hEEE 2R 2017 4E 7 H 4 HEE 97 45525 W] Natl Med J China, July 4,2017,Vol. 97, No.25

- 1927 -

o A 5 8 R LA

SR R (2017 Ji)

T E R RN RS2

Wit B N I 2 376 K- 488 g A A 37 07 sk g
el PRI MUAE B JE0 R 2 1B 4R B THEa 3, B 2l &
Pl E B N LT AR (R, T 2 v PR TR IILAEE )
LB AL T i DR IR LA U 18 4 Y JE ( chrronic
kidney disease, CKD) fir# WL I A AEZ — o 195 JRIR
MLAEE P Jo0 AT ) R D O I O A A ) A
Az, S B0 CKD o fil L85 04 G 5 4 A
SRR SER AR o AT i B = B X
PRI TR PR R IMLAE 236 (Y I PR B AR M . it FA1T]
P18 ' I e DR PR LA B8 A T = A AL 12
W S A Al AT A5 A 1 S o R
PRIR IMLAE 236 B9 SE B AR 75 (2017 Ji) ), AR Sl R
SR I 7 S I R 14 55 DR R LT

B = PR ER I E B R AT % 5

Bl 2805 10 2 R, A2 6 ORI R B 4540 e AR ik
A5, 155 PRIR IMUAE (hyperuricemia ) ) 95 R RFEE T} 5
R RN R R IMLAE B RO R R 8.4% ~
13.3% ") B AR PE RN 2 5 ot R e R NRE,
SRRSO v PR R IME AN {NE CKD 8 & 1Y
Thr f B DR T R A G R 0 ST A R
N MIRER TR 60 pmol/L(1 mg/dl) , ¥ T
T BRI 7%~ 119% 7 , ¥ Dy T Al ) DU 33
D149 75 i RERE B ABERA H i PR R KA
420 ~534 pumol/L(7.0 ~8.9 mg/dl) B9 ABE# & B
FIEE 7 1) e 5 38 i 2 A, T I PR R = 540 pumol/L
(9 mg/dl) (9 TR BT 4 B I 5 XU 36 28 3
MR R KB PE =420 pmol/L(7.0 mg/dl) , %tk =
360 wmol/L (6.0 mg/dl) % A= 4 H B s 1) fe 6
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B 4 F5F09 45 L BEE BBk uE T R AT R,
CKD 3 25 R R I AT 4 555 25 0 ¥ 38 % s 76
40% ~70% ", FEA R IRBR AL 9 CKD 3 ~5 3]
R H BB A PR S SR B R R IR YT B KL
Rt . CKD 3 ~4 {1 A% i R B /K V-5 7 i
60 wmol/L(1 mg/dl) ,.Cr LA FET- XS HE 1 16% | T
SHFET RN 17% 1

' R 5 7S T PR R ML ) A S L

— B R I R R AR 1 v ) EE A

AR P A SR Y5 AT 1P o« PN U M 4 Sl T
B S R M (29 600 mg/d) |, AMIEE IERS R
TEABERIRE (29100 mg/d) , 4351 24 i B KA A IR
PR = A 1) 80% F120% o TEIEFARE T RN R R
A1 200 mg, B RAAIRERZY 700 mg, Hirbr 2/3 22
B AEHEE , 173 M i 3 HE T, 5 A A D B bl T R R
o R R R INLAE Y 9 DR i PR R S sk 2L | PR R A
RGN S A 2 = B AR R
(AR I R A 5 5k (B /R 100% 3 ) ) - I ik
(98% T viis B /NG ST Br B MR ) -3 (50% 78 S2
By ) -5y i JE IR (40% ~44% 1E S3 B oy b
RO A IR, )5 6% ~ 10% B /NER g s 1 IR
TRHEH RSN L B 25 AN AL S R R By ]
B 10 PR PR HE M D e R, 350 PR IR ILE A& A o

