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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 complications and co-
morbidity. This consensus provides an important reference for the diagnosis and treatment of GS.
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NG PR T 6 M) PR R R g S Ak e as A
( sodium-chloride cotransporter, NCC) 2 [A SLC12A3
KIEAESFEE, GS WBIRRA N (1~10) /477,
WP ABERTRESE 20 2017 4F, Mot 4 BRI
JG¢H 4! (Kidney Disease: Improving Global Outcomes,
KDIGO) il T4 6S A3t il fag F " [H
F9 A, PR GS 2L HFILRIMEA LA T [E
{ Gitelman Z%éﬁié‘?ﬁ?%ﬁi@iﬂ)m . 2018 &£, HHE
TR G 2 BHER . TEE, ERAREEE
WR . ER P EZE RS IR At e r (58
—HEFEWAHE) ¥ GS WA, 2019 4F, ZH
FUEERE ARG, IR T AERRERELRLS
ST L KT R DA ERLGE T RE T
(FWHIZITIEE (2019 B ), B GS 76 A Y
121 P DL, X eI PURIFE B T HE GS 21k
KAETERMESNEN, N GS Ik ROt G 1T
KR, KTHEARE GSHrmERER | 58
KR IIRELE . AW AR S AR R R B 2 5
FRARTE [ Y A0 T Bl St — 22 W GS Y I
IRERIL, REL W, 07 A BN, b EBE S A
Epir T Wy e, PEFEIREKE ., Lt
FRLTT S IRBE S KA AR AT L 28, LIRS 2
DR, WIIT TASR, B TR B R B 3T
TALH GS 1277 Hims

1 HAFNTA %

2020457 420 H, “Gitelman ZE A 1E2Y7 L5 Ik
PHT2” AT, 2R 500 TR BAHER,
AT RMAT 5500 15 BT HRUEM PR (KRR
W, 2Wr, PR HE A RIT), JFEE GS TR
OB b, WhE T AR ey Tl 2 T 3R]
TR, WRETRHA, PBAMRTH, HhEx
MGk AENE, AR LR R R
JRIERL . RSBl | st Rl PRI T 2 A4

PGS HLL “Gitelman syndrome” “Gitelman P
BIE” “HRRLEAME" N EBEE R T PubMed
Embase . Cochrane Library, ClinicalTrials, [ %1 M
T3 97 8GRI 551 5 F0 b SCARS Bd 122, G R i [a)
SRR 2020 457 710 H, SXkmRRILRIFHE
SCHR 1634 J5f, DS SCRRAI 220/ 804230, RN ALT
BRI IER SR 76 i o MRS A B TR B 2 O e
PEr T RIS 1 NIRRT Gy ik SR
KA P TR 73 6 N IEHE YL (la, 1b, 2a,

2b, 3, 4) (&), IREHEE SIS A
(). B ("B, C (8) 34 (£2), UIMCFEIHH
ITLFAMEIL, 2021 455 A4, 4545 17 R
B S A 1S H, T2 T RS RA S,
THSH, BRHAITL LN, Wi, BRHE, ©&
MASEEILREN, 7 H 23 B, A &HBg L RH
TAC A, BB 85% UL LN N B R E L
BEFERD | 2P R AR,

® 1 AIEREIER S 90E X
IR SE X
la S Z BRI BT T 25 3 007
1b Z/H — TR IR 5T
2a FDA TR RAFI XIS, (EARBENL AL
2b FOA I R A A SR i 6 BT 5T
3 Bt RAF IR IR R GRE T ST, I LRI . ARG
PEBESE . T EAE
4 LRBE DRI s, DLEBUR & R NI R 255

R 2 AR E X

il Zedis E X TEHRAEER

A () AT R FEAL BT R 1a, 1b
A PR i

B () EPRbZEE, B REFAIGRPIEMHE 2a, 2b, 3

REEHL M

LRBED 2GS, YRR L 4
KHIWEIR 200, 478 AR U5 AT 89 o
IR RIS

2 IwARRASISE

2.1 IARRH

GS H DU PRAT IR O R M 4, ARG i 356 7 42 B 22 R
GRRH, WRLAEEIL, B, ShiE, OmE
P RGE, K E RS B0 Lk 31, L
GS BMAEWWHMZ W TR, WLLS, EREFER
%, FTAMES, KRR B 2R 70% 1 GS
BHEFAEED 3 ANREMIERAER . GS &
A B R D REIR P BE S B ER BR 55 45 4
AL, TR BN N RGN, o
I AT HA P NERR G . GS & I B /N ER 5 A9
(LA Jey k5 Bt W /NERBEAL ™ | C1q BT B
/IS B 1 A (EL T T AN B AE A 22 D ST
RER,
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Esl WIWAEIR (>50%) Z AR (20% ~50% ) AR (<20%)
= TRIN WG, HiE, 2 -
Mh-JILA RS L1 TR WA, Batmi, ke M, JEHEACIH, BORE, WA
LA R BE O, R QT [T LY
WIRAL LU E4 7S -
BRAL - BEt KA
HILRS - - 5

2.2 EFKiZET, BEESHTSINEEISET

HEERL.

