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[ Abstract] Bartter syndrome (BS) is a rare inherited salt-losing renal tubular disorder characterized by

secondary hyperaldosteronism with hypokalemia and hypochloremic metabolic alkalosis, and normal or low
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blood pressure. In severe cases, preterm delivery, hypovolemia, ventricular arrhythmia, rhabdo-
myolysis, renal failure, growth failure and sensorineural deafness may occur. In recent years, research on
BS has made significant progress. The Bartter Syndrome Consensus Working Group has performed a system-
atic literature review, and based on evidence-based medicine, summarized aspects related to BS, including
clinical manifestations and classification, diagnosis, treatment strategies, and management of complications.
This consensus provides an important reference for the better diagnosis and treatment of BS.
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Bartter ZE5 i ( Bartter syndrome, BS) £&—fZF
DAL S ANE B, H R i B B NVE BERE T
SCHLBOMIZE /N8 AR G B 18 4 BRI A8 S 8, &2
BRI £ WIS RR A, I PR T Ak S P T
I e 1 2 AR B ARSI R 2 | IR OE
WAL . BS AR AT 4 5 R, Ho BS
1~ 4738 7 A W R iR B PRt A%, BS 5 AR
X HESEESL . BS By Im K R IAFTE B 3% 5 bk,
AR R A EHORR R AU
fik, BIIRER, ERKAFRESFZM RN,
XPBRFEEHFBR, P RIS A BG YT BA &
TR X, 2021 AR WO DL S 7 I 4 B N R
W TAEA G E T 84 BS B Wi AR LR 4R
K, EWN BS WEF WS TR 2L, hik—D
i BS By IG K R 8L, HLIE2Wr | 697 A BRI
PARE IR o . T E BRI B e o
ok, MEFEIVGEERSE | AL W27 5
FRERA KGR L 5, BT BOR IR BE AR
HIT TASR ) B AR B R EE R 3T R AL Y BS
BITRM

1 HRHETHE

2022 4E 6 A 20 H, Bartter Z5 4 1iE 1 L 54 4
FET “Bartter ZEREI2YT & FZ IR &7, 2R
BHEUNE T I SARESRE, JRIEAT BARAE 5500 1
BT hER B (IRRRIL, 2l hI7), Jf
56 BS WU ERHTHE I, W 1 TR0 e ) G B )
s R PR SE AR M NS BT & (hup//
www. guidelines-registry. cn ) #f 17 % M (& M 5.
PREPARE-2022CN486) ; ZH# T HARHIT TAELH,
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FWLRAMME N, HhLZ ARGk A E N
FBEOURE WL PR RRIERE . B ERL O
NRE, 384 Rl PR AT 27 U

HIRGEHLL “Bartter syndrome” “ Bartter e
fiE” “EREGEIE” “ERRGEIE” “ERRGE
fiE” h F WA ¥ &R T PubMed, Embase, Cochrane
Library, Clinical Trials rR R T R RUIR
55115 A [ A ) B o SCHR BN T2, A 3R I () Ry
JEZ 2022 4F 6 H 30 B, 28 25 5 Ab RS SLAR A A O
SCik 4249 55, DL SCHR A 22 R/ 80430, s OB A
FNZ W AT & BS B SCHRAE 303 Fi . M A= AR IE
B 2 P RS 2 SRO7 ¥R O 2 2% I N A SRR T Y O
WRAESCHR ) K g BRI SRS 4 R 6 A IIE 4 4R
2 (la, 1b, 2a, 2b, 3, 4) (F 1), HFRHIEH
SRR E A (BR) . B (FF) . C (5)
(%2), DAARIERGIT L Z AL,

F 1 AR SR E X
Tab. 1 Definition of levels of evidence in this consensus

TEHE 2 '

o

la BGE L IREHL FRBF T 1 25 2K 53

1b 2/ 1IN IRAFSE

2a FOA 1 BT R AR IREF S, (HR RS2
2b FA 1 IR RS 1 H A 2 A S B0 B 5T

3 BT R AR S R R I 5, I BT A . MG
WEE, FR T

4 BRBE RGBT, LR KRG IR 25

W

2023 4F 1 H, TAE4H 3T E N H o I 53 iR
SER TR E WA R, 2023 4R 3 1, BRAIFITL
A, W, BAVTIS. BERCsE EILRE N,



Bartter £ A fE2S7 H I & R ILR (2023)

20234 H, HIHTTANELLCRATICHHE, 2.1.1 FEHIERE

LR W R NEE 85% LA E WOk N ik i AR | LB R E R IR 18 ~30 B MoK £,
R AL R B O ) 8 7% 2 R £ L P BB 1 ), o
BS 4 BUAN BS 5 BRI /K 2 B R S B, RGBS

