevalence of hyperuricemia and its
related risk factors in healthy adults from Northern and Northeastern
Chinese provinces. C Public Health, 2013,13 :664.

EEM, SR, L, ST A Al BT R R 1M
SE AR KR A . P SRR , 2006,22:338-341.
Zhu Y, Pandya BJ, Choi HK. Comorbidities of gout and hyperuricemia
in the US general population; NHANES 2007-2008. Am J Med, 2012,
125:679-687.

Choi HK, Ford ES. Prevalence of the metabolic syndrome in individuals
with hyperuricemia. Am J Med, 2007 ,120 :442-447.

Ishizaka N, Ishizaka Y, Toda E, et al. Association between serum uric
acid, metabolic syndrome, and carotid atherosclerosis in Japanese
individuals. Arterioscler Thromb Vasc Biol, 2005 ,25:1038-1044.
Osgood K, Krakoff J, Thearle M. Serum uric acid predicts both current
and future components of the metabolic syndrome. Metab Syndr Relat
Disord, 2013,11:157-162.

Poletto J, Harima HA, Roberta SR, et al.
hyperuricemia and associated factors:
Japanese-Brazilians. Cad Saude Publica, 2011,27.369-378.

Soans G, Murgod R. Evaluation of role of hyperuricemia as an active

Gouvea ferreira

a cross-sectional study of

component of metabolic syndrome. Int J Analyt Pharm Biomed Sci,
2012,1:65-72.

Wang T, Bi Y, Xu M, et al. Serum uric acid associates with the
incidence of type 2 diabetes in a prospective cohort of middle-aged and
elderly Chinese. Endocrine, 2011,40.:109-116.

Kodama S, Saito K, Yachi Y, et al. Association between serum uric
acid and development of type 2 diabetes. Diabetes Care, 2009, 32
1737-1742.

Bhole V, Choi JW, Kim SW, et al. Serum uric acid levels and the risk
of type 2 diabetes: a prospective study. Am J Med, 2010, 123 .957-
961.

Wiik BP, Larstorp AC, Holeggen A, et al. Serum uric acid is associated
with new-onset diabetes in hypertensive patients with left ventricular
hypertrophy : The LIFE Study. Am J Hypertens, 2010,23 .845-851.
Viazzi F, Leoncini G, Vercelli M, et al. Serum uric acid levels predict
new-onset type 2 diabetes in hospitalized patients with primary
hypertension; the MAGIC study. Diabetes Care, 2011,34.126-128.
JiaZ, Zhang X, Kang S, et al. Serum uric acid levels and incidence of
impaired fasting glucose and type 2 diabetes mellitus: A meta-analysis of
cohort studies. Diabetes Res Clin Pract, 2013,101 :88-96.

Cannon PJ, Stason WB, Demartini FE, et al. Hyperuricemia in primary
and renal hypertension. N Engl ] Med, 1966 ,275 :457-464.

Grayson PC, Kim SY, LaValley M, et al. Hyperuricemia and incident
hypertension ; a systematic review and meta-analysis. Arthritis Care Res
(Hoboken) , 2011,63 :102-110.

Viazzi F, Antolini L, Giussani M, et al. Serum uric acid and blood
pressure in children at cardiovascular risk. Pediatrics, 2013,132,€93-
€99.

Mazzali M, Hughes J, Kim YG, et al. Elevated uric acid increases
blood pressure in the rat Hovel
mechanism. Hypertension, 2001,38:1101-1106.

Toannou GN, Boyko EJ. Effects of menopause and hormone replacement

by a crystal  independent

therapy on the associations

Atherosclerosis, 2013,226;220-227.

of hyperuricemia with mortality.

[29]

[30]

[31]

[32]

[33]

[34]

[35]

[36]

[37]

[38]

[39]

[40]

[41]

[42]

[43]

[44]

[45]

[46]

[47]

[48]

Akpek M, Kaya MG, Uyarel H, et al. The association of serum uric
acid levels on coronary flow in patients with STEMI undergoing primary
PCI. Atherosclerosis, 2011,219.334-341.

Chen JH, Chuang SY. Serum uric acid level as an independent risk
factor for all-cause, cardiovascular, and ischemic stroke mortality: a
Chinese cohort study. Arthritis Rheum, 2009 ,61 ;225-232.

