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JUEA5 45 OB IS5 F s D RE S ) =31 A, FEEUAFEA B /D
BRUE L AR (GFR) TR, B JUE 93 127 6 A e s P AE 462 45
(i PR BG4 B8 5 1R - K A 57 %) s @GFR < 60 ml - min™ -
(173 wdy " 35 3 sl 4 3ok 34>, A sl 0 B E AL A e 4l
CKD 1) 73 31 2 % U0 4 5K Ak 15 21 20 (The Kidney
Disease: Improving Global Outcomes , KDIGO ) PR bR VR

2. HUA W12 Wi bR fE 123 2 . HUA B2 Wi bn e IE
W IREIR AT AR H 2 7R %S 18 1L /R R (serum uric acid,
SUA) 7K, I3 > 420 pmol/L, %2 PE > 357 wmol/L; %A i
B KU WA Iy JEAEAR HUAS . HUA B9 53 #1228,
AR R ICEMS IR B S dJE , B 24 h FRAGHI FR PR 2 7K
SRS, 4y 3R ARG (1) PRIRHEMEA R R
iRt < 0.48 mg-keg'-h', R W R % < 6.2 ml/min; (2)
DRIR A it Z2 A0 : JRIZHEME > 0.51 mg- kg -h', IRFRIH BR
K =6.2 ml/min; 3)IEA R JRIRHEM > 0.51 mg kg -h™', JR
PR B3 % < 6.2 ml/min

=B 4
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K GEIRAZ Ut o B o s A B, 4% 1l 4% E A TE Y L

2. FLAREBE DT W . X FEA HUA () CKD %, #1034
7 I 4 T PEA B D RE AN A R E R ARETE L, TR YT L
Tt e ] RR A R LR B D I A T AR R R R
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WG B AE IR, R R B U/ 4 B T 24 1) B IR

() BEIRIRIAYT

CKD [ # HUA ([ FRIIG T , i BUAR 9% £ 35 1 1 b
i AR G IFAE L IF R AE B T AR K 0 RN IR R K 7 G B S
Jiti o X F A R XU CKD B3, N 7E BB 48 TR
YR IT R PRI IR YT o X T JCRE R (9 £ 45 HUA 1 CKD
B, BAEIMIRER > 420 wmol/L, LM 1ML /R R > 360 pmol/L,
PR IRFRIBIT o [ PRIR — 2 25 W A 435 1 il DR 2 2 A 24
Wy O R EE A R A =] ) | £ 32F PR R HE itk 245 4 (R 78 T B A
PR EF ) W] R 45 B 2590, IR TT B I PR R 7K P SR I 4 i H A
N <360 pmol/L™, 7 17 ™ 8 i U 2 U4 il H AR < 300
pmol/LP o R FE 4 1 2 5 1 Jk 2 /K SF < 180 pumol/L™,
H B, % T JCRE IR A9 £E A7 HUA (19 CKD 3, 15 R R 1

RIR YT BB A AT 4, T B ok 1 iF — 20 B SR R W
it T B DR B2 36 7 %ot 5 O 14 2 b th T B £ e e KRR
A RCT SR AIESE ™,

1. 03] R R A i 25 ) -

(1) 1 R - 3 N HIF - D18 P i & 1 B4k % 1 XL
TRIT s QPSR AR KUE IR 1) 155 PRI I AE 119 CKD 2R3 5 3D
5 RAEMEIRBRZE A1 (835 s @ TR 1 1 bk 290 sl At
J 3 78 A T SOBOT I 4k A B A0 S DR IR R DT R L 4
£

R B A /NS AR 4, S W fin et o 40 4 59
B S50~ 100 mg, BEH 1~3 %, 2 ~ 3G E4H
300 mg, 432 ~3 WA . B IRE T B, 41 eGFR < 60
ml/min B} 51 02 2 N Ok i, E 57 i A 50 ~ 100 mg/d,
eGFR < 15 ml/min B} 2% 7

R (DB A AN RN 57 H A A
O, 2l S5 /N ORI ek BT 1M PR R AR AR I, R A N
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AN RN 4G E s RE R 2 O RER L
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A AIE X ) MR S 7 TS T RE S 4 RTBH il
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FH T IE AR 52 B e R A R 7 1Y) AR
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Mo BRI, HLA-B*5801 BH ¥ Y H 38 = B,
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FR R K AT K T 360 umol/LL , HE 35 H 4 % 80 mg,
H 1K, QFHZE, THHEEYMBLRANZmE,
1% P I REAR 4 (eGFR 30 ~ 89 ml/min) (14 f23% To 75 14
R, @XF CKD 4 XU L BE, A 2T E
AR AR AR R b A R B g A BRI ) R 20 mg,
BHI1K.