VB R S0 DR R IALAE A AL

B/ INER I /INES T R LE - ARE R IR HE T Y T
B, 24 90% B PR IR I A AN XU & nT A7 AE
B /NER I A () BNV S ik D BB . CKD
BT B LA P 2, 41 B A,
B MG WA S A it TR 348 1o (0 PR R P A 1 22 5
JRrt LR = A 3 22 | i SPL IR A - 486 v 5 | R R e
UL 5 B NERTE L AER /NS RS 4 5 kS N ER D
BN FE, PRI AR B/ NE DR A2 P BUR IR
I AT % 430 S 349 ] SR 50T PR R K 1A s . R BR
(107 D 3 355 i 27 oA K T 25 R R v 2 A8 T,
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S5 | 7 v PR IR IALAE F) EE BEAL AR 2 —

R RTR MUAE T B0 CKD 3 Ji% 1) 40 Jfa 2R )~
HL

M B A= BEAIL I R, IR R e — 38 < W)
ISR PR BE (1 1L DR IR 2 A0 I A ER B P A A
AP AEALT) , T B A T ik 60% 11 H A& (H & i
PRIR A2 40 i A A i AP e aod 75 S 400 19 S Ak
I ERLAR D RE R ] | A AE B W A1 3R - L4 K 5K
R ARGL(RAS) BT AL S LR T B0A Bz D RERL RS | 1M
V- DL b B 1) SR A R W A, 51 & CKD Al
OB S A AR (R 1)

R FIRMRIMAE T 205 IE R AR B AL A8 B
003 89 40 LA 2 DL

Bl R E Sl L eI ]
1. AR 1 O 5 R
2. ZRRRTIRE SR 1. B/NshlkdEfe
3. N AT BE S H 2. B/NER R
4. RAE RN 3. B/hEREEL
5. RAS RGHIG 4. [a) Bt AR
6. | f At 1k 5. AMEEHG
7. AT LA e HoAb AR 2R TR
8. Hith 1. fRiEEAHE

2. JiE

3. JFHEER

4. @I

5. BRI

R PR R 435 it DR 3505 /N s Dk R B (8] BT A 2 5 |
A B R A A, 2 PR R ILAE 7T DAFs S S8 A 0L 3 R
S DIREREAT , 2B SRV /NER M iR S
R TE R, DR I R i i S
RARES 5 K 0 A B B 7= R £, S EuUm
PRz SHRERETE s RAS RGBS 5, PEREE 1B /N ER
AER/INSI K G B Dk A A R /INBRAE K, BE RS TR] ZE K
2 S TR 2T A A R N ERBE AL R
1% MIAE . BB A% 38 o 175 B /NS B 2R AR L
W, BT B, SR 4E4L ™ 7E CKD
JRE LR v R R ILAE A N B /N BRI A I
VAR T, 2 5 RD S I 45 9 A2 R ik ST e I D
RO WA /N R A L N N I
PRI AR B IGG PR AR 1 PR R s i kAR Y Rl
1 PR R INLAE 5 | 7S B O 7 A PR PR b 25 f AN 25 A, 53K
FEBEME S 95 10 AR 8, e 2 3R I B

VP PR L
BT SR

— \CKD 2 WrhrfER 73]

CKD 2 Wrbrifi [ e 2R I 75 ZH 21 ( The
Kidney Disease: Improving Global Outcomes, KDIGO)
B ] (1) BRI (B IESS H B RE 2 0 ) =3 1>
L AESOFAR SE Y B /N kB i 28 (eGFR) TR,
IR B 2 G A S BB MDA L DR Sy B AR
KA SR H); (2) eGFR < 60 ml - min~' -
(1.73 m*) "' =3 A, A 8000 B IS O gE >
CKD 1953 #12:7% KDIGO brif™"

R PRIR IMAE )12 Wb v

LR R BE 2 R 53] AR R VIR B AE R, O
FAE BT, R R o BRIR MLAE 19 7 X
a3 AR e SORRA TR 2 Lo

o PRIR IMLAE 9 AR Ak o7 s SO AR T Pl AR
% , M PRFR (B AL 420 wmol/L.(7 mg/dl) o A= FIEAF
T E > 98% 1 IR IR LA B X AETE . TS
BAEN PR IR £5 ( monosodiumurate , MSU ) [ ¥4 fift J& 24 4
380 pmol/L,4% ~5% f¥) MSU 5 Ifi 3¢ 2 1 n] 3 Pk 45
&, B, Mg MSU (985 KA FEE 2y 420 pumol /T,
(7 mg/dl)