Kim SY, Guevara JP, Kim KM, et al. Hyperuricemia and coronary
heart disease ; a systematic review and meta-analysis. Arthritis Care Res
(Hoboken) , 2010,62 :170-180.

Stack AG, Hanley A, Casserly LF, et al. Independent and conjoint
associations of gout and hyperuricaemia with total and cardiovascular
mortality. QJM, 2013,106:647-658.

Gotsman I, Keren A, Lotan C, et al. Changes in uric acid levels and
allopurinol use in chronic heart failure; association with improved
survival. J Card Fail, 2012 ,18:694-701.

B, BRWhA:, ZEHReE, S5, R LT S I JCAE IR i IR R L AE
WA ML PR R /K VX3 LS % LU 5. vh AR I R B i A ks
2012,6.98-101.

Weir CJ, Muir SW, Walters MR, et al. Serum urate as an independent
predictor of poor outcome and future vascular events after acute
stroke. Stroke, 2003 ,34 :1951-1956.

Chiquete E, Ruiz-Sandoval JL, Murillo-Bonilla LM. Serum uric acid
and outcome after acute ischemic stroke ; PREMIER study. Cerebrovase
Dis, 2013,35:168-174.

Erdogan D, Tayyar S, Uysal BA, et al. Effects of allopurinol on
coronary microvascular and left ventricular function in patients with
idiopathic dilated cardiomyopathy. Can J Cardiol, 2012,28 .721-727.
Terawaki H, Nakayama M, Miyazawa E, et al. Effect of allopurinol on
cardiovascular incidence among hypertensive nephropathy patients; the
Gonryo study. Clin Exp Nephrol, 2013 ,17 :549-553.

Iseki K, Oshiro S, Tozawa M, et al. Significance of hyperuricemia on
the early detection of renal failure in a cohort of screened subjects. J
Hypertens Res, 2001 ,24 :691-697.

Tomita M, Mizuno S, Yamanaka H, et al. Does hyperuricemia affect
mortality? A prospective cohort study of Japanese male workers. J
Epidemiol, 2000,10:403409.
Kawashima M, Wada K, Oht H,

asymptomatic hyperuricemia and new-onset chronic kidney disease in

et al. Association between
Japanese male workers: a long-term retrospective cohort study. BMC
Nephrology, 2011,12:31-36.

Cai XL, Han XY, Ji LN. High-normal serum uric acid is associated with
albuminuria and impaired glomerular filtration rate in Chinese type 2
diabetic patients. Chin Med J (Engl) , 2011,124.:3629-3634.
TR, BT, daA PRI MLAE XS 2 BB B P R R 1) R
M. v A BE 4, 2009,9 :1008-1009.

Syrjidnen J, Mustonen J, Pasternack A, et al. Hypertriglyceridaemia
and hyperuricaemia are risk factors for of IgA
nephropathy. Nephrol Dial Transplant, 2000,15:3442.

e, BRAFSE, B, 5. R IgA BR RRIR AR PR R
[ P BRSS 4 F R 2k, 2005,6:329-331.

Ben-Dov IZ, Kark JD. Serum uric acid is a GFR-independent long-term

progression

predictor of acute and chronic renal insufficiency: the Jerusalem Lipid
Research Clinic cohort study. Nephrol Dial Transplant, 2011, 26:
2558-2566.

Iseki K, Tkemiya Y, Inoue T, et al. Significance of hyperuricemia as a
risk factor for developing ESRD in a screened cohort. Am J Kidney,
2004 ,44 :642-650.

Heras M, Fernandez-Reyes MJ, Guerrero MT, et al. Acute renal failure

predictors in elderly patients with chronic kidney disease. Nephrologia,



- 920 -

[49]

[50]

[51]

[52]

[53]

[54]

[55]

[56]

[57]

[58]

ARy AR IR 2 2013 4F 11 %529 %545 11 1 Chin J Endocrinol Metab, November 2013, Vol. 29, No. 11

2012,32.819-823.

Murea M. Advanced kidney failure and hyperuricemia. Adv Chronic
Kidney Dis, 2012,19.:419424.

Krishnan E. Reduced glomerular function and prevalence of gout:
NHANES 2009-10. PLoS One, 2012,7 :e50046.