R 2 AIUHEARLAE X | BIAIBS 2 B BS 5 Yokt A, kg

Tab. 2 Definition of the strength of recommendations

A5 33~50 em (SEKFEEL. DA KL RIS H 260
brads, BRIEER A PUASZIR, #EA A SRR Ak

in this consensus

NI, N e
ff?iifz 7ﬁlIﬁﬁiglﬁé"ﬁ?;mﬁfﬂﬁﬁﬁﬁlﬁl’KW fﬁjﬂ& AMNEEREZA) T,
Cewms T 2.1.2 iR LSRR
B () EFRHANEL, AR RGBS 24, 2b, 3 ROLERI MARANL, ZIR, 577 R
— W, REIBITATFE T WK | Hfige o7 25 L Sk g 55 i
C () ERBERLMMERMWS, UERBRER 4 B LTI RHIREE . =Rk AU i S E
(O R, 7 A T 1 85 R I 19 Rl B £ T I R A A s ki A BS
i RBFE 2 R AE JUAT H B — ok P 1 v 2 R S ILRE R I
S FEAE L, AT REALE S 5 iR I AE OC 1Y
2 ERFMRGLH Na-K-ATP BEEHERR AR, S 800 20004 56 % % 410
Sh, AR JE BE % Na-K-ATP [ 3% W7 i 24 i 15 21 o
2.1 ImKRHR 2091 BS 4a BUF BS 4b B E LT Sy 52 T B0 S

WA I R AR, BS AT 237 Aif A (antenatal — (JEFH ML EZR) U0 304 BS 5 AL A5 T
BS, aBS) . #4: LA (neonatal BS, nBS) F14: #7l WMl — M2 IR AR R R, ZIR—MFFL 0.5~
(classical BS, ¢BS); AR#EIEH T, BS A[ 43>k 5 B, 6 JE e FAT SRR, WOURR i =i 2 BSE >R
Horh 4 B30 4a A 4b SERY, BRI R RS IRFE L 2.1.3 B4 LIRS
W3, 50% ~T70% %) BS 3 BUZAE | % Je i, des WLk

F 3 BS HMELIGR

Tab. 3 The classification and clinical characteristics of Bartter syndrome (BS) (51

x|
B - -
BS 1 # BS 2 #l BS 3 #1 BS 4a #I BS 4b #! BS 5 #

OMIM 601678 241200 607364 602522 613090 300971
FOR AR SLCI2A1 KCNJI CLCNKB BSND CLCNKA+B MAGED2
LT AR AR AR AR DR XLR
B ) NKCC2 ROMK CIC-Kb Barttin CIC-Ka+h MAGE-D2
IR PR/ B AL PR B AL 2L PR B AL FEH B AL TR/ AL
ESY/ SUE A ++ ++ + ++ / o~
Sz (J8) 32 (29~34) 33 (31~35) 37 (36~41) 31 (28~35) / 29 (21~37)
£k ++ ++ + ++ ++ ++
R Ak RS ++ ++ + ++ ++ -
MR H A - - - + + -
1R PR A /B 4 B 4/t 4/ 4+ + + * *
AR i g + + ++ 4 ++ +
IS A * + + + + +
IR I - - + * + +

BS: Bartter ZE51iE; OMIM: AZREEP AR GBIREIRE; AR WY OMRRMEDE; DR, XOEFRMEBE; XLR. X E8iRMERE; NKCC2:
LW FEZEEN; ROMK: BAMAEMEIE; CIC-Kb: 55 FHJEI 1458 Kb; Barttin: 505 T8 B WAL ; CIC-Ka+b: 5B FHEI#HEE Ka
M Kb; MAGE-D2: BAAZIEACHIRE D2; ++, +++, JEREM,; +. FEZKIER; . BESAEER, - TRER; /. B MR
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BONBUE . ZIRERIIERAA KRG, WA B
JRULE R L5410 35 BS 2 A LLMREShiz N
BAREIR S BS 4 B[ R BUON RS 2 H A
JERET B Z R 2R,
2. 1.4 I LE M DA R
R R RER | AREE IR A A KRG, Al fE
HHEDERY ) LT BS3A, BS1/, BS2 M
SO R
2.1.5 AR
LRI ARERRE IR | 7 PRI 2 F0 B A T
BEXHBAERNAEZ S, ZINEME, FEL
F BS 2 RUA BS 3 A2
BS FAE i R R BALFE ™ AR 2 | (AR 1
AR EE MAE SR I QT M FE K (FE 7 FELL
R ) PO AR IRE 3 T & AL
LR 218 2016 4F KDIGO AR 4% WHO A B3 {4
DY} Gitelman ZE-& i ( Gitelman syndrome, GS) 1
BACAE A9 43 R0, ADEE BS IRERIRLRE R 4 2%,
FHT PP R F i 5 25 LTy ke i i R KRS, (3R 4)
2.2 HHKE
BS AR =k A fe i A E&, IR
FFAE 5 AN 50 F BB AR X R A S 10 LR 8
R AR LR 3,
2.2.1 IR (RGPS ER D
IRAR AR S BS ARFAEME B0, AR AR il i ™
R, KEZHBS BE R 2 B AL EPY ) k4N
IAE | AREELRE B AR 4 b 3 24 A WL, BS 2 Y
A LR 3 — s MR b FE A R AR, B8 5
NI ILAE ), SCHRARTE Y L 1) R 40% ~ 48% 0
2.2.2 HR-MERKRRS
BER-MEEHEE RS (renin-angiotensin system,
RAS) {fifk, {0 RAS & fb 4k & T 2k &8 S AR i 25 &
R IR OE 5 BRI
2.2.3 JRBIERIK
BS BEBERE T SO B IR T R, S EUE B
JRB BN TR, RPN R4 D REReRT , R
BER/DNTESE TR BIEE,

