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[ Summary)
the past decade and this disease has stepped up to the second most common metabolic disease following

The prevalence of hyperuricemia (HUA) in China has been increasing rapidly during

diabetes mellitus. Different disciplinary panels have developed guidelines and consensus on hyperuricemia
and gout in respective fields. However, hyperuricemia has been well illustrated to be related to multiple
organ disorders such as kidney injuries, endocrine and metabolic abnormalities, and cardiocerebrovascular
diseases etc. A multi-disciplinary expert consensus on hyperuricemia and its related diseases will therefore
provide a more comprehensive understanding in the diagnosis and treatment of the diseases. The following
manuscript is the first consensus established by a task force including rheumatologists, nephrologists,
endocrinologists, cardiologists, neurologists, urologists and traditional Chinese medicine experts. This

consensus aims at promoting multi-disciplinary collaboration and providing guidelines in clinical practice for

general practitioners, doctors from different disciplines at different levels.
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Bi FAYT i ML PRI 7K BP0 B R SRS RN, kA
ARG . 2ERMEICE ST ~2 AR, &8 iR)T
BORAER , RT25 R OC T T PN 3 S J A5on B g 3R ik 4 4
WANEE M.

(4)B25iR YT : NSAIDs FK/K Al B 5 Bz BT 38 36 97
RMETR PR 2R R, 0 Y A LR A AR AT,
AL TL-1 SZ AR ay T
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WA, T2 NI B R AR SR IR YT e 2R LA BT, A
BT b9 5 e 24 O B O i G 3 R R, ST o i
WAL, A 25 28011 Fi A B 5 51 e R R IR AR 22 O AR S 5, K
FERRA A BIPER o

(1) Z¥BHR A 12T

HUA 5 PERHA R GEB0 , U H A AR 0 B I
o O LA B A5 o IR YT B T X SEBO B HUA I 10 247G
Z2 PR ER YT IR

1. HUA 55 JES0 - HUA. B JR 2 56 190 AR e B 0 T 4 4%
SRS L PR IR R B | 2 PR IR A VB 0 1 DR TR A W5 A 3 5
—J7 T, B NS 5 0 DR R () HE T, % AR 4k % 7k HUA, HUA
ST B/ IR B E P . HUA B3I 52 248 4 B 55 A4 2t
SLfERE

(1) P DR TR ER B 3 - M52k DR TR k5 s A s L ) 2 e
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HUA JRER 545 S DURRTE B 38 o3 18] Jo1 20 2, 0 Jm 3 B 2= -1l
I 2 I R G, 455 A R A, B N ER R
B S E S L[] 57 2 4 Ak S i Bl A8 7 HUA BB H 81
B /NE D RERERS , IR 2 KL E IR N TR AR EE,
PRFAEAEYEIRIREE B . IRER T = K5 B Dh e 45 72
] ASUGC , HE G F A 02 B S IS RT3 a2 W, (HE AR
XES 6 I HUA (9 H A 1 B s 25 501, 0 i A 10 o B 5 0
KEIESE B A2 p A PRI SR 25 W DA o W 30908 1 DR 8 48 ' s
A 2R /NBR IS R RIS I

18 P PR L PR — B2 BN R AR 25 W0iR 9T T 3O
BRERIRACE S & I REFF R 23R YT . I D Rg i
(G2 WK L 1) TR A7 9 £ 25 L PR R i 480 pumol/LL
BRI 4R B JRFRVE YT 16T BFRE <360 wmol/L, 4n& /™
TR R AR S5 48 i XU B A ) R 2 o
Pl R R K -, 3697 BAR(E <300 wmol/L, {HRNEE IR &
180 wmol/L L) F 7031

(2) 2 BR R 5 0« 22 DR R P 5 o 2 7™ T ) HHUA
S PR R TR BEL S8 B /N 7 L 10 /00 PR G PR A 22
B 2T R R LR A . Ak R R e T
P PRI, BTSRRI IR o bk B L 4 O
1L PR 2 THi25 (> 900 mol/L) R 25 HE 2 MEPR IRV 7 , i
LR R, HERR VIR A FOME 40 45 . M BT DL /N
R RIREREASME IRBE, REAT 3043 B /NS 25 45 R B 1) Ik 2F 4
Ao B /INER G 905 75 7 0 L A AR B o 4 . IR RO B
TS T L) B /N I TN PR R 4 TR

