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[ Abstract] In recent years, research on the clinical phenotypes, new classifications, modified functional
tests, biomarkers and management experience for patients with Gitelman syndrome (GS) has made a lot of progress
in China. Based on evidence-based medicine, this consensus summarizes aspects related to GS, including clinical
manifestations and classification, diagnosis, treatment strategies, and management of chronic complica-tions and
comorbidity. This consensus provides an important reference for the diagnosis and treatment of GS.
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Gitelman ZEAAFI2YT HE L R AR (2021 i)

/NG IR TR O R PR R B B S St s R A
(' sodium-chloride cotransporter, NCC) %k [H SLC12A3
KA. GS MEBRAN (1~10) /47,
WP AHETRERE 512 2017 4R, Ble3s AR B Ik i
JA¢H4 (Kidney Disease: Improving Global Outcomes,
KDIGO) 5 1 i 4> GS 4 i 4L A 5 2
2017 4£ 9 J1, WiE GS 2R L FILRUMEA KA T
F (Gitelman Z8 & HE 23R & K LH) 1P 2018 4,
FADA@ERZ 2, PHGER, TR, HR 20
WEEHE . B EE RS I RS ) E
M R E ), o GS AIA T, 2019 4,
ZER TR R ARG, FR AR N
BIr ST Z R B S A ERKEE T P E
(FWHSITHER (2019 B ), s T GS 7EAAY 121
PR DL, X SEE PRI R0 TR GS B2 &% T
ERHESIER, BN GS I RIFFE RIS 17K 2 it
KT E AHE GS B AYIR KR AL, 708 B R I AEi
B AR R IR A B A 22 56 A 4 A5 [ P S
WIRIgeaE . i — B GS IR IRER I, Miuie
Wi, VAT RVE SRS, o RIS L I B 2 43 5 WL 43
2 WPEFERIKE AL WRISYT S R R
BAREIR L ZK, DGR = R 5eal, #7143,
B TERE G R BRI T TR GS 1297 TRmk

1 HAFNT A%

2020 4F7 H 20 H, “Gitelman £5 A 1E2Y7 LK Ik
P2 A#AIF, 2R 5000 TR BUARELE,
AT BARAT 553 Ty BETARER BRI (R R
W, W, PIRTIRES IRYT), JFEEE GS BIFSE
FORTERE, WE T AL PRUR g In]e ZH T AR
VTR, AL RA, RBAMREHE, Hh LR
AR H AR, AR LR AR R
JRIERE AR | 38t A I PRI T 27 2

HPGE LN “ Gitelman syndrome” |
EAET M “ERELEAIET M EEHKGERT
PubMed, Embase, Cochrane Library, ClinicalTrials,
HE IR, 305 B RRUIR 551 5 R S R
R 22 2020 457 10 A, Sk mabrE It
AAFHHICICHR 1634 5, 1) 12 SCHR A 2 A/ 8430,
BNNFFEAIER T SCHR 76 o R 4= FABIE =
IR 7 I 228 N AN GIT 5 iR
SCERUY RO ARIBRIEIESE 2l 6 MUESR S (la,

“ Gitelman

1b, 2a, 2b, 3. 4) (F 1), IFARYEUENE %90k HHEF
SREEZMMA (58) . B (PF) . C (39) 34 (3k2), L
RFFLRHNTT L KA AL, 2021 4E 5 A¥), W5 H
SERL T IGRE LRI R, 5 A 15 H, FAbazéfr 7R
BRASW; TAS H, BRAMITEL LG, Wi,
BATHE , BUORE B IR, 7 H 23 B, A4
FIG LR KL A S, B NETE 85% VL L
N L RN IR &I R A& Fs

F 1 AR 90E X
TEHRAEE) E X
la BZE IR BB Y 25 2 43
1b 2/ TR TS
2a ZDA T RAFIIXTRIETY, (ERBENLINH
2b EDH — I R R AR AR IR B 5T
3 B R BRI R AT ST, IR S A
PERFSE, MRS
4 BRE LIRS, DU R RZ 5