2.2.4  FRESKF

RIFZER BS JREGAKFAFAE 22 5300, wl Bl
PREGEC R 5 1E 5 B4, #4r BS 3 B Al SR
RN
2.2.5 ARBEIMIE

#kr BS 3 AU H FISIHIREEINAE, W5 GS 1T
WS U7 RN BS B IR EE ITLE H GS B B
afiEty,

2.2.6 LHE

A B M AR A SR B, W T PR, u B, QT
[IRE K55, e E T I MR
2.2.7 REKA

7 TSR e B A SR IO R Y
BS 1 BIAN BS 2 B LA FHA R 1~2 A H B E S
SR E A BLRLERAE T
2.2.8 Hith

53 BS 2 TR HAE A FH RS IR D Al 5 B M 5
BRI BE AR SO RE R Y &
ME/INEILATEAE TR G . R
2.3 IGKiSET, ERIZETSIh6EI2HT

BEEER.

(1) S TFRILBAFERTS, FEHHLEL, &
ABREERMNARE, ARETHKER, Fhal i
KA 5, %, %% aBS & nBS (iEHFH. 3; #£E
®E: B),

(2) HTREEHABK/ X ERA, 2 KEXF
BB, REMRMERT F, KT LE, REEF,
REREHABEGRAAIEELHEL, BHERE
BS (iE#¥4. 3; #AFRE. B),

(3) BGAEL B A BS HEFFXRAL 5
ik, THRITRGERGRLIBTFURNAF (EE
F%, 3; BERE.: B),

4) RELBESXEAFSARAE S L
( American College of Medical Genetics and Genomics,
ACMG) AR EFHAMMBEROTEFRTIE,
b BB RN AR BRI, AR BRI
£ (ERFR. 3; BERE.: B),

F 4 BS IRHNMAE™ = RS
Tab. 4 The severity grades of hypokalaemia in BS

VIS

Hhn 14% 2% 34

4 %

M8 (mmol/L) 3.0~3.4 2.5~2.9

2.0~2.4, BERFEMRIAYT, AR

<2.0, SARETFEERE, IAARERE, B MR ARy LR
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2.3.1 J=REiZH

BS SEUEH ) 5 5 o6 35 5K 7 IR A s A% 7 )
SV AT RS W, RRILAE R T 5,
UOEFAREA T, TR LA A A, "if
fli “ERHEEC [ BEB (/L) xHIREHR (MoM),
<1.2 M5H; MoM, HALECAFE] ) fml ok
R, TE84 KL | TREMKRR, T/"E
JIGILIRHIE /Y I 45 4 £ 5 o e gk v, 24 i) (28.6%)
BILI AR #ERi2 A BSH
2.3.2  WAEJFIRIKIZH

FE6 LT 55045 BS

(1) AR B sk HE B T fb B B AR A 2 R
15 ERIRIRT ., AHAR P AN oA S S0 0 S 300
IR I AE

(2) FAAEFREL B, DI RAEKIRSE, Kim
B RERARSCIGRR L, B PERHR . M <3. 0 mmol/L
F, RAHEHE>20 mmol/24 h; FIMAH<3. 5 mmol/L

Frmmm e e e e e
'
'

I, PRAHE M B > 25 mmol/24 h; B 85 /N A0 R
(transtubule potassium gradient, TTKG) >4 ( 8 H K
PR, TTKG=RE/ MM B &/ JRBEE)