Gtk R I B T G, TR TR . e XU A AL
TN, 0 B T e VR DL T R R i 4E R 7E 80 ~ 100
Peht UL PR R B, B I A A Ak A 6 )
W 1M PR B 1 I 4E 300 wmol/L LLR ; 512 2 PR R 1 0 12
FRB B LA R A RIETT T B D REA SR R IE R .
BT IS O ARIES R . @K IIATT  FE A
BB , A H R A R R E] 3 000 ml, {45 FR it ik
F80~100 ml - m™* « h™', QFEIRIRZGHY) ARYEIGTT IR IR
TN/ B K A IR T it A AR R KU 358 FE o 97 I UL IR 1R
<480 pmol/ L, W Ty e TG /" T 241 H. sz A B 83 s e 25 5 1F
WS AS Ay FP VR BE 1 R0 T R FH MR BV T, TR Y7 A I PR 2 K
PO G T ) R I R R R YT o 3B A Rl A IR R BF
B ANEEAS BB AN R (5 FH JR 198 it ) M st 1% B v A i
i . @B M BGENTIATT o

(3) FRIRVE B 775 « B2 A= 306 7K P 9 412 25 AR 454 1
AR BRIGYE B e R T, 25 R FRSS 1 15 Wb
JRALEAT 8% ~14% " FR [ (5 5. 1% % ALk T 5 s 4%
Ao BRI PR IR VA R W R aod 1 12 DR TR 285 0 T L 1 i
o RIS A 2B B VML DR 5 2 A LS 7T 5 [k
ANE B, F B R TR IR B BUK | L UL T
i AR L T 5 A2 PR R S R 4, B 3 R R AR
e

VRIERYE B A1 0 H6 5 DRI pH H KT 6. 0, JRUTHE K £

ml+m”

Al ULIRFRERSS o BERE BB A UL Il XA R, R
450 X LBAARE (IS A) , TS A% 5 5 B
M RIS L Y JE T E D R T ANV . A
TR BRSBTS 55 A, W RN 2 A — W4 A %,
K B o R R S B . CT X FRIERPE B A 4 (19 12 W
RAH B, RER 45 A CT {H )y 300 ~400 HU, Ik T 2 f2 45
A AR ST e bR A AR . d O B HE B g O AT A
A A3 M LS .

FREGVE S A IE R YT W ok FHHE A Y7 2 RS0 v ok D e
A/ WFRIGIT o

HeA 7 3l A5 A HAR0.5 ~ 1.0 em, H & S3UR B A5
BH R o0 S RE R BB A — Tk P B R 2 AN
AP T AL R AR | B A G A K £
Bt 3z 8l 5 R IR YT R SR A O R AR S T A
YT R I SR FH R L 0 0k TR o

IR HEA TP IRIRYT 1 ~ 2 A T R WO AR T
FHGERT OER <2.0 em BB TRLEA VT LR E P
R QEAA <10 em I FHL4,1.0~2.0 em 3%
ORI REEEANHEZ IS @EAZ 2.0 ~3.0 eom B3
TN <500 mm® (5N E AR 45 41, ooy e A5 T 4
AT AT | D RE AN 4 AR i 14 PR IR

FARIGTT  WRBRZE A 1 B bR AT B 7™ 2k e o 55 2y
B2 R FHFARBYT WA RFAR &R B 5T R R
REBEF R, KF 2.0 em B 254 M B 45 A # U0k
FE R BB, AT SR 2o J3 I JP A L A T 26 12 ' 3
TN TAREE S RS BT AR T R RS i B i 20
R, BA/INT 2.0 em B45 A FEBEZE R IR B PE 45
WNRE AT 4540 R 25 RIS Ay T ik RS bl DA T B B
BUa S 2Tk B ARYT

(4) 18 B LR & JF HUA YR Y7 IS LA B A8 A 18 1
PREGER B . 12 1 B IR AR 3 19 HUA 3R 7 25 AR 38 R &k
5 FE BT S B T RETE T

PEME B G (G4 ~5 1) B 1R et R AR A B ff
FH NSAIDs , ] 45 T4 5 00 50 28 o 0 1 IRl 5619 N R, o T
M4 eGFR 1% 2R AR B OKANTRIA YT (L X s & AR
T