(1) ¥TFHFIFEIRFLR, RILARMMER
P E, o R EE G RAT R | KR e gE BARSS R &
#, B¥FE GS GEBFA. 3; #ERE: B),

(2) ERERRABERAHBLE GSH—FEEE
RAwRE, A TENRFNERGHRE, KoeFu
NCC et k& (ERFX. 3; £HERA. B),

(3) ERBARSHH GS Y EF T AR R H
N, CSHARETRELEMKREF (EBFL.: 3;
BERE. B),

(4) RFEAHEARSRF A SICI2A3 XAHEE
MAEZ, —RAFER, 3 TXEBRHATHER
(multiplex ligation-dependent probe amplification, MLPA)
LEBAT GSHBF (GEEFH. 3; BHERE: B),

(5) #&3% ACMG X B % -3k K ik 38 dy i X 5t
BATH R, LENTHFEAARKS A RRE, A5
EHAMRGIERE (EEFA. 3; RERE. B),
2.2.1 IfIKRZHE

(1) 4k B o o0 HE R T Ak S0 48 AR sl
15 ARAIR 400 P9 MR o A 5 S L

(2) FAAE B PR S B AR B I A O I R R 30,
AP ARG B A B 5 PR E . B MG BRI A <
3.0 mmol/LAf, JRAFHEM £2>20 mmol/24 h; =l #f <
3.5 mmol/L B}, PREFHEM H>25 mmol/24 h,

(3) iR IE# SRAL,

(4) RGHEmTE .,

2.2.2 5 Bartter ZESAF L 52 W

25 MLHY Bartter 285 fiF ( Bartter ZE&ME M K) M
it B Tl i CIC-Kb i CLCNKB 3 [A 28 745 JiF
;Y BB R (2163 BT, HH L
AREFRZE, MHEKFZIER, RESAKEIET 8
B ATHEBE FIERIAE, & RFE AR A R
JoF T X R ZEKAR IS T N, A7 B T PR12 W Bartter
LEAME, BRI AT i — P25, Gitelman £ 5 1EE
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2.2.3 HHEZH
2.2.3.1 MR

HATC HTE SLC12A3 JER 2848 |2k 500 4~ (A
RILHRRAABIEE . http.//www. hgmd. org) . HE A
BRI A W R B Y 2 B SR R R AR Ol p. T6OM Al
p. DASON'-1 10 R N o 5 725 A1 % A v 11 7 b 3
P57 Hyp. A313V | c. 1180+1G>T, p. GT4IR, p. 1.859P
p.R861C, c.2883+1G>T Fl p. C994Y ™" | B4l AFEM
A RE R, R GS BYFEH 2875 43 A v] REAF7E
G2z 5
2.2.3.2  FEDRKGIN R g

BEXE SLC12A3 J PR 1Y 4 000 5 475 2 B i e
Iz R 77 8, B2 8% ~ 30% (14 B 35 A 46 ) 5]
PR G R AR TR — RN A R AR K
LR R BB s S ST, AR A
MLPA Fl i B 51) b 45 1 PR 41 2% 58 B2 R (array-based
comparative genomic hybridization, aCGH) #Z#ifHT12
Wi GS1022 xRN AU SLC12A3 Bk 45 %
R, BIE—AT MLPA | 24M 5 T4 43t
P AR e S A AT BE A S, AR il
AR AR P AR AT B K12
2.2.3.3 FEHZWifRE

SLCI2A3 Zi 3 B E & 28 G = #12 GS,
FE RN BT A AWK AT 30T, KA
R R )5, A 7E 1000 Genomes ., GnomAD 25545 i o
AN AT AT B 7E AR FEIH 58
AR RN PP AT D) R 2 SR A e S o LRGBS, O
R4 ACMG H& P 25 S5 00 1 i 152 48 w4 H 347 93
KU BRI AR N SN RER T, N
O LAY JTONE O REAN i 2R 5K 202 H A PR
NN BEAIEAS AR 506 NCC I BE 52 0 1) J5 1 AR A

XA SR ER IR A B TR R
KNS NCC ZHREKE .
2.2.4 Yigeizi

AETHRREAE CS LR LW LA REE
o /N ] A ] NCC R Na-K-2C1 35552
AR A Y —AFAVERE R IR, T
BRI (R, AT %5 GS Ml
Bartter %%fﬁmr 5
2.2.4.1 JRF5IH