(3) RASHIG (MAH R, A RKR, B
P 7K S 8 e T P 5 ), {ELIL s TE R R A

(4) MRSEPEABER D,

(5) fFBRGS 4R 200, 259, Hoipe N MakE
U 45 2 B NS D RER
2.3.3 5 GS %Lk

GS H1 2 Az T 5 12 pH /) ) W 1 218 ) R 79 ek
H N E A 2 32 25 1 (sodium-chloride cotransporter,
NCC) 2N SLCI2A3 KR F IR, BEZTHD
AR ERAE R, AR I RS R AE Ok LR
A B FIEBR R ,  H X S S e R 18 TG L
0T R ZE KA AT S, A B Tl K2 GS, B:
ROy A7 #F — 25 %00, BS Y %00 12 W O R TR L
K,

. * M4% <3.0 mmol/Li, 24 hfR#H>20 mmol
ﬁ?}ﬁgi% + + 4 <3.5 mmol/L, 24 hfR4H >25 mmol
« TTKG>4
! | IRIERASIE i — R R PR £ 7 |
| EEHRGE | [ BmE —— CRHEEREmD . Cushing ol (RE |
VR . LiddlefZRAE (REEERD &
LS ) BR 045
RAS#E L l l
FERTR R HAEILHRR B ILBRR FRYLE., ELOERRERRK
g Y/ Sk~ « ZR. BAK B BRER || - T NEAH BIAEE
- B= s —HHERTE, R cAKIRS R BR. BWRES
- cBEWEHEEE c BERVE cARBR. B FEMNER
N . P o !
Moo RHREE LS R YTE |
! ! ' i 8
I R 12 I R 12 e A 12 TRARES EREH
F=RTEBS B4 )LEBS 2 4 7BS GS
Edishal
}

y
BS 1% [ BS 2%

SLC1241%R

BS 3®
KCNJ1EH ] [ CLCNKB#RA ] [ BSND/CLCNKA+B#HA ] [ MAGED2&H

BS 4a/db% BS 5% ]

B 1 BS %52
Fig. 1 Differential diagnosis algorithm of BS
TTKG. B5/NVEMEEE; RAS: BR-MERHEERL; GS: Gitelman ZRE1F; BS: [F%3
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2.3.4 2 W
2.3.4.1 #HM

BS HR A HE K AL 43R 5 RO A, g A0 AL VS K Y
FERMEATEWR S, BS MG N T /NE& B
Ay AR KW I BS LR LI 2, # % 2022 4F 6
30 H, ANZEHEP 558 %E (hitp://www. hgmd.
org) ¥ A ¥ SLCI2A1. KCNJI. CLCNKB. CLCNKA .,

BSND, MAGED2 3 48 5 4 B o~ 117 4~ 74 4~
198 4~ 94~ 30 M1 10 4,
2.3.4.2 LRI 5k

562 BS i, BGEHR R DA IR RN K
K. SLCI2A1. KCNJI. CLCNKB. CLCNKA. BSND.
MAGED2 . SLCI2A3, CASR. KCNJI0. SLC26A3.
CLDNIO. SCNNIA. SCNNIB. SCNNIG. NR3C2 .

x5 BSHEWTAHCKEEA, EAMBIEL S (n=766)

Tab. 5 Number and proportion of genes and proteins related to each subtype in BS (n=766)

BS 43 HH e RN AT HH H R n (%)
18 SLCI2AI 15q21. 1 NKCC2 RN T TR T 124 (16.2)
28 KCNJjI 11q24.3 ROMK NG A L PR B R 2 N T A 106 (13.8)
3%  CLCNKB 1p36.13 ClC-Kb 1% B IR S 9 E R i 454 (59.3)
4a % BSND 1p32.3 Barttin J& CIC-Ka F1 CIC-Kb 5B F@iE R B TA(7 46 (6.0)
4b W CLCNKA+B 1p36.13 ClC-Ka+h 15 RS G5 - 1 A 6 (0.8)
5% MAGED2 Xpll. 21 MAGE-D2 KB NKCC2 1 NCC Fik T4 - 30 (3.9)

NCC: #hE M FAiE% 1 ; BS, NKCC2, ROMK, CIC-Kb, Barttin, CIC-Ka+b, MAGE-D2: [f]% 3
,| Blood Urine
I/ DCT
BS1-NKCC2 i MAGE-D2
3Na* Do
BS2-ROMK iy (Mcg
BS3-C1C-Kb 2K
BS4a-Barttin D
BS4b-C1C-Ka+b
BS5-MAGE-D2

Blood

\ATPase

2K+

-Kb)
(Barhin | O

d[:‘ -Ka)
Bartiin | CI

g

Q

(

2 BS MRIELEE/VE % By oA KOt ) BS A
Fig. 2 Distribution of BS related genes in various segments of renal tubules and the corresponding BS subtypes