PP B I B B PRI VAT 1T LA RS AIG 1 /INask PR IR 171
Ao , 208 M R R , AR A S AR Ak TR T T ) 32 43 4 ] R
PR Az B2 A/ S AR PR HEME 259 . B D REAZ 45 v] B3 Jn i1
WERLAY TR VR TT A B MR AR 46 IE /O T (PRI 25
WIFER ) N L AR A b TE R P T e AR 2 R
(G1 ~3 1) Fndg i & R4 43 A8 % ( Child-Pugh 434% A/B)
NG R, G4 ~ 5 W R B A . 3l A ] il
SR A3AIE 22 AR T S I ) 5 i R i 2 4 A
e n] TR BB D fE AN 42 (eGFR 20 ~60 ml + min ™' -
173 m ™) S HE#E 50 me/d, PRIRYE P 19 1 ¥ 12 P D1 g
A4 (eGFR <20 ml - min ™" - 1.73 m™2) lF s o)

7 1B B U A A PR R VA YT B 5 R0 U A L TR
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¥ [ ek 99 B35 4 ol FH Bk K Al . eGFR < 10 ml + min ™" -
1,73 m 2 5 A7 H A, AT /N ) A
e

2. HUA S5ARBZE A1  AQI 2 A i S AR BE 786 L
e I I S5 5 2 O LA 14 16 W PR 2 R e 1 T
[l — A F I PRATEAR R , e —ZELAE AR LA T 1 2 s
W R AL, Sk B DR R A T BBk R R AL O 1M 5
PERTIG A AN T K A 2 OB R (4 KU . 2 TRT
FR, HUA SR8 5 1E A2 1 % VI B0 I 22, IR A 2 5 0%
HUA Y R A IE R4y 2 — . T Rk
UF 4 [ 5 B A B Rty 0

(1) R e H R R RE 15 HUA 56 Z 3017, A0
R K FY B 35 0 P A VB 15 EAIGHOIR A5 08 HUA. i XURG
JRURS: o i o e 2 Dk /N R L S A 25 0 3 77 R A1 DR T /K
SERAROTED .

(2) B LR : KRBT R HUA J& &5 iR 4 7 15
BRIZ O XE T HUA A 9 8 00U 8%, 1 56 % e 1 IR
DASMYREIE 250 . b 0 EA R R R HEI O £ L, O i
AR AR ML DR PR 7K P00 1ML A5 S 020 13% ~29% ') &
S 2 ELA AR PR R U P — S A A B ), MR
FTA RS A b s iR

(3) /5 M - A WF 58 585 W DR 6 0 % HUA 45 i %
O BR TR K R RS 0 2 RO FR 9 A R X
BT EL R AR BB AT R R S 2R 2 BB PR 4 57 A
G 2T HUA R R PR 0 R A 1 R T
W T

LIS R LR R > 480 pmol/L 37 57 B A2 B4 [ I
FREGYATT . DA (I PR V8 R A S /s WA 245 4 3 1L R 1R
IR ELA R B R, Tk IR 25 26 4 T 48 o DR R A T
o R THEATI 40 750 T e 0 T 0 i PR A 4 i B I PR TR
K- s s e 2K 24 ) T R T i e A R 5 2K 4K
POMTREAR I R R A SR )0 AR 91 14 S5 A 4
Wb R #5522 11 2 (SGLT-2) i 4 7 A B 1% 1 JR W2 /K
ST

(4) MG AL - MM AEZE L2 HUA FR KR UL IG 4 R0
 H I = R IRE 2 & A HUA (i sy P 22 % e I
st o K 3 Ko R A 13 0 HUA B2, 46 56 2% 18 BT 4Tt
TTHT o H I =R AR £ ) HUA B9 B, t e % sk
PR UL o 1SR RR 2 4 LA A1 PR R HE R 1

3. HUA 5.0 MAF B : HUA S0 I 55 50 B 0 57 16
PRI 2%, [R5 V7 22 A5 50 00 ML A 6 PR 284 A P2 45 00 1
PRI R A R R IR ST HUA A UE
SEESI O FTEER (0 FE ) S5 ER 2 MPRAR > 480 wmol/L, i
B UAZG W BRIATT , T A8 A0 B5 3 5 A G B O ML A5 6 5
WA o I 5 S e 27

IV S Al FREATD A 390 7 AR AR L PR TR =2 4, ke 3 P9 2 3
BE B AL B IO WILRE R T 28— A A 1
B KR NSAIDs 2526 4y il S50k ghifk B % B

TIRESAT , SO BE AL 5 0 A B KUK, DRI T 2 A8 s
= B R Rl IR 2 .