/N R A EE (A 50 mg, T~17 %
1 mg/kg) ELHEBHWT NCC, ML MR 2470 5 55 7 HE
M40 (fractional excretion, FE) A5 {LAE B DI TE
fli NCC Ty gk, T NCC IhREBLFG, GS B A
W R 1 0 25 AL A e B Oy B O M R AIG, L RR AR
JE AT ) 4% B e NCC D Re 404 0 i ™ S AR B . [ I
Mgz @ERRBRAELT 40 (K2), i
AT T A LA . AR 1 d, BARIEIK S
H LA K AME T 3 mmol/L, iR 56 5 8 v 75 & i
Yok, BBURPRA | KRB MR A, #EF HE
SEGTEITE N FE,=100x (U,/Sy) X (Sen/
Uey) (FECHRE FHEM 40, U, IREE ik
BE, So M B FRBE, S A I LB B, U,
MR WUEFH ) o
2.2.4.2 LWiE L Zatk

AAMEG X T GS 2 Wi i Ik IR M (H 2 7E A
) A AR LAIESE 2237 Je S R B B B R i
YK R 1B T3 BRI S T A B T GS i
&, I T AFERIRI2 M GS MAHE (AFE,
<2.86%) ", LIELHZHI N EbrifE, SAERIXE
W GS 1Y R BRE FRR S B 43 0 o8 93. 1% 1 100% ,
O FAR 1 86 FMIR IR 5 55 5 GLis Wi ik 1>, R ek

| s/ vk |
A 74

Fifn AN PaN
A 10 mL/kg (VB 7R B) QO 150 mL Q150 mL QO 150 mL
i [8—15 min 0 h 0.5h lh 15h 2h 2.5h 3h 35h 4h

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

LR ETHIMA 4L H#ERE TR 4
CQIRBCPHMED (GIRHURRIED

B2 R SRR R
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M E % &

IR AR A i 2 W), H i T AR I
F F IR LAE 45 AN RS R 2 L
SRR 6 s AR e R R AR A, il
KV HEEDIRIAR L, A E R B A R 5
1. B RARSE R AR, B TR RERE, FHiled)z
PR e 7 2 001 % S o /NI 2 SR S A B T Ik
2.3 ERSREHE

HEER:

(6) GSBARRIASH, BRERS TAREL K
o, Kb EREMRL, EAKEFEELZF (EH
F&. 3; BERE, B),

(7) ¥4 GS BHLKEF, EF hSEHIMAEK
BEHGREAE, THAOEND GRS GREL—
(EEFL. 3; RERE. B),

(8) GS &A&#yRAFI M % E2 (prostaglandin E2,
PGE2) R#MtF#HAFTHEG, LEBREAASEL
BAak, THAEGAIERSBRFETHREZ—
(:‘-‘E%%ﬁ 3; ’}gﬁ:g&}i B)o
2.3 1 ARAa I R R B

2016 4F KDIGO #R 4 WHO A K F {45 %, KK
BRAE FIREE 0LE 53 4 9, FHLAEAY GS R iRl 35
BLAT >R Wit R XU ( hitps ://kdigo. org/ conferences/
gitelman/) , W4,

SR TAE A, AE AR R B0 B KT, AR
U I ARG L B T 52 AR AN [R] AT B [
Ml IR 2 B, S IR 26 5] [ 57 T AR F Y Be 2017 4F &
A H AN B R PF A bR HE - (common terminology
criteria for adverse events, CTCAE) 5.0 MiAS (https://
ctep. cancer. gov/protocolDevelopment/ electronic_ applica-
tions/ cte. htm#cte_ 60) , ZE&IRRILFRIEN, #HE GS
i PRI ™ BRI BG 2> I 4 9 (£ 5), MR

FEARE N — ROk, WIRRGRER B2
RGUEIR HAERGUEIR IR FOK i<
ZERANC A QT [HIIAE
2.3.2 REEER R

ZRWTINR, Bk GS A B tE i R R A T
LTI s, B 18 TR L
PR, MR, IR AH T S, £
JRAEARTE A2 1S Tseng 2617 Y BASIRF 5T R, B
PEABE IR MR S | I R R - SEAG, H
[l S IR 50 B 2 P S0 1 DR H I 3 B vy | b
R A5 R A B AR AN A T
IE =L, S
2.3.3 MR MEEKP o E