® 2 AR R A E X

EiicaiYi TE X UEHE 4L
A () A B B REALO IR BESE L Ta, 1b
B LI IR i
B () EPRNZEE, AT REEIRRTTRE 2a, 2b, 3
RBHHLIY2H
C (%) LERERSNMESMWA, UL L 4

KGRI, B /R A U AT 85 5T
IR RBTS

2 IwARRASISE

2.1 IGKRFHR

GS W WL AR (R I | R B AE 4 5 2 R 58
MRBL, W RBCEML, EHE, BRI, O A
BARGE, KA PEAREM B W% 3, LGS
BT WA I FRR, IUE, ARE TR,
TRAMES , KA B 5 o8 70% B89 GS B
N7/ 3 ARG RAER " . GS BFIL T i
B RS D RE E B E B R BR 55 4 4 2R 4P,
T RIS B NG BT DB A
B /NERER . GS A3 I B /INEAR T (19 7] €045 Jey ke
TEE W NERIEALS | Clg BT BN AR
AR EE T AN REAE —E Z T AROC R
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£ 3 FE AR Gitelman ZESNE B E WG R Z I

%5 WIIEIR (>50%) Z AR (20% ~50% ) IR (<20%)
E2Z2hIN wEdh, W= M, £ -
M-I R 5 WIEh FRME ., NUAMEIR, BatRs, k& g, JLPFICIE, B, PRI
IR0 D, I EIR AR QT [ e £
WIR RS WIRKE % e -
BT RS - WEik KT
MRS - - -2

2.2 lEKiZET, BEESHSINEEISET

EEENL:

(1) HTFHEIFEIRFLR, RAHRMER
W E, R GEE S ARAT g | KR e g BAKAS R &
%, BHE GS (EEFA.: 3; BERE.: B),

(2) ERERRXEABULB GSH—FHEZG
KAk, Ao TEHNRENERGIHRE, Kk
NCC b R&E (¥4, 3; #FRE.: B),

(3) RSB H GS ) & F T A R AR #
K, CSEMRETRALMKREF (EHFL. 3;
BRERE: B),

(4) ZFRAERARF EH SLCI2A3 A H H4
A&, —RAFER, 2 TEBERATHELK
(multiplex ligation-dependent probe amplification, MLPA)
LEHAT GS 48 (GERFAR. 3; BERE. B),

(5) #&3% ACMG A B & -8R KM ik 8 dy o £ 5
HATO R, LB THRAA SRR XE, HH
RHFERBEE (EEFX. 3; #5RE: B),
2.2.1 KW

(1) AR B A5 s HEBR T fb 1 P 4 A S 2 58
15, AR 400 N Mo A 5 s O

(2) FATE B PR O B K IS0 I R A OG I R 3R B
FLREA B I SRS PRAE B MR BRI B <
3.0 mmol/LHET, JREPHEME & >20 mmol/24 h; BRIV
B <3.5 mmol/L i, FREFHEM & >25 mmol/24 h,

(3) iR IE SR

(4) RGHEmRTEE .,

2.2.2 5 Bartter S HF L R W

2 ML Bartter Z8 5 1fiF ( Bartter ZEAME T &) M
it B Tl i CIC-Kb Y CLCNKB 3 [A 28 745 JiF
H ) BERIRANER (283 BT, EH IR
AREFERZE, WEEAKTFZIER, REKEIER
Tt . AT B U RRIAL, A E R AT
SN X ok 2 K G B T8 R, KA B T I R 2
Bartter ZEAAE, FEFKEIN AT #E— 255500, Gitelman %7
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Gitelman ZEAAFI2YT HE L R AR (2021 i)

2.2.3 HHEZH
2.2.3.1 =g

HATE &0/ SLC12A3 FF R AR # 1t 500 4~ (A
FIEH RABEAEE . htp://www. hgmd. org) . FTELA
PSS A8 AT R B e 1Y 2 b &R R 5 8 Ol p. TeOM Al
p. DASONT- 1190 1 R A 2 75 A0 % A i 1) 7
K578 Hyp. A313V | c. 1180+1G>T, p. GT4IR, p. L859P .
p.R86IC, c.2883+1G>T Al p. C994Y' 2 | WL ARERY
ERRATCE R, 8 GS 3k K 58748 43 #i v BEAEAE
P2 5
2.2.3.2  FEPRIN SR ms