(1)HUA 51 . HUA 55 iR =2 6] 77 76 3k 57 6 4
5 F IR R KT 185 TR 250 1< 301 1 725 £ % T 1
MSE PR F o R R K S48 0 60 wmol/L, w5 1M i & 7
(XU 15% ~23% "0 0 %o T v IR R 4 - 86 L A
H R EZS Y e B L HUA S04 A 1345 o

(2) HUA 558009 « MLPR AR /K P55 TH 5 60 wmol/ L, 4
(O ISP 16 2 R B L2 S0 JEE 9 5 2 2R 388 0 26% 1 30%
BRI 9% F 17% , Lk 560095 £ W6 1 3 i 4896 111
HUA S22 P4 B0 T R L5 FE T B9 40 57 fG 6 [ 25, HUA
X 5 P L S 14 A RIS S0 R [, T R 5 Y
KPR AT S

FETE LR — 5% G B 25 36T 77 T, 13 % FE BT )
DR AN BT HEAR AL 7T 25 245 W %8 1L PR PR 64 500 - B ) WS b ot T
FRER AR B 5w B A R R k. k) R B R DS AR
(>3 g/d) T SR A B /0N o R ) T I, £ R 1
k5 HR AR BT R VE AR ( <1 ~2 g/d) ikl /N X R R 1 HE
Y, BT 51 A oL B T K S T e 5 0N T ] D Ak (75 ~
325 mg/d) R THEg SR IR Y (B % EF) 75 ~ 325 mg/d Fi
FIPCARATL /MR AR FAR G 10 IR M 3R 26, 64 3F HUA 11
SRE A HEIUE R, AU AR PRI 22K )t ) ot R P 7K
o BHEAATT A B i R R A T, 4 3 HUA
SEE ST TR T A S

HUA 21 557 A0 56 201k B 15340 1 57 fE B TR 3%, HUA
IR AR BN Ik CT B A% s e bR 3h Ik 3 5% i e 134G 0 .
FRER I PTG 2 , g K Ak , B S {5 35 M 3T e A
FI X He R R

(3) HUA 55005 « 1 bR R K V-4 155 548 0 o 7 B L
AEIC, IFREA 2490 B 250 DR 419 (NYHA 432 JIn g
B\ o = R = 3 k2 U = N1 O YaB B
e B

SRR AR O FR R AR R PR R 5 B 2 1 e
AR T RES R M PR R T, S EOR BB, 25 Bk 2e iR 24
IS, 6 BRI 5 6 0 B R B (B N BET) K I B
R COTEEFE T R FE RS ) 56

AT FHHE B 1 PR 3 (02 R R 2 R ) BRI
JRERTS R, AT L BN ®E HUA, 4 T4 HUA B0 58
H, B e IEMER ISR PR, IR B 5 G 2 A /K 43 I Ak R R
T34, PRIEE 2 ) BR 350 T i 38 i) Mg e e A R 50 R R 1 XL
G, SRR, 3 TR

4. HUA 5 R 500 : HUA 5 2 2 2 5950 M
S, HUA fi g el 4k A6 b 19 %2 28 RO BLTSUS , T 76 M 22 18
AT U BT 7R 1 SR FIIA 4 %996 S v, IR 2 il PR
W TH e AP VE o DRI 5 20 22 G 036 M) F) PA) 7 1Bk 3R
AR R.

(1) HUA 5 if k26 mb 2 il PR BR K SF T , 6 21 PR R
>420 pmol/L &Ry <7 fE R I & Y HUA i kA vh %
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A R RS I A 2 R S fE R R Akt
JEAE o £ AT % R 10 PR K T B8 25 T R R ok
BB ORI AT AE B B A rh i T LV A AR R
R IR R KR Lot HUA SR BB 26 b A T B HA
EE L L.