BS, NKCC2, ROMK, CIC-Kb, Barttin, CIC-Ka+b, MAGE-D2. [[% 3
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HSDI11B2, CYP1IBI, CLCN2. KCNJ5 F1 CACNAIH',
A2 PEATHE o) BE D A B R A4 AL IR, A
BEAS S AT REAL TN B IXBR, e AT AT 4 AR D A
JPs bR O 45 2R 1 5 40 T 45 LB 5 (copy
number varia-tion, CNV ). X F & Bl 1 7] g BUWHE
CNV, 47 £ & 3% 5 OB U B 97 5 (multiple
ligation dependent probe amplification, MLPA) % & &
REBEEE XN (quantita-tive polymerase chain reaction
qPCR) #EATHRHIE,
2.3.4.3  FENAE SR

SLCI2A1, KCNJ1, CLCNKB. CLCNKA., BSND .
MAGED2 R Wi 8Os M i 4l 5 A8 5 i G 2 B 78
SEATEfIZ BS, BRI G S A A I ORI O
100 0T, skl R AL R A2 S 05, 1 5B I AR ISR
— e N AR S B 1) B e A B T P A i)
TEIEH NRET M BB e NS HE R 28 S M4l 1
A5 ] B 28 SR A A 2 75 O B EUR AR 5, AR
J5, ARG ACMG K& A A2 S5 B0 T A 12 45 g X kAT
Oy, MAREURE S FTREEURAE S . A E B X
RS AIRE R AMEAR R R AR R B I R
RSN IREIRE: (A5 I Bl | JTONE B RE 40
f bk R UEE F N RE IR 55 ) A i i 78 S BUW
PEERAETESE
2.3.5 Uik H—AE TR

I DK 0 R S S R X A U B A T SRR Bt
Jomti/NEDIRE, F T im R4 2 18 BS 1425 31 ) fg
B, 7 BS B AT AR g B AR A IR,
WFFE 7R AN [F] 2 B 1 BS % R BR ) 19 B i AN /) (3%
6) . BEML BS [BF, HIEMRIEARILL, B/ FEAE
AN ML B — 2D R XU, WEAEA AR RS T
BN TT R, AN E AL o U AR A R K
LY IE R 3.0 mmol/L LA I, 5645 d 5 N S Rk 2
2R

R 6 A[FZEEL BS X H IR Y S0
Tab. 6 Response of different types of BS to diuretics

AHSEBIFSE BS /M WREERIRE AL
Nozu %) (n=13) 1% JC R H RN
21 A R A R
35 AR TCI
Colussi %] (n=7) 15 - A R
3 - VL ES]
- B HISCHERE

3 BITRHEE

EEER:

(5) 4rxF ¥k %, FEH, LA BFAH
S AFEE S FAARSY, AL KEEIRAE
KB THRILGBERKG (ERFA. 3; BER
B: B),

(6) BS &FAtAKREEFCHR, FANEL
Aok, RTRAELdAIRAL, 2EL
BAELET T HMRAAL (EBFAR, 3; BER
K. B),

(7) BSEREZEBRAAAXLT BV AEAR
HEBRFLEMALERER, RHRKNE /R
BhcAMT, AMRB T, REFAMF, AMERAT L,
REBRLSERAXREBEHHH (R3lREF), 2
FELIHEFAREA LG R ERE (EEFA.
2b; :}&:ﬁﬁ}i: B)o

(8) BSM##zELABAOEERER, &
LEEH, RRE, AKEE, hE hRELEER
B R ABEHRE, T 6 FATEIL, Ei KT
MEEAI~6AR; BAELFARERZNH6 S
BALBILKRBRA, BRF~12AAMB 1 X (3
HEFH. 3; RERE. B),

3.1 F=HEii&sT

BILBEE TR 18 ~30 A M FEKiE £, T
SR B A I R I & AR B G, 5 TR A T
BT, SR, A LR, JLEBMEREE, O WE
(TEAEABED R FNEIT RO ) Mgt 2 i [l ™
WZ =R BN x12 T EH AT RIS & A B 2E 00 LAY
DK IR EALEE (cyclooxygenase, COX) 4l 5]
TRTEO | (E N T R E A S R A RO R 4
PE, AER IR, 22001 coX il 5 v fig
R ILS K AR B B A LR SEE N 45 1 58

s AL RS, T UM, S E G L O
PR,

3.2 HERRIT

3.2.1 HEBERIRTT

FLA D FE R 4 R A IR 4 T 5 ™ B K ik B K
(LR 25 T # kAN X TN, nEEa Ry
TR I E g Y
3.2.1.1 HkEHES

HWBS BEZEMNESH, BEMEY, H
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Yy, B2 A, BSR. ROR . BRI TNAE, kT
A0 A el o 2 MR B LA 9 35 R AR AR ER Sk TR
RAPOR s IR E R A IR M, B2k
R BB s AT i IR TR O R R 3 ]
B
3.2.1.2 24y