TATIG 27 SRR ML PRI MR B o 1 2%
(B R SO R RBR INAE o TSR IR IR 2% 18 |
FR A 420 pmol/L, 224k 360 pmol/L,

AT W R UCR HIAT I 7 5 3L, BIE IE 08
RERAST AERI H 2 k& I8 iR IR 55 1 s 22 f
ek >420 wmol/L AE4s 28 4P > 360 pmol/L,

= IRPR AR 7k

05 PR 04 J7 12 A7 B A5 TR 30 Ik | g 1 R 2
BN UK O G R ) AL R AR
S5, b )AL 3R AR B vk A R VR 1 (ELAG:
Bt BRI A% (BRI HBAS R, A N i RAS 26 1Y
BEMETT Y o I PR B A P A0 i, 25 2R T
FsE , EAG 2259 T4

DO o bR R ILAE 1) 4375

HRAfE TC IR B ™ 4 BRI IR R 5 d 5 IR IR
FR R ERHEIAR DL , 25 PRI IMLAE 73 AR AL AR
J 3 42 AN A 7R PR DR I HE WA 10 AT SR
PRIZHEM >R (urinary uric acid excretion, UE,, ) FflJR
12 HE 43 % (fractional excretion of uric acid, FE, )
PR bRk R R, (1) HRF A R AL UE,, <3 600
pmol -+ d™' + (1.73 m*) "' [600 mg - d™' - (1.73
m*) '], H FE,, <5.5% , (2)4:iat £ 8. UE,, >
3600 pmol - d™' - (1.73 m*) "' [600 mg - d”' -
(.73 m*) '], H FE,, =5.5% ., (3) & & A,
UE,, >3 600 pmol + d~' -+ (1.73 m*) "' [600 mg -
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d™' - (1.73 m*) '], H FEy, <5.5% ., Hi UE,,
[pmol -+ d™" « (1.73 m*) '] = JRIR & (umol/d)/
RLWAL(1.73 m*);FE, (%) = (JRIRER x Ifil L
)/ CIMLRER x JRILET) o

TE i PRIR IMUAE 2 3, 10% ~ 25% 119 He 3%l TR
R A it 288, Z AT 5 I HEIEAS R AY, 32 %5 R A 4%
e IR DR R A K 3 R It PR R 1 m 1 s (B
REXG A VRPN L I PEB am ER B S ) SF . T
90% B WEHEMEAS B, 455 18 1 B R s A 1k %
J% (URAT1 ,GLUT9 \ABCG2 Z4%) | & I & AR 8 25
BAE TR W (BT R DCAR R R TR U 1 R il
T BLas A 2 A ) L B NER B N AE R
PR A TR AN ] B P T, B /N 3k o I /N ask e ik
R R B DS A % PR R R 8L, TS B0 PR IR
MAE 5 1717 225 7 A 12 B80T 4 25 6L (N A 2 v ) B
55 /N PR R e A v A M HEE U/ B /N B R
Hidt , S 3500 R R T+ 5 o il CKD B, BR R R HE ik 15
D22 N HEME AR LR

R pH ARSI (A

PR pH (B R Bt ) T2 18 DR R 445 i F IR 2 235
PR pH (BRI 55 98 5 0T 380 B R R 45 i 245 4 8 i, I
ALIE A PR pH (BB 7 PRGBS, TR FH 2

B A R R B ML Y7

— CKD H5 # IRR MLAE A5 7 S ]

L BB AR A o R B 1 a2l PN B, 4 A 1A
R EFEERI TS SEBEA (WL IR S R AR 2)
ZHOK R R SRR YOk R R, M
B

2. AT A i DR IR ML A OGO I A8 0 XL R
FERRAR ], A 45 ve il s B PR v I I | HEJRE |
T O TE I A S bk K O A

3. EGI RO AL IR R ) 25 ) , L 1 E 2K
FIRER IR FELEHT LS 12 /Nl KBRS 2590 |
SLLCRRN2G (RAME MR AR FENE 25 ) & O
MZ5Y) Aol AR A e ml (K 3) .