HRAE P SCHR G, TEH L8R GS A L&
29203 8% ~22% 10 HRAY IR LBE Y A AT R
AAREEIAE T BEFTHE R B GS B Y L A
FiEBLFEEE | NCC T RE 3 A2 B BRI BE GS &
FRIT TR I A S B B i N B T
#H H ( transient receptor potential channel melastatin
subtype 6, TRPM6) 5 NCC Ht3ik, IEH 186 B H
) TRPM6 £ 3k 5 f Ffe A #23, IR il B A8 1Y
TRPM6Z A & FEAK, DA Sy I 0 B 7 282 114 1 7.
PRALT o B A H AR R H AT IA Y B K A
B TR GS 2 A 1 ™ AR, nDRE B
I R 43 R AR B 2 — .
2.3.4 ARSI IR R A o R

MR R, B8 (cyclooxygenase, COX) #lI
700 P ke GS it ] PR R B, AR BE L AE B2 A S I PRCAE
ARV BRAh, ARFTE LR B GS B Y ISR R
AR R E2 1R 7“4 ( prostaglandin E2 metabolites,
PGEM) /K- ARET R, K PGEM 41

R 4 Gitelman ZESAE LB AR | ARBE AT ™ SR 220

i 14 2% 3% 4%
M (mmol/L)  3.0~3.4 2.5~2.9 2.0~2.4, SERACEAIT, SR <20, SURIETERRE . IR, 578 & A A iy
BT K
M4 (mmol/L)  0.60~0.70 0.45~0.59  0.30~0.44 <0.30, BEERAaRYOaRH, BT AR

F 5 Gitelman ZEATFIR R F I H AW

|

Il PR B

A% FRAEARAES AR (AR A BURER A ) s sROURMZ T, W57 . 24k, ZIRE, ARNTHWAER, AN EH ST

B % FOEAERIT L, —EFRIE b0 H A it

CH PEESHAFEEE R, EAE A BB BRI R F R AT, AT RERS I E R S
D % ATEfE MR, R RNRIT
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HH BT PR 385 22 FNE W DRI X 9 e R vy, QI A b 2
T RPN R T R, Ok SRR Y S
FER IR PGEM 412550 | [H ik, JR PGEM /K Fml 1 Ky
GS 4y BUK Y, A B TR 5 GS & & /8 & A i %
COX IR YT M B, HAT, IR Al R
PGEM EIA i &0 JK PGEM & &,

3 JBITREE

EFEER:

(9) GS &&TRUEKRFH WAL FE, 4t
HAENRA RS, AMEERRARMRERA,; &
TR o gk SAKEE fo gk K T T HBRANAE (ERFE.
3; #ERBE: B),

(10) HCS @&AAEMBE LG HRFLAAMR
AR, AR H KN B Ao/ R BRANT AN T,
FAMTANE R W X B, R H B AR AR R A
(BE AR, REABHRFTKEA), COX 37 & H
(Wl £F) (EEFL. 1b; RHERE. A), &
THRAEA L E RKERAEIHS N (angiotensin
converting enzyme inhibitor, ACEI) /fo & %K & %4k
F#H M (angiotensin receptor blocker, ARB) X 254,
fEEhEnhE (ERFLR. 3; BAERE: B),

GS B EERYT H b g o0 /8 A RO e A 1
Fiht, YRY7TT I IR 2B A A R AR T R T
FIRHLHIEIRTT , T RS RL A B 5 A
3.1 BERERET
3011 R

HAREMIRERE, ZEME S, BEEY,
LRSS/ SIS N S L -8 SN S0P
REIFmiMs, SmZagHhiRe,

3.1.2 R RUART
3.1.2.1 #MEZGY

AU SRR, AR Y [ IR 7 PR D &
RWARE T, AmEAGE b, Y8 E Tk
32 F R B BT ™ AR B OLAE R (A B0 R
WOWONE ., VRS | RSSO SR OR ), T
Tip kMR YT 8 E AN GS B Y I B 2 iE B
Frm 3.0 mmol/L D FIY
3.1.2.2 #MEEZSY)

EIFRBEMAERT , WO SeAMEEIRYT, T R A
HEME, A B TR I A9 2] 15 R B TR
EH BB LN RERRIACRE ) WRARK AT
P R FRURLAE Y AMEZG A R, Rl R

AHLRRER W (AT AR ML FLIRE:
S5), EYAI R RE S, 4 Uk b R IR AT R U A
FEAR o 24 B ™ AR I B T R A SO R R
B, ATEIKANEEIRYT o JEH AN GS B G I Y I BE
JK3FH 0. 6 mmol/L Pty o
3.2 BETFERNFIBET

M GS [ A7 AE T M A 5 3 L R D% I R
FEPR O R 7 e A I RN B AN BETR Y, B
FNRRMEEIRYT AT BZ B, AT EE G FH 24 LA B f AR T
EEL, WAOBRGRIT AR R, G M B
32K, R AR A . cOX M HIH . ACEI/ARB, H
B, &F GS LA F 25 1 SCHRAUAL 2 1 30 Bl AL 57 B3
28 ST A 1 T [ B ) ko R A AT, Ay