AR BEF RS & O TR LS
BTG 5T s A A Rl AN KR K A FR AT B R

AR RUE AR A T IR AR R 2 B S IS VR T
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TR0 A MR AR AR WA R, AT U g U AR AR
BN PR T I PR R W BE B A, 3 B U TR Y IR R
B0 IR TN 09 KR AR, iR IR Al
5 R B 5 5 LB OKAMBK . 76 AE A ] A IR 7 B8], 5
K AR, TCT W kR A F A YT o AR 2B 3 Y AR
OLHEA T G I A

0 v PR I IMUAE AN [R)IR YT 7 1% B R 2 Ak L
BBEGE A T Ss , 5 A2 P AH L, A w] A EA TR
BT B5RN 2 G-

2. i TR 1 HE T 225 40 < A A HE DR IR 24 ) (445 2%
TR IR AT ) AR IR BR K, 26 3R 97 T 4R R A
IR IT R R R R R 2 K OK R R Ak PR T 2
W, HEF24WRRROHERZC L8N (>3. 54
mmol ) TAT M4 R 3 DR TR 2 41 WU 1 2% FH 1 2 245 400 , 7 10t 95 i
B UIREA S H EAYY,

(1) RV 1 < FH 1 5 1 Ak % 1 e PR R INLAE o

JHBE T 5+ N B 570 5 R Bk IR 50 mg, 45 H
1 BRI . A 14 2 L) B E S H 50 ~ 100
mg. # P EREA 2B E (eGFR > 60 ml/min) JG /01
R,

AN RN : A RE BB L E AR TS R E B
B BB DI,

A IRUE X AR i AR AT B ok R . TR ) e A
F# (eGFR < 30 ml/min) KA B 45 A 1083, 210 A ] ig
M2 DL B AL I &

RS QAT W FE R R OK DU IR & R YT
WK AR5 T 1500 ~ 2000 mi/d ) , 3 HETE R % 1t
LM 16 W R 2 GV PR R 405 1 5 Q) W AT 5 T ik s @ FT B
FHEGIATR] , I 45 T B R S A SRR R 15 79, fiT F8 3 R TR
) pH FE I #E 6.2 ~ 6.9,

(2) N BRET - 2 HERE JR IR TR 7 L ml S BN R &7 7
2T A HE R TR

FHE B R G oA R TR 0.25 ¢, 1 H 2
W, JHE T B RR 05 ¢, 1 H 2 o MRAEIG IR R &
IR PR PR T 7K S ] 8 25 A, D00 DA e /N AT A A
FE NREET AN RN N I RS AT R R
1, MR B IRR 454045 5 24 eGFR < 30 ml/min I JCRE , 1
Sl . NREET B A A e A, 1 R = T 5 2R R
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AT T TR AR R IS S Bl (B R BE4T 30 min D) b A
SRR ANECE KRS RZ Bl ) Lkt g o5 AN A R
B
§ T A5
- 5 W . Y CKD R 15 3l /1> fg
N H R B 7 W 21 CKD AR 7E W eGFR IR B 11 A [R) 1, % /0
3~6 4~ F KGN 1 VIl DR R 7K o
9
;% | | EREARES B IR 20K, B H 2000 ml DL BEAL IR, TR
7 pH BIAH [l : 6.2~6.9 0
it
W | 5 FFAE BIRIT R IR YT 5 000 R R T v A 56 1 AR M R0 A A I
=1 | A T+ T T 100 megd, ZEFF 0 BE 7 300 magd;
é B I HE N B B T 2 U, eGFR < 15 ml/min I} 2%
i BN T AL
z sk T 75 10 fl L R it 40 megd , W1 b ] 51
W 80 mg/d , & v B B 41 AR 3 TC TR R R 6
y7 3
— 2 AYiRgT k?; £ RSy B < JH T AR R 45845 5 eGFR > 60 ml/min
ifi Y R, TG0 R AL F R R 50 me/d , Fe R
T F A 100 me/d, A HE 77 eGFR < 30 ml/min [ 5 45
-»iggﬂk B SR R B
g B EF - A 17K 0.25 g, 2 %/d, 1 R a3 2= 1k
0.5 g,2 ¥k/d; eGFR < 30 ml/min I 2 W5 JR 5 PR R 45
b
i
X
| |NSATDs : i FH 6 45 2 28 AL i 2 (COX-2) S, 45 5 i W R 0 R 32
2 SrakAL, W S B
P IR : eGFR 75 30~50 ml/min B 157 3 4 681 L eGFR < 30 ml/min B 287
?% W I B W SRR DR 30~35me/d , #1:3~5 d,
/7 |
B2 CKD ¥ HUA WIRYT
F2 CKD#& W8 E HUA 253 +%
JIPRERA: 18254 TR IR ERHEM 2454
CKD 433 eGFR
SN A7 FI At ST Nt &
o =90 REAFRE<100mgd RIF 1 IR A0 mg/d,s T SO my/d A LRIV R R
W ORPERIERS | R100mgd BIPEE T
AR B T RE Sk 4 TOATH ) UIE AR SR