4. JEHIAL IR . IR pH 6.2 ~ 6.9 H TR
PR ERZE TR A A SRIBHE H, JR pH > 7. 0 S8 i
RN L HABRN IS A1, DA e Bl A PR B0 7 2% )
i PR pH A, I S R 2507 5. W25
FLAGRRIR SUBA IR S LA A5 70 45

5. CKD 5K IR IR 2510167 $5 A AL R R 42
(L UNEE AESP RSy 4 ) ANV & TR ey [ ih
BRI T A K

R2 CWILEYERS T

YIS
(mg/100g AJE3)
<50 LRk 2w CH & (18 Sk T 4 LT
(RIS 1), B8E HE L%

2. 528 Rl it < BE A0 Ry W A

3. TSGR W9 WS A9 S I
W5 S, EMIES FEAEEN T,
BEEHP LAY S

4RI E R B ST G b R
TN DN B AR RAEAE, KAy
BRRJE TAREERS &Y, Al o & M

5. KR RKE A KRB AR B, 80
BH

6. CBE: TRAT /K VAS R ok 22 FLRE L T e
NG

7. VAERS R AR

8. Hofh: ¥ 28 e IR S OR 7 AE ol o
WA R R A

B2

50 ~150 Lg%
(PR RE) Cx 4

AR REXEA

4. Ay A e B LG H A B
L2 NS N R

5. MBI S - AE A R 2R BT GE T

150 ~ 1000 1 H SRR E  HE m R A
(ISR ) 2. NI RER BN .0 8 B b
I 2 PRI, AR L PRV A
3. WK ikt B 4R A g fa O e T
Rvb T R s, D 5E2 MREE
4. BRI KT R S a5 5
5. Al BERERY AR, S

T DA BRI T b B B g 3 2012 B TE R

6. CKD #5315 Ik i IfLAE £ 4 4 DR TR 24 ) 114 35
FE )

(1)X%F T eGFR <30 ml * min~" + (1.73 m®) ™
A2 IBENTIRYT B CKD B, st iUl A R R A
25

() X FEI LA R CKD g, iUl i i
il R PR A= B 2454 o

(3)%F eGFR=30 ml * min ™"+ (1.73 m*) '
HAGIH B A0 CKD B35, %5 24 h JRIR R HE
R <4200 pmol/1. 73 m® , A PRI il IR B A 114 2y
Ya et R IRHEME B 2590 5 45 24 b IR IRBRHEE AR >
4200 wmol/1. 73 m? i, JU) 183k 42 10 4 bR R A= A
259 .

(4) {5 FH A2 a2 PR R HE S 245 ) iR 7 ok B oy,
FEOT ORGP, 7E SABE DT PR 1 PRUE pH R &S
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R3AGE A RIR T i 25 SR
MLl Bk R
O~ AL I | T e IS IV I R IS | I ) 0 UL

DRERPHESEIN 5 T e 2 Sk
REHEI R 2 T

NI KRR 25

WRZEK FTRIZER A SAER | SRR ||k i i

HIER A 53]

1 (FLERFIERAA )

ZefieZe L (fRH 1)

THR

R

DRI 37 T

AMEZGY: F EIRER EHHE EIRER A
AT 81 551

WY

B-3Z R BELH 1

TSR 25 UMK e 25

A SR R ERHE M 32 R PR R 8 75, PRI pHL iz 45 1
FE6.2~6.9,24 h JR R IR HEM 2R B4 5k 4 200
pmol/1. 73 m®, 2 7E JR R B2 i it %88 5+ 4 200
wmol/1. 73 m* (Y5158 T IfiL FR FR AT JC 2 3K b , I 4
I PRI A= LAY 245 1) 5 5 s/ Mg gk PR TR HE T 245 4
(7B, RIS LA DRI AE W 2590 o