BEXT SLC12A3 J5 R 9 1 422 I 1 475 2 H i 4 FH f
I BRI T 1, AHZY 8% ~ 30% HY H A AT K #)
HZRG g AET R G — A N R AT K
SR BB R G VY AT, AR R A
MLPA Fl i B 51) b A 6 PR 4 2% 52 B R (array-based
comparative genomic hybridization, aCGH) Z#iH T2
Wi GS'0242020 xR T AUA SLC12A3 R4 %
AR, 4T MLPA | 44h 14 a4 5t
PRI AR P S A T RE A AR S 0, WA AL i
A SR AR P AR AT S 12
2.2.3.3 R ZWiHE

SLC12A3 4l AR s E & & R A #112 GS,
HI B TR R T A AW RIS DL AT 0 #r . R I
/}5751"—}%, AJ 4 1000 Genomes ., GnomAD 24U &
AN S I AR BRI FE AR I %
ARSI A ) R R SCRR A e Ao EHGEAE S, I
WA ACMG ik P 28 5 B0 M A 152 48 ma % 2 47 43
U0 B AT S AR AN DI REIR S, AR AR S
FOR TS BIESE . JTCHE B REAH A 68 14 2 02 B i [ B

OISR A8 S % NCC 2 B 52 1 1) e - 1A A A
XA SRR A B TG R
RN NCC ThBEKE .
2.2.4 Tifeighr

ABE TR A GS LR e Wb A7 HE &
S, /N A 4] NCC AT Na-K-2C1 M54z
FEHREN Y —A AR AR, #HTHEET
BRI (R4 PN RER S ), A BT %0 GS A
Bartter Z551 73570
2.2.4.1 JRM5HH

WA R A EE (A 50 mg, 7~17 %
1 mg/kg) HIEBHWT NCC, W% 2510 )5 S5 7 HE
4% (fractional excretion, FE) BY725 LR L BE
fli NCC ZhiE, T NCC IhREBRIE, CS BREAA
WIE R 1 0 45 L 3 R A O BN MR B AL, LR IR
JEE 0T () B2 BB NCC T R4 40 1 ™ s AR . B P
MEZm AR R EILT 4 /e (E2),
TR T AN RMEEVR YT 1 R, HARIE
56 AT LIS 20 K AT 3 mmol/L, i 56 2 2 H
T ROK . BBURPRA . REMMBARA , A
FHEM A BOTE IR N FE,=100% (Uy/Sy) X
(Sew/Uep)  (FE WS E FHEMW 350, U HIRA
BIFUWREE, S oM I GBS TR B, S b i LT v
B, U N IRWUEFH )
2.2.4.2 Wi H %At

AABER G X T GS 12 W AY I R # (8 B 1 R
] b A DAIE 52 222 b R R B A
YK IR S0 3 BRI 38 0 VA N H P D GS R
o, I T ASEREIEIZ M GS AHE (AFE,
<2.86%) %, DIFERISWIN Sbrife, S MER I

| s/ vk |
7

Fetfn R Pa
ok 10 mLkg (BFEE) Q 150 mL Q150 mL Q 150 mL
i [Fl—15 min 0 h 05h 1h 15h 2h 25h 3h 35h 4h

\ A A L ) A A A !
%E’K L L e e i e e L L LT R >

SLEETFHM A F 255 BT H A 4
QIRHEFIED (GIRHURRIED

2 R AYSES TIERRG AR A
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I GS 1Y AR AR 5 BE 23 3 O 93. 1% A1 100%
O AR 1L 86 FMIR TR A5 S5 5 Ge s Wiy k2 A ek
PR A RS W I, H B TEAR AR I
FE AR IRE SN R R GE T T L
B R 56 s AR e R R LR A L il
K SRR IAR L, A ER I B A i 5
7. B RARSE RS, B TR RERE, Rl dt)z
= e A5 4] K RV B s /N 52 SRR S AR T T
2.3 RS REHE