Siu YP, Leung KT, Tong MK, et al. Use of allopurinol in slowing the
progression of renal disease through its ability to lower serum uric acid
level. Am J Kidney Dis, 2006 ,47 :51-59.

Nakaya I, Namikoshi T, Tsuruta Y, et al. Management of asymptomatic
hyperuricaemia in patients with chronic kidney disease by Japanese
nephrologists: a questionnaire survey. Nephrology ( Carlton ), 2011,
16.518-521.

Li-Yu J, Clayburne G, Sieck M, et al. Treatment of chronic gout. Can
we determine when urate stores are depleted enough to prevent attacks of
gout? J Rheumatol , 2001 ,28 :577-580.

Shoji A, Yamanaka H, Kamatani N. A retrospective study of the
relationship between serum urate level and recurrent attacks of gouty
arthritis; evidence for reduction of recurrent gouty arthritis with
antihyperuricemic therapy. Arthritis Rheum, 2004 ,51 :321-325.
Dincer HE, Dincer AP, Levinson DJ. Asymptomatic hyperuricemia: to
treat or not to treat. Cleve Clinic J Med, 2002 ,69 :594-608.

Dehghan A, van Hoek M, Sijbrands EJ, et al. High serum uric acid as
a novel risk factor for type 2 diabetes. Diabetes Care, 2008 ,31:353-
361.

Bos MJ, Koudstaal PJ, Hofman A, et al. Uric acid is a risk factor for
myocardial infarction and stroke: the Rotterdam study. Stroke, 2006,
37:1503-1507.

Kanbay M, Yilmaz MI, Sonmez A, et al. Serum uric acid independently
predicts cardiovascular events in advanced nephropathy. Am J Nephrol,
2012,36:324-331.

Singh JA, Reddy SG, Kundukulam J. Risk factors for gout and
prevention ; a systematic review of the literature. Curr Opin Rheumatol ,

2011,23:192-202.

[60]

[61]

[62]

[63]

[64]

[65]

[66]

[67]

[68]

Choi HK, Atkinson K, Karlson EW, et al. Purine-rich foods, dairy and
protein intake, and the risk of gout in men. N Engl J Med, 2004 ,350;
1093-1103.

Trinchieri A, Esposito N, Castelnuovo C. Dissolution of radiolucent
renal stones by oral alkalinization with potassium citrate/potassium
bicarbonate. Arch Ital Urol Androl, 2009 ,81:188-191.

ZEsih, TR, JOREIR M R MAE 2 0 51097 . B BRI 58 Wt
Wk, 2011,31.217-223.

Zhang W, Doherty M, Pascual E, et al. EULAR evidence based
recommendations for gout. Part I; Diagnosis. Report of a task force of
the Standing Committee for International Clinical Studies Including
Therapeutics ( ESCISIT) . Ann Rheum Dis, 2006,65:1301-1311.
Khanna D, Khanna PP, Fitzgerald JD, et al. 2012 American College of
Rheumatology guidelines for management of gout. Part 2 therapy and
antiinflammatory prophylaxis of acute gouty arthritis. Arthritis Care Res
(Hoboken) , 2012 ,64 :1447-1461.

Hershfield MS, Callaghan JT, Tassaneeyakul W, et al. Clinical
pharmacogenetics implementation consortium guidelines for human
leukocyte antigen-B genotype and allopurinol dosing. Clin Pharmacol
Ther, 2013,93:153-158.

Perez-Ruiz F, Alonso-Ruiz A, Calabozo M, Efficacy of

allopurinol and benzbromarone for the control of hyperuricaemia. A

et al.

pathogenic approach to the treatment of primary chronic gout. Ann
Rheum Dis, 1998 ,57 :545-549.

Perez-Ruiz F, Calabozo M, Pijoan JI, et al. Effect of urate-lowering
therapy on the velocity of size reduction of tophi in chronic gout.
Arthritis Rheuma, 2002 ,47 :356-360.
Masbernard A, Giudicelli CP.
benzbromarone in the management of gout and hyperuricaemia. S Afr

Med J, 1981,59.701-706.

Ten years’ experience with

(W H 491:2013-09-29)
(A SCHH - R SOHE )