(5) fuff FH 0 R iy 2 2% 28 Fe vy, BG4 T HLA-
BS5801 J [RIAGI , #4 Shy BH M , i st £ P 31 e X
B D REIR A8, ) W I 1) A KRR i AR 5 eGFR
P TERR R eGFR I8 (Y 45 38 57 & 71 1 /R R TG
BLak bR, el AR AT F Al e E PR R AR 25 ), 5
] 5 S I

(6) A PR IR AR 1l 5 (2 4 R IR HEH 245 ) .2
TRITABEMI I IR FRAKF- 355 , 7T LA ISR YT o

(7) 2 W] PRI AE 1 245 ) FNARE 3 PR R HE ik 245
BAZN IR BRI BB B IR YT IR B K- JE R IR
A A AT B PRI A AL

7. B BEPRIR 25 W) 24 5 IARGR] &2 T AR 1T, 28
W, 3 i PR R R 2 H ARSI

8. MM 245 Wy (0 A 3l 1 2% DA B s 3 B ek
UE I FR R 2 ) =

— \CKD FEi#EHT B w5 IRIR ILAE 1967

(—) BEIRFR 250167 IEHL

Tos KR A TEAE YR YT 3 D 5 R IR =
420 wmol/L [N A 25 B BRIR 25 13R 97 5 i XU 25 1.
PRI = 360 wmol/L ™ i Jij XL i 2 Il JR R = 300
pmol/L BF, B 45 T R PRER 250187 o

(=) M BRFRFEE TR E H A

H AT v A P IE 2= 2 UE 5 2 B CKD AN [R] B Bt

I FLAY JRIGHE A b, A 1 e i 804 i AU CKD
A AR R IRR <360 wmol/L; & JF ™ d i X
(1) CKD 8 (9 KA 8 MO0 42 i MU B &
YE=2 /4 ) @M R R <300 pmol/L.; HiAth
CKD B35« DA ] 10 bR PR 7 AF 0 A 3] BT % Iz 1)
TER Y, — A R R <420 wmol/L, AHEY
N 2R il 1l PR A2 < 180 pumol /L,

(=) AR5 Wnayy

O R IR TR, AR TR R A AT S , I H S Mt
T RVECIG s N, ORI PG &, 35
iz g, DL S AR R JRUE S 70 0K, UGRS3
H R % 2 000 ml DL _E 5 B A8 ] -5 v PR I 1096 AH 56
{18 LA 5 e Wz PR 3% ke 7 1T PT P o PR 1Y)
259

(19) BEIRIRZ5W1R YT

L A1 PR PR A B H 24590 < 3 ot 410 ] W - i A
T SC B , DT 400 ] PR IR 5 1. MRS A T AR RO
[, H ®r G K & H W 8 g & 1L i
( xanthineoxidase , XO ) #5131 , 7T 18 12 10 551 2 N 4 4
ATt , BELVBIr v B e | B ML 2 A Sy BRTR , DA T R A1
MBRFRAKF- o TSP

(1) SR « | M e e Ryt M Al 7 W R e
P30 5 B R | B RN S Pl 5 XO &545, A
T ] R R 8 A= B, 1B 348 J5 A XO AR, S| I
PR 2 5 R A3 A A T8 5 A1, 38 W] 2 5 I
A ISR 0 IR, O kA T P A AR AL, 1
B RN T B 5 38 5 400 ) LA R A R R Il , TR
mEE A

7 AR 2 IF R ia oy, —MROE kN &
100 mg/d , 72 W14 5] g DA I PRG35 4w o 57 52 1
R eGFR HEFTRIES , HAK WL 4 R )35 AR
T R My T3 ok A I b, 7 D e e AR
A BRARER 14 ™ o ok s ey XU, BT LA CKD
e R ) AR NI = VAS Ui SR O - O A AR = 90