T VR R K - 5 4 H s B T XU S T € o PR R
KPR PR R A S 90 d UG AR, ZAdkxh
B I R R s A T R S fE R R i R K
SR A Sy o e A v TS B B — I b, AR
HRFET R K XU

T T i R B9 e R T 5, 86 PR K 45 A 3 75 AR
SN TS BLIE (i B Rankin B 38 PE4/NTF 2 43) AR S 4
AR AL R 12 7K - 55 S R I o 3l ok R 98 L % it % Ak A
ST AR HR R I PR IR K - 5 e PR IR k3 2 IE
WA 5l A ) i 0 Ik 2 DR R T2 9T B 08 143 Lk 5
J5 , WX - 58P R AN I S, T i 4 el i R R A P11
TRHA R

HUA i S P A v 2% A, 38 0 A4 o i B PE T 2 42
K % HUA HEFT A B, A 20 AR IR i B A S 17 L2 i B
MRS FG J A B R BTG, HA Pl il B AR AR B hrs
WK SE T4 SO0 2 e A A v i A 5 T AL ) P
LR PR A 75 450 125 7K A B T ke 36 s PR IR R T . HUA
BEA AP R BA TR AN R, IR YA
SF o FTZG I 7543 % 18 BT 7 DC b0 B P A 7T 25 245 40 % 1
JRBRIYSEM . FLARZ: WA S Lo 24

(2) HUA 523845 PR B « B K 9% 1 B 2 05 3 WL
F 1 SR 2 R0 920 PR N JRIT ) i I A6 T 2K 2% 0 SR 4 11 B
KA TE W ATREAIR, 0 B R A £ VT 40E 22 4 B A R0 ) R B A
A g BT IR R F HE AR L SR R K T A B
T BT IR R BRI FA S 2 AR TR 1 R F 2 1A
DRSO o it R T 2K - o AR A ) R
BB INATIRE TR

A4 AR AT & T rh S A A — il i DL PR b 25 R 5
ARAT I G, I JR 1R UK T v N B S AR A 4 7R 1 X
WA PRI K- T 5 A B s A0 A 4 AR 1 K
P FRFIVAE 2 1R Ji 0N il R R K P e R KR B
B A 4 AR XU AR X R A, L T B AR
Fp

LR AR K SN 28 2 G0 9006 19 56 2R 42 2%, HUA {12 i Bk
AR B e A R T AR B, A B B 14 I BR R 7K P o 22
BGAT—E B T, MR R K S AR A AT B i 2518
TRV 5 A 9 XU , 5006 100 PR R K S o 74 RS B N A
By T B A fle e

ARSI A HUA MISCHR I 22 B F 3R, FHiR
MR G A AR PG , 2% 5] P4 SN IF 5 19 45 3 A
S 2 v R R LT S BRA A, 2 R MEE e
ZEs NANIA, L AT R GG P HUA R HAH e
97 , S LEHERN IR 925 2R HUA RSB0 BA R, BTG A

IR RS, B B UG o AR IS — i HUA 2
WibsifE , 32 MR 2 E GEARIGYT , IR B, [R5 R
RAS By 1) A BRAE T, BERE R DR R IAT HAR B9 R B, 32 05 34
BEE P ARZGYRA)T RO B T R E A9 AR S
TR RN = | PR AT 5 B A 157 i v 2 BRAR, AR SR
WA T I Z 22 BH & 0T S, 0 HR T R Fh [ AN [R] X3
HUA K HCRZMA N 2R 0 AT A5, W PR R 17 4 A I
GEbt 45 R A RS TERIT TS, B — R IR IR 250367 1Y) 22
AT RSSO T — 2 il T A HUA ROCHR
i A Fi5 P 44 PRARC B

M1 SEULRRT R R

PRIREE WG 25 < e R T R IR ERCRL | K R - 15
We BRI B 2 ik (HPRT ) S = AiE |5 AR A% 1l -1 -4 B TR
(PRPP) & JR G UHEAE I ML 9 E 355 A PO B B 2
PR LTI ZAE AR JF G Paget’s S B BUAE (IIT
IV VIDRL) RSO ik oz 2l O JIERE

PRIGHE DS R A B DI REAN 2 2B BRI |
PRARAE |5 M s LA M AE | R v R (LR R R R IR
JRERAE R 3 ) B R R B L ORI D RE DR | AR
SERRIIRETCME JEYR P REAE  URRLR A AE JE REEAIE PR