EFEENL:

(6) GSWEARRASH, BARER® ELEL K
. Kb EREMRL, EAMKEAEEEZF (EE
F4. 3; BERE, B),

(7) ¥4 GS &X R4 EF, EF LSRR
EFBREAE, THOEEABRIBHREL—
(ﬁ-ﬁ%ﬁ 3, BHERE. B),

(8) GS &ty RAT5IM % E2 (prostaglandin E2,
PGE2) RMEHAKFTHE, BEBRAATEL
BAL, THAMEABEALSBIRFLTOREZI—
(EBFH: 3; REBRE: B),

2.3.1 ARG KRR E AR SR

2016 4 KDIGO HR4E WHO AN R 3 F 59, H#41%
BREAMRBE AE YA 4 9, FILIPEANY GS R A BT 38
BLAT R Bl R XU (hitps ://kdigo. org/ conferences/
gitelman/) , L3 4,

SRR T AR, AE AR R B0 B KT, AR
AU I AR L B ) T 52 AR AN TR] AT B [
G PR B, 2 W56 [ [ Sz T A BF 5T B 2017 4F &
M WA R FH A PEH 45 fE (common terminology
criteria for adverse events, CTCAE) 5.0 MiAS (https://

ctep. cancer. gov/protocolDevelopment/ electronic_ applica-
tions/ cte. htm#cte_ 60) , Z5EIGIREPRE N, HRIE GS
i R B SRR BRI 73 0 4 G (R 5) ., I
FEEKIE Ry —BCEAR . IR ARG R . AL
AGUER . THAERGUER | AR FOKF | oA
ZEALFLLHLE QT A1
2.3.2 ARAEER R

ZHEFFNT, B GS BE R LG R F AL
LTI R, TR 18 BRI RR M
Pl d e, MR, IREIRAHRE S, £
JRAEARTE A2 1) Tseng %17 Y AFIAF 5T R, B
PR BRI BT AR R S |l R [ B K B A, H
[l S BIF S K B 2 J A B DRI 3 T vy | b
R S RS AR IS B R AN AR T
B2, S
2.3.3 ARG BEA- S

AR [ N SCHRAGE , TR # IR Y GS R TR 4y
g 8% ~ 2291143 TE LB A F AT R
REE MAE T, WEFTHR tHIE R EE GS MR Y HL e i 3E
ALEREE . NCC Zy B 40 3 2 B2 B B AR 1M 8% GS
Bl R E A SO R B I v/ N B B B R A
(transient receptor potential channel melastatin subtype 6,
TRPM6) 15 NCC 3E3ik, 1EW Il 8E 8 i) TRPM6 £
NSRRI B Y TRPMO 3R 3k 12 3 [
A, DA Ay T LB ST Y 8 0 S 4t 1 o 30 A L
Rl ERGIAN LBE KA B T HI8T GS R i 15
FEEARIE, RDRRIL BRI R R AR 2 —
2.3.4 AR BRI AR R AP 03 B

MRER, HEACH (cyclooxygenase, COX) Eifl]
R AT B0 GS i VAR | PR B AR B AR S I RAE

R 4 Gitelman ZEGAELE IRET AR | (BRI ™ H AR L 0 20

TR 1% 2% 39 4 %%
M8 (mmol/L)  3.0~3.4 2.5~2.9 2.0~2. 4, SRMBRIGIT, BiER <20, sURMEFEERE. AR, Bl/E KA fr .o At
BIT RE
M (mmol/L)  0.60~0.70 0.45~0.59  0.30~0.44 <0.30, ARG KA OARE, BT LR