R MR /NBRUE I AR 1 5 R A

120 350 mg/d
100 300 mg/d
80 250 mg/d
60 200 mg/d
40 150 mg/d
20 100 mg/d
10 100 mg/2 d
0 100 mg/3 d
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2Tl HLA-B5801 JE[A

(2) A 7]l (febuxostat) : i i 15 XO E 55 4
PESE G, I XO 35 1, 98/ PRI A A8, AT 3 AT i
PRIZAK- o 55 S L A, A w At i A= AL
PLUF RS AR TE sURR JFOE X i XO 445 9
YEF i R B2 VR T L S e i, % 30 R R
S5 IO BB AT AT A 8 5 R AR L, AR A ) A R
A ARREN 732548, R FEME XO 61500 5 /5 ra]
B, 3 5 g R — U T 24 5 A5 i W ARG W ) 1
R} 549 % 38 52 B Wk HE I, 45 % 3 3o 2 AE R B T
NUH TEHEME 2457 , PR O 2 v B D R R R AR T
kSl

HEAFE A7) 20 ~40 mg/d, QIR 2 ~4 Ji )5 1M
PRIR BEAT 35 b, ) 5 38 14 20 mg/d, f% KRR &
80 mg/d > Ifil BRER AL T4 H R 60 pmol/L L) |
A, 37 58 T Y 3 v 20 me/d, eGFR > 30 ml -
min~' + (1.73 m®) “'APARTEECR , R TR B L RE
PR BT R T S W, I mT AT ) M et et s
HLA-B 5801 K& A FH % 25 AN i 52 R T 2R B0 8
T DR IGR AR A R A 8 T A U
I ThEE . P RE A A E, TR I
W A SN

2. i PRIHEME B 254 « 8 3 4 ) PR IR Fh e
/NP1 = Bl IR AT, 388 T BRI AR A L DT ARG i
PRIZIIKF- o TR X 28 245 ) 2800 1 2 OK T
IR o AL, oA T 28 25 9 2 i R A oo A v
PP 5 PR PR IR HE M 32, 2 2R S5 2 PR R 1R HE T 3
7t 4200 pmol - d™' + (1.73 m*) "'[700 mg - ™' -
(1.73 m®) ~ B BRI IR R 456, T s s

REBELY IR DG RE, %2R BRI R
R £h FH 25 754124 1 (human urate- anion transporter,
URATI ) Fi%iZ58E 515 % 1 9 (glucose transporter 9,
GLUTO ) it o =2 v 40 i (0, 3R 48 fL il P4502C9 #%
b, /b A 68 2% A A B PAS02C19 B4k, 259
HEAED

B D) AE I H A HEFE R & 50 ~ 100 mg/d, eGFR
30~60 ml » min™" - (1.73 m’) ' FIEHENE
50 mg/d.eGFR <30 ml - min~" + (1.73 m*) ~"{HH],
B4 AL E PRI TR B R AE T o Iy IR ik
KA (2 000 ml/d RAL) |, A3 i iR e AR a2 DR R HE
5 7 [ Pl P A K 24, A PR pHL A 4 i 7
6.2 ~6. 9, LISG IR BRI i s 0 7 i A v s R U
BR pH A PR PR R HE M 32 | PR &5 i AV IA PR R G R 7
PR R B2 HE MR OR B M ik 4 200 pumol - d7' -

(1.73 m*) ',

3.0 W ALRE IR B 25 W (1) 46 It H i
(topiroxostat) : SAEAE AR & AL RAH A, i 5 15 46
FEALHLE J5 AL XO 255 7] XO 3k, w0 IR IR A=
o FCAMTIVE P BAT e, AN 52 nia) Al I 04 A i
WER) G, 125 100% MFAREE, £ 5™ 9 i BT
HEME B R 22 4 M . AR AR IR 57 5 20 mg/ IR,
2 W/ d, e RG] 80 mg/iKk,2 W/d, (2) fE i RIR
IR 25 < BRI S A TG AT AL PRI it Ry o3 1 o
BRI KR B o 1 PR 8 2R DT [AER i R PR K-
53 R A H2H A AR 2 AR RS . AR E A AL
it s RTINS 521 22 , B s A ok S 0y o B 21 IR TR S AL
Pif 3 AU A5 1 1 B PR R 48 fL 1 ( rasburicase , $i A7 37,
fit]) 3 & — WAk 4H R R %A AL [ ( PEG-uricase )
(pegloticase, X 1% ) , HATAIARAE P Erdi, 2
RN AR E AW iR Bz —, HATIE A B
Sy e iR 58 5 {1 o 20 PR IR T ) AH DG B8 -