(1) MR EEBCRMFE SRR ™ IR
AR CAnH BLO AR R BORE, IR | BT
WU R AT R0 ), AT DL KA 0 T I 40 ) H
PR, HEGTHTEE®, A0 3.0 mmol/L 1 & 3
RS 7/ G A

(2) #heh: A TR, EWLED 5~
10 mmol/ (kg - d) [RI0.3~0.6 ¢/(kg - d) ], &iH
EIRE I (FRMEARS, HBS B&EZH
MEERRIL) , R BS AR AR ol 2
INER A SR A B RT, i R AP AU 5 % (BRI ) |
T AR SUMLAE FLAEAR™ 82 AT H IR s kb 7E 584k
§h, LIRS 20 B SMA BRI A i A B s X A
B PEPR ARG BS 1 AR BS 2 RS, #hFTANERvTRE N
B IR B BRI 1 R A KR, ol G bR

(3) Mgk G IFMREEMAE, T %k 1 kA PLIR Bk
R CEWAE R TR B E AR ) . R
# B EE AR MU P T R IR LD R R, T
BRAMEEIRTT . X T BS A B AR D) H bRk, H
B 76 € i, K 0.6 mmol/L 1E & ¥ H #x
K
3.2.2 ETFRIRHLE IR TT

AL BRI RCRAME, BE AR E
fifp JoT ZE AL AN AR SCHE MR (AR R i 88 & & A AL
AR UM B L B PR AN AN BB S I, AT
WA I 2h ARG B A 3L L b B R T 24 W7
R, BEA 2 EEALHE COX M, ARH A bR 7 K
DAL AE 5 K 3R e Al Tl 400 14 5./ 100 3 5 5 3R 2 AR )
(angiotensin converting enzyme inhibitor/angiotonin re-
ceptor blocker, ACEI/ARB) A{CF A RAS #IHIF
3.2.2.1 COX #fi5

COX 1 771 368 3o 490 1 iy 270 MR 3% 40 5 LA # 4
AR BS B MR REER, BEILEARRED,
IR COX MG/ | A5, 2R A
&y JLE W MRS, BIREE 1~4 mg/ (kg - d), 47
3~4 IRk, fIEIF 15~30 mg/ (kg - d), 433 k1K
fie; FEAETT 2~10 mg/ (kg - d), 43 2 I, KA L
PO TTAR I o X T OE A, H B
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Z RGP EE , B &

NG RIVER, AL B W iE AL i A
KL OB 9 A KUK, JEHG TR g A= L, 45
A USRBENE /N 45 B %6 A 2 fL %5 Ak, T BS
BHE KW COX M il 72 A T B8 M Ik
( chronic kidney disease, CKD) NUEE¥4hn, H iy JG
EiE, T BS 4 B E . COX MEIFIETT 5 5
DIReRE, HECRRAE, BOyvEm > e
I 25 2 B NBR I 3R R, AR R
3.2.2.2  PREFRIIRF

FEALEE B S PR R Y (IR ER)
FEEE FE PRI CanBRRIg AL BT gy
Yol gl 20k, F— 20 R I 5 e KU, TRt
REERCH YT AGE F T e AN K coX Al
FRTTME DL 2] OE /Y 7 AR B0 AR A, B AR AR L
COX PRI ml 1R BRI G LA PR T
P, PTHBUE AL & F Y L Il s ) S
RIFE
3.2.2.3 ACEI/ARB

ACEI/ARB == %23 oo 7 il ¥4 7% 19 RAS & #1E
F, FIZ 390 18] 55 7 B G 00 AR R I R R ) g K
LU LA SO A a2 e, R O AN AE
N COXH 1 7] B Fh, e B0 b 7 700 17 280 R A ) £
HHERA R F B (BRI ) . HiEE
AR B A A ] IR YT BS A, HAH G
Wb, hHdE— L HER S,
3.2.3 HEMRIY

BS 4 RUT] A BT 2 vk R, HR AN E AN
0P 2 2 R P - F A P AR 5 R P 2 200 R T . £ 5
HUE TR, TTRE B B EOLE] . — U X
6 191 BS 4 Y35 # 22 Mk B8 R 3 0 [ O A oY
R BTGB, N T H AR A T 3
HWETEE . Wik, RRFRREHSEAR KN
R, R (2 500) T8, AR TR RS
3.3 BEiplENFTE
3.3.1 Fbvi