F 5 Gitelman ZEA IR RF I G

8|

Il PR 2L

A% TEIEIRARBR AT (RIS R BRI INAE ) ; SUURMZ 1. W97, 24k, SR, AR H R A, A8 & N

B % FOCEERIT L, —EFR I LR H A St

CH FEESHA ERE R, HARE LAy PEUERE SRR AR R H R AT, AT AR A R T

D Rk, TR
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RUCOT AN, AT H] GS R Y I 2K R
WHTFI AR 2 E2 AR 7= % (prostaglandin E2 metabo-
lites, PGEM) 7KF-3#RE AREF 51, mifR PGEM 4
K IR PR B 2 R OE IR PR M 1 L R AR
PR P RE B AR AR DR SCHE M B XA
FUBEWE (Y K2 N FE AR R PGEM 41 22050 R, SR
PGEM /KFERTE R GS M4 BRI, 4 Bh TiR51 GS
1 & H A RN . COX B il 73R y7 & B AR, H
i, R _E AR A PGEM ETA %5 & % JR PGEM

é\io
3 RTRRE

EEEL.

(9) GS &F TRILKRPH YA LA, 4b
SRR fAAT, AMERBKAAMBRERN;
FRAT o SARE 2 B T T #BRANE (EEFA.
3; 'ﬁﬁgﬁ}i B)o

(10) S GCSEHLAAMBEKELBRFLAAMR
BARAER, SARM KA Z Fo/ X RRANTANE S T,
FAMFANE R W B, 3 F B AR R AR AT A A
(J3B A B, AR5 A B o BT REA]) . COX 74 A
(G| £ F) (ERFL. 1b; BERE. A), &
THRAER e BREREIPH N (angiotensin
converting enzyme inhibitor, ACEI) /dn % % 7k & 4
#HA (angiotensin receptor blocker, ARB) X 24,
EEEMNLE (ERFR. 3; BERE: B),

GS [ FEBIRYT H bR Jy s 838 fi IR I 32 5 A2 1
Jit, JRIT T E R A G R R R T
RARHLHIBIRTT , R R R D7 A
3.1 REBREBEREFT
311 e

HARHEWKEME, ZEHESH. ENEY,
maY ., R AP, Hik, BR, BRI %, W
KEIFmIE, Sz #a &Rk,

3.1.2 AWERRIRTT
3.1.2.1 #MZGY

HWA T EACE, TE RN A [R) B AR 7R IR W P X
KA T, A b, Y8 E T
3 F R AN A ™ A I B B0 R
HOBOME . MRS | RSO R SO AE ), AT
THRFIKANIR YT . NN GS A RIS IE H
¥R 3.0 mmol/L L) |1V o

3.1.2.2 #MEZY)

B IR IMAERT, B SEAMEIRYT, m IR
HEMt, A BY FARAN A A 20 £ [RA B Tk
FRE MNP RERAMARRES, WA RES
R R RTINS ANV R R s 1, R AR
APERER S A (AR REY . Mgk L. AL
S5), AEWRI B, 43Uk B MR FH T R A
FEAR o 20 H B AR R £ T A 0 A R
B, ATERIKANEEIRYT . JEH AN GS B G IE Y I BE
K4 0. 6 mmol/L L |1V o
3.2 BEFERRILGEKIET

M GS [ AFAE T P A A 5 3 L BRI R
KR, SRR KR R e Bk R AR R T, SR
N RMEEIRYT AT BZ B, R EE G FH 24 LA B f AR T
L, WAOBRIBIT AR, KA EEaE
3. RARFIRF . COX Ml F . ACEI/ARB, H
BT, &F GSBEG F 25 1 SCHRAUAL & 1 301 Bl AL 57 431
28 AT A1 T A JB o ) ko R AR TS, Ay
2 i I ARGE
3.2.1  PREFRIRF