4. HA B AT BRI 259 (1) @b
(losartan ) ; G VDU —Fh i 45 B9k 2 11 Z K Bt
), HA RO AR T VD $HRT DL a4
URATT 3% {2 2 PR 2 HE 1, 7T LA B 8 [ Ik CKD &
F M PRI, IG5 B Ik 0 (2) 44
2 FE R S 12 85 19 2 (sodium glucose transporter 2,
SGLT2) 4 i 7. B §r o 58 19 25 ¥ A K 4% 51
(canagliflozin) | 35 #% %1 ¥+ ( dapagliflozin ) 4K 1A 51| ¥
(empagliflozin ) , fyfi T3 AT AN [ #5553 ATK 1 R 2 7K
-, JEHXS 2 BURE PR BT =, AT LA T 1
FE 38T AR I D8 APRAA B 980/ IN B /N IR U
JE, B R R

() 2k KRR

CKD F8 3 21k KUK AR iRy R 25 T Bt 48 4
FRIRIT o BRAECAE IR B IRIR 25 YR YT & vl AT 15
2y, i AR IR 3 PR IRR 25 1) &t 25 1 i U2 it I o 1
T REIRIRZSHIRTT o

L WE B OOR W B B R SR T CKD 3%
SR KRR RO 259 . nlad s FR G T
WSS WL TESS ER KA SRt 2 2. G a
PERAE, AIAT AT TS, LA/ 25 ) 1) 4 B I
ERIERANG IR, . X T 2 sy™ E iy Atk &1k
T A e /N TR bR B SO, G 1 ik Tk JE A 20 ~
30 mg/d, —fBAEH] 7 ~ 10 d, B BAER G

2. dF B & 2% Pt R 25 ( nonsteroid anti-
inflammatory drugs, NSAIDs) . i T H ' #F HA1EH,
AHEFEE % NSAIDs JA 97 CKD 29 KUk AR, )
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Ah,NSAIDs A fERE T CKD 8 2 8.0 I 45 5 o XU o
H i Bk = 16 w47 H T T CKD AR 22 425 6
eGFR >60 ml - min ™' - (1.73 m*) ~' &9 W LAk
B AT AR A ] NSATDs , {H ) 38 4 4 3 33K 50 o= fiff
H;eGFR <60 ml » min~' + (1.73 m®) ~' BB ¥ /Lt
Hafifi 1 NSAIDs 254 .

3. BOKAlGE: #E 77 Ik 245 7 2058 0.5 mg/iK,
3W/d;EER 1.0 mg,1 h J5FH 0.5 me,12 h J5
2 %/d,0.5 mg/ WK, 3% 2L ] 2 2 0 2otk i R o8 4
Gefit o A7 B AL IR R S 24, a2 3 h 5
5 R JETS DO K A5 7 SR o BRI
BB RS S B A0 A ) R 0, P 24 3 A v o
iteAsfb . FOKANTE 20% 38 455 5 R DL S HE, 8
FEE D ReGR i A 2 ~ 3 A, PRI A AR i
eGFR & # 5 &, eGFR = 10 ml - min"'
(1.73 m*) "By Ui, eGFR < 10 ml + min ™" -
(1.73 m*) ~" 9l 50% o BOKANBEA Al 13 35 H1 7
W% , X T LR 7 A RIS REESZ A S8, MR ) o )
AEIEH E 1Y 50% , i SLPE i IERRIAYT B H T
Wl . BROKAEE hBE L A R A AR > 75
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