BS IR R 2%, H i oA s RE &,
T K IBE DT, X T AHNER T BRIERE 6 %
AR BJL, BB e E R 3~6 S H 5 X F4&
FVEIRTT Hawisfe iy 6 2 UL B IL RSN B,
R 6~ 12 A BT 1 IR, BTN A4S, PPAH A
HER (WLTET7, O, IRE, %) AKER
0L, O IE LRSI RIVE A B0 W bR
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B OPRES . ETIRE . RARIT . T R R AR
AREF 1, S E R Rk R, R R
Gude . DHESE, BRI, S Re Lg%
BEf, XFILEEH, BKBEVI T I A K K
FIEN, A, KE, FH ARKEELTE
WEEMWO, WHBUEIA . TS Wk SERER, K
12 & A I B0 AR
3.3.2 WA

W R, AEIFEE R BS B I IR R BAEAE
25, SCHRR T EIEH AR (KR Bk | R
7S | JC AR S R0 G SR BT A0 05 AR SR 5 ) I R
FARTRET e, HIL A G R A DR e 2 —5Y
IR LIIEIAITIY BS BMETUR B2 B2 Wy
ATHAT B B e BS SRLM A KRS, R4 BS
P PRORE A/ B B I L L, (R
PEPRATRE 14 B A BEAIL, ZEAN ) BS BRAI
REARL G LN 4. 8% ~63% 0325 | —Tiikt %t 77 4]
BS 3 R A9 B R V5T R, v A B 7 B () R
84E, 196 (25%) M kA B/ Nekigid R TR, H
o1 BT ILRGENT, 4 32 TR,

4 FEAEEE

BEERL:

(9) A KREZFHERABS BILFRLHOBEALA,
Y ERBRFEL, BA COX #HH M TAREHRS EIL
MY HEKREE (ERFA. 2b; BERE: B),

(10) s MR EEL ERE BS BILY HH KR
BR, TAAAKEERNERE, STEREFRZH
TPAEKBELT (EREFA.: 3; #FRE: B),

(11) BB RRERELERBSHEF LA, T
HTRAY TFTREERPHE (EBFA: 3; &
%E: B),

(12) BHero o BOGREB FPHRIL,
BREBRBL AT IR ERIELRES, B
R EBEFL. 3; BERE: B),

4.1 £K%F
4.1.1 HERKEE A

RZIBITI BS BILF M AKEBFERS, I
HEBS3 M, e 5mMmELNL, ERBER=Z
AR, BIRAR ., A CKD A, it AU
o I B R R ALAEIRYT, R K TR T R UK [
PR A PK A0 ISR ) A W R L B i A

Pk, dlERKIMER (S BEEILRESE R (h
Ho~18% JLEGVHEERERE) ), —HEHAEK
B, KA TRER

BERMLEBEVT RN, PR LR K & BT
b, AU B MRS, MR, XMTER
BILIEN ETEHE R A BN, IR EE S &
P A DG PTAR
4.1.2 HERKIBITY

2 ST 55 IE S b 75 H fig S EK A COX A0 i 3910 36
7R, ERJLRY A K B ) A AN ) R A 1008
ARHE NS A, BS Bl (JLH 2 BS
3 fFEAKMEHRZIE (growth hormone defi-
ciency, GHD) 343800 s HAMIIGY Y 5 B m b K
NHAR 4%t B m AR R AE S | TR I OE H LEE B Y
5-2SD LI'F, EMAER=2 L H<14 %, LHE’
<SIOSEFEZEHR<11 %, EELTFWIILE
( Tanner I,ﬁﬁ) ﬂﬁiﬁ{%{%ﬂiﬂ{ﬁiﬁgﬁ, T A K
WRBZ HT LU A KB E IR
4.2 BERNE, BEAREMSNEDRRE

VA R0 BB 4G A BS U B AR, T
AE4k % T BS M IRAE T, B RUIE 544 T
B NS DhRE, B KR W LT
BS 4 BIDIAME BS g 07T Hop BS 2 AU A &
RER, W RBUON R KBS R UUE B4 a T
BS 3 R BB R LA A L2k 20% 7, H
S L RUE IR 22 5 0T R 5 B0 B R AR A [R) A
SO0 T LA AhER L R COX A R iR T
SENTA AL RAR IR ES KT, A B 4E 52 S 0 A
SEA MR TR EPET

AN BS BEE A A IF A MR | WA E
ANEPERR P RS A NE ThRE B, 5 BS 2
BT,
4.3 BEXTHEZ

B BS R AT H B4k S T IR 55 R T R U HE Y
ST, W RES AR 0 B R A OG I PR TT s R
PURAETE | e tdifh . G/, S L1,
R B W SOR B AR T A A AR N PEIR R ZE TR
FPARCS L ARy BS BT e, £
FB B, T COX 00l 7 v B AR AR A5 HE e, AT
AR EARE Y W IR 5 MR R K A B T
B FFRIAYY , G ™ B G T g 7808
4.4 BHEALKREHIR