eGFR < 60 i , HE#EA1IHt 50~100
mg/d, TR ORI

© % eGFR <304,
Lk

¢ eGFR <30 RMfiEfEl

§m%§ﬁ&

AR R

A | T LA R
MEmEESRRE |
K

1 : eGFR #1437 : ml - min™ « (1.73 m?)”!
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B /LIS FEA I T ESLE]

PRIV E AR 251

A HRFH I AR RILAE RILAE

MG S ESIG ESIEiE| RILAIE
AR TR T 254

2N TSRS YME T I  S PR BETBER [R] T, X R 4 ] RILHE

A A M AR TR

Pk

AL WG 2 BT IR RRE AR, AT

KR R I IE
R R ILHGE
WA FRH

TR FEAFAEN], AT

(7 FHIRF , FCAEZY BR800 P

(SN SO SURRT T IHE

O3 T AR 7 B REAL LU (BT
R ILHIE e FR IR HEMEAT F AT L Kk A7
RILHGE P PR A T i 53

[ FHIRE, b e M P B BB 22 00 A0, R DL
A A DR T R B A A

ROKANGR ZEE 2 PGS A TR AN AR AR A ARILARE KU IE
AT L5 LE 25 HR 1
RSN A ULAIE GRS, BB i ke 2 JUHAE RIUGE
TR DR LA A8
B A LA E AEFH RILAIE
PRI A LARE [ P, mT S S5 4 R T RE RILAIE
ik R Pt A LA E RILAIE R PRIV T2 %
2RI T

i)

B &5 TE A AR, AT R ILHE R ILAE
b REAHA Z £ X W

3. A BRI A A LA 259 . S0 $HAS (A AR B 1fl
J&, [FE BE A 1E R R HEME . o 000 B 2, ] 2 R Al v
I, F R fef FH A A PR R A 455 o

AT RN, B DUR S5 b 7T 2 25 O HOR BTG A%,
AT ) HLAT A 2 PR R HE A o P s B IUE B SR, T
2 AT AR DURR S b VT 2 259, (H T 4 B DR R 1
I

4. [ PRI 25 49 1) foff FH 4 77 78 I« CKD £ & HUA g2
TRIT R WL 2, 45 ] CKD B HUA BIHEZEIRIT 7 R 0L
%2,

(=)W EAEH

16 7 FH 6 PR T2 265 9036 97 CKD F 3% HUA i, 1 7 3 4%
25 Z 8] A ELVE FH S PR LR 3.

Zi |, HUA JE CKD &4  ERAMTUGNER AR, 7©
43 FH AL UL T T HUA KA A F CKD R EF MBS . 7
I PRS2 B T AR, 225 48 e 2L, AR 4 0 3 1) LA
BLSEHERAL TR YT, BT A, WD MBS M AN R R
N, o A RIS . AT R Rz 2R
FEAS K BE VT I RCT B 58 5 58 19 It PR 48 B 1 il 4 1t
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