F AR AN 2R Y (BN R
AR ) AR RS BRI 25 CanBTR I A
TR ] 475470 700 215 24 40 3 a5 e e 1 % /N R 4
BEZMEFEBENEN, FERRSHRR, B2 5 i
KA, Ryl B B R T, T B
P B A RIAE 5 TR 7R A 3 30 e [ 327 AR 45
ORI, WP HE R N2 S AR R AR AR, TR P
FPTRE ZR AR DCRIAE IR 5 e 70 2 24 ) 3 i
FLEE S YU L R B I, /0 B0 0 HE M, Blanchard
SRR A B, SR AR R 150 mg/d, B K %
Fl 20 mg/d Al Al GS & 1 I B K OF 43 i 4 =
0. 15 mmol/L. 0.19 mmol/L, HAl, MICHFS HH IR
PN G5 4 AR A9 78022 001, MR SR AR G RIPE %
JE, A AR PRI AN T S LR
3.2.2  COX ikl

YT GS &R PGE2 K PGEM /K -3 g 46200 |
FLIR PGEM 7K F-i 1 & I R R BLTE &Y cox )
Hil CnmslmESEE) A BT GS M R i
E SR SCAE R, 3 0 2 JR PGEM /K P-4 Bh 0 €
I8 ¥ Blanchard 20 {4 Bl LG 1] 28 BT 58 .
7N, fd SR SESE 75 me/d AT GS Y I 2P K SF
FHE5 0.38 mmol/L, HFHEEELWRIMEM, FeilE
ANERYE 3 R BRI AR 95 45
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3.2.3 ACEI/ARB

ACEL/ARB F 2@ i 1] GS £ P (195 R -1
BEIKE RS (renin angiotensin system, RAS) K%
VEF, FH 2G5 o 2 W ot R T BB KO
3.3 KNG

GS B W PRI AL, BE R 3~6 1A
W NEAIBEREZ 1K, TR DCRER . BT
REFIRL AR K | IR RAETS L (O RER R . AT
RBRESE) | OHERE . Y RIERSE, R
2Tk 7/ RPN a1 b b W T Sl s ¥ e NN ] R
GS BHEGIFH AP, 25 R 5 75 & 1 3 5¢
MEEREARI 254, G B2 SZ MR | T A
ST A R A AT . ARG RIBR A TS
2%, 2GS B PR RAF, HIMA 1R ™ E £
B HRfE R AR AGE, PRSI A
efey v AN B 6 1R B B S

4 EUFLERGHENEE

BEEERL:

BRMFF

(11) GS BEATHABRMAF, CHEM 0
B, et E RS 2 BERRK, BB ENEHEH
Mat A BKF (ERFAR: 3; BERE: B),

(12) 47, AMERBABWET THE GS &4
HRARMFF (EBFL: 3; BEBRE: B),

(13) LERAZH GS BATHAL M, 4
. BT TRERSEFNG B KRE,; »F
MENERESBHRRAER, THERREHBX
B, STAKRBESRZATFAEREERST (EH
¥R 3; BHERE. B),

(14) AM8E3& 7 THE XA J BB 45 AR A
(calcium pyrophosphate deposition disease, CPPD); &
Ve X P IR ST FIEE4KRRE KL (nonsteroidal
anti-inflammatory drugs, NSAIDs) X ] &4k A4l &k
STEBF (EEFH. 3; BERE. B),

4.1 HERH

BEFEIR, 14% ~60% 1 GS 35 ] ) B A
SHTT Yuan PG AL, 53.6% 1) GS
BN, AR R A2 (3.6%) .
M A (28.6%) A2 BIMERE (21.4%), HAF
TEMR Y ZRAHT o TR AL g R 30T A R0 i A 5 e
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By 2/, AR I 45 R 5 R AF T R iR AR
AR AER I 5 2 0 4 2 W 0 R 70 L B ke e e
(P 8 2 15 | ) I 5 R o 0 0 0 7 2 A e
M B TR HI2 W, #MET . #ME S SR NIRRT AT Bl
SRRz
4.2 EKEZBEE5BXTHET

JLERHNARGN GS BFE MBS/, ERKE
FIRZE O AV AR AT LAY AR KA
PV E BRI S B R KON AR 4%t B A
FAERY | M0 ER JLE 5 & E-2SD LU, A3
=24 H<14 %, WHHH <10 & KB E%H
<11 %, HEELEEYHILE (Tamer 1), Alf7EK
BRI, W TARKBRZF 0 TAERMERR
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