BS 1~5 B n] i LA R A B ThREA 42, SEE
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JRAT I 8 28 5 o 31 6189230687685 oy i it
EH LT BS 1 BRI BS 4 B2 R RS, Wi
FEAR A A TR RAS B S TS B0 40
BRI BEE B NEREE AL 2 R 2k £ 5 B
REAR, FEEYE, W25 N T 5 B T g i
EU OB U0 SR A Y S K
COX #ifil 2 & FECE /MR IE T R TR, HuiwA
G280 BT R ERIA BS 1 A4 B I B A DL
BRZ ARG A AV NVE O AE Y AN RARIE IR AR
SRk Bk B /NERBE AR 0225 Clq BT TgA
B A BS BE RIS I R A PR R R
TisE,

5 BRBEANEE

BEERL.

(13) BS BRIk RIF, BRTMEEHH
4P, B 2# %W b R KR, I3 mAb 4y
£ PRERFLFRETHRE, BEHRE S FHAH
# (GERFR. 3; BERE: B),

(14) BS B AAECHA., BRBFHEL, &
(%, hERKFRKE, SASFHERBRKR, &
RAEEHRE, HITACKEFEFTE (EEFA,
3; #ERE. B),

(15) BS AAEERRAK, BEELTHLEN Lo H
Fifas & B, EHERATHHRERKGE D, TR
KRR YA QT 1849 25 4 v R T 48 5| RAA SIS
ety (ERFL. 3; BERAE: B),

5.1 AHER

BS A IR IR (Y SCHR B 0 S R ARGE , VAR AT R4
SRy RLAE0  GE R T 0 R R A R I, R
RS AR IR ] 808 /R UG R T, MIfT (R0 %
RARHAIN s LA ROV T B8 W B A HOE R
s I RERERG LAY TR 38 7 R, R R
Ja RN RSN i N G A o TN - P 3 VP
T - 7 ) L A SRR, PRI R A I
PRS- R ZETAE  FEL 0 2 e RO N O M i
HAER EE, EWE AR, R R BRI
JUBHE AL S 5 B S AR ORI A0 Y H AR (e
ARG, WA EAEE 3.0 mmol/L U\J:mo
ACEL/ARB 2 25 W7 76 SO RUKE , EEUR MR A5 0
5.2 BEAHER

BS FEH FIAR 0 R e A B IL AN R HGE L B,
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R KR A /B A BB T 32 4 B R ORI IR ORR
fige 0008100 AR LR R e DA R i . DA
IFE BB AR R A A A0 L XS 1 6 3 2 24 9 R g 5
55, RIEEF SRS 20 5T I Bl Rl X o
BN 1B N2 . @QARTT LR KF-, 48 S
BRAR B, R R AT AR K — W3 T 3.0 -
4.0 mmol/ L [a]1%6:92-100:102-1031 [y psf A3 ot 3% [ [ %
{52 511 PR 5L 8 AT 55 T 9 4 A A, I 490 1) e (K &
A RE A 3.0 mmol /LU | BRI [7] 1 142 25 11
X SRR I 245 00 245 3000 s ), 3k G I R ST ORI R i 35
fil, @B THREA 4, W/ i F 2 5 HE I R B 25
Yy, DA G A7 B AR 0 00 T A RS TR @At dn
2 B DL K I D RERE AL T R DG TE, A
H 7 T PELA AR BRI
5.3 ERERKALE

Sl BS FRAE AR I 25 A AR, N A T
AN E M 25, Ik FEK | EEERSE, T
FEAEARIN AR BS f A, RV Y n] 9 42 0 R 5l 5
M QT [RIHAZGY, WbtOBRH 254, BT R
R OKIRNERZ , SRS Ry PR
29, B2-'B LIRFRAEZ Il RS, BS B N
WM AR et K E, Y EE FIROE, B,
oA A, A B i S O L AR S, R AT —
Hkitr, 24 h PO ERE A, KT O NEEE
2, IRt | TS ERER, N A
PRAIG LBE RS, sk, KRN, MZhzsh, ml
fbiT ZE BB 25 4 1 BS /B, N W R UL e

s

BS & — 5 0L 3 A5 VR SR v e, ek
P B INEBERE T SOML BRI /N BB BT R
B FIERAR RIS, il )y S5 5 Y o AR ek 33t
oM X i BB P st AR, BO B A4S SLCI2AT
KCNJI. CLCNKB., CLCNKA, BSND. MAGED2. i@ it
ST SCERE 2], BT ROBEIE B 24 E s, 22 R
BB RAE BS LA IEMIG IR RIS 4 8 2 Wi JR9T
NS A A B T 16— BN, B e BS Il IR
BRI R R 5, ARME £ BS & i i
5 AT S S 9 1 B, R AN I 5 T RN 53
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