TRA AL - H 4 -6- BRI Al Bk = | SR -1 -l 9 1 4 il
BRZ RN RS

M2 RO RIS 25

FEIRIRT = 258 BT R VEAR( <2 g/d) (EMEZEA] IR
U MEPRTE G PRI A A RE 250 R 2 B R AR A
PRI LM T b B E] R AR SR

et PRI HEME R 25 « TSR UK e B 1 R e PR 4
AR CURHE SRR (B 2L R EE T UM N T\ S 2k
) BT EIDEAR( > 2 g/d) AR R BT R AR AR 19
e e TR B R IR TBE I SV AR A R R M
R WU L ER  IRJE M MR ARV DR SRR

B3 1977 47 S AR AR 24 2 (ACR) S USG5 2R
Iy IehnifE
LS A R e P IR IR ER 45 i
2. A5 R U A O i B R S KA v R R R
3LAALIE 12 T (IR ek X AR BL) 6 Tl
(1) BESRAT R > 1 U (2) RAESNIAE 1 d I8 14
(3) BRI R AN 5 (4) AT UL ICHT R L1 5 (S) B — Bh Bk OG5
PR B K 5 (6) FMIEE — Bk 5C 552 25 (7) B0 B 5C1Y
3255 (8) ATEEH AT 5 (9) R JRER ILAE 5 (10) ASXF KI5 P
ik (X ZRUESE) 5 (11) T B 1R Tt B 1 B o T 4 fiek (X 2RIk
) 5 (12) AT R AN ST WA Py R B
FFE AL 3 I00 B AT AR 1 IR T 232 i A

=]
45 i
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i 4 2015 4256 [ XIRA~F2x (ACR) /BBt XUk 82 ( EULAR ) 9 K53 25
PR s o
Hi— 2 ARRIE (R S ASAEIT R T A A R) TR A A ST B R R AV R K, PR B R
W AR (AN, AT B4 43 2 0 WURTTE 5 LA R R B D1 S 8 P 7 B0 IR R 6 & R (I A2
“HERT) Wb ) SR KA
H = AR CORFFE " S b 00 R )
o R BRI Bl 2 (VRS BT Bl 5 59 1 — B 43 KA 1
SR 2 A R e ST/ BB SRR — BT )
%ﬁ%ﬁ%ﬂb‘é*ﬁ(f’ﬁ%ia‘é*ﬁﬁ%éé*ﬁﬁfﬁ 1 — &P )
45)
TR RNERE (LR LA IR AE)
P57 BT RLL” (R HR SR AR ) A AR T AR 1
| 54 PPN I Y TEAZER 2 AR 2
B 57 BOCA PEER R IR ATk BT B PG Fers 3 AN 3
KA NG 2 KA P RFAE
T RETRIGIT AFE T HIPIEPILL 12 1 k8 & fF
> B SR P = W R ] <24 h 1 YL i J A 1
P IERTE <14 d AR HRIREIR S A A (B 2 el 2 AL 2
P AR ) AR 5 A TR (R 2 SRR )
9o AT I I ACTE 38
B RN 0B RS RO SO B IRRE Y B, WA R FRAE 4
AT IO R ST RS B RO % A I UL
(G R )
o SR E KA
PR AR « 38 3ok bR AR I 7 320 IMLPRAR <240 wmol/L, -4
FIARAE LT, WA 2B B 16 52 W IR BRAA I 11 B R R & 2B IMJRAR 240 ~ <360 pmol/L 0
4 JAJRHATVRAY CUn R AR , NSRRI AT, 723X 48 26 A1 F #E47 & IfiLpRAZ 360 ~ <480 pmol/L 2
W I LA e (R A o MR AR 480 ~ <600 pmmol/L 3
AR T I R T AT MLFRAR =600 wmol/L 4
(T A 00 R A 2 AT R ) BRI ER B -2
o AR
PRERERDIRLE () A SRR OCTY 8 h S AR SAE i S D R0 (fRfT—A4) 4
XU SRR CT BRAT BRIR R AR
I AR G S 981 T RO AR SAIE I - T/ SR TG B (e R 1A 4

LA B R

TE BT 4 UL http - // goutclassificationcaleulator. auckland. ac. nz 54" i KU WT” APP; * SR R AR 24 GLIR SN S (i 48 ) /9
i Rl Y98 AR/ T3R8 FE I A AR IS0 5 7 A 29 TS A U ¥ 10 75 K38, EL 508 7 oI 7P A1 0 B A0S, 25« AR 1 RUBRAE ™
T RE B R R, WA A P O SRR PR VP R BE I 2T %) 5 ARSI B0 R IR B9 2 EL AP e B O bR i ) DR IR A, R XURE CT Rl AR G
8, 7580 kV 1 140 kV AL T 2RO , 6 URR SR A PR 1 FH 2 S A S0 0 M B AR B9 PR TR R, B P45 SR R S A 56 56
) B o TR AEAE 0 b T DR IR AR, W HE R B R (I K i B2k 3 Bl S o8 kA o 85 D1 5% 8 I 1B P e R g o S0 e R 1 4R

P30 R A G R S M AN AL 9 17 Y {2 e A R A

M S de bk AR (CKD) %E ks3] CKD fy GFR 7344

2012 Akt 2Bk B E U5 4121 (KDIGO ) 42 CKD & X

GFR 73 eGFR(ml » min~! - 1.73 m~2) Fik
Ut BB (e B R A R S 3 A o —%0 TEAE
o CKD 2 Wikrik: 1. LA MR B — TR dn ke g 3 1~ G2 60 ~89 BT
H; HEAWRE 130, G3a 45 ~59 BRI E TR
(1) B bR 5 « 118 £ PR [ B2 11 4 11 R R (AER) = 63b 30 ~44 (T FHE
30 mg/24h FREVE FLILBFI A (ACR) =3 mg/mmol 5 IRIT oo ey i

WS s BN R OO AL s AL 8L S s ARy T DL 2 A S

e fER A B 45 UL B 1, GL A G2 30134 A RE 2 B D CKD;

B E RN L,

(2) '/ NERYE T F [ :eGFR<60 ml + min ™' - 1.73 m

® CKD ) GFR 43301 - 7] FH i 385 LB ik 42 5 ol A 45
PR CUNBERNZR C S350 5 ) % GFR i 4740) 26 F Al i 47

B MDRDAE eGFR = 186 x Ifil LI~ 1% x 4R % ~*2% x (0. 742,
4P) 3 CKD - EPI 238 eGFR = a x ([ JJLEF/b) ¢ x (0.993) F# (4
Lotk =144, Bk =141 b Ltk =0.7, Bk =0.9; o LoPk s WUEF
<0.7 mg/dl = -0.329, {1 FHWLEF >0.7 mg/dl = - 1.209, 5TV 7

WEF<0.7 mg/dl = - 0.411, i 3% JLEF > 0.7 mg/dl = - 1.209,

A
vie i 1 mg/dl =88.4 pmol/L)
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HINB KA : KB RZ R ARAE (BB RFHEE L E
Be) sALdF A (LAt BUKIR EEBE ) 5 JA ot [ (1A B 27 e B B2 B ) 5 88
SR (AL PR RS ) 5 8B (R IR ZAANRAN D B BE B ) 5 RAEH (7
TR E B MR 2 BB ) s R/ (R BRI R R ERE) ;'8
B R A AR (3 3R R R A AR B Bt ) 5 R A4 ) (S B2
JEARINEE ) 5 A (9 58 3 = B 2 e B i i 4 B e ) 5 X1 G
(ZRFE R A M B R BE BE ) s BRITAR (IR 2 B2 2 B B s 2 — =
Be) s A (CAERURSAER — R B 5 e (B 7 BERF R T R B ) 5 &%
S (LRI Be 2 I J 1) 5 = e ) 5 32 30 ( L Rl B R 2430+ A R =
BE ) 5 A (58 2R MR AR A BRI ) 5 2k (38 — 25 R R it
JEAAEEEBE) 50 B R B33 (S EIA M m Il BE B ) 5 45 58 (b
UREES— BT ) 5 k74 ([ PR 24 B AUt Dp AR 24 B Jb ot
PRFIEERE ) s BRI ES O AL 4 S B B ) 5 #E T A9 ( il R4 ML s 45 — =
BE) s AR (B B RA B IR B B ) s 30T H0 (= B g o
INEERE) s i w8 (B RAME P IR BE) ;2K 5t (F Bk
MRS D) s R (AR SLEEBE) 5 BRife ok (L2388 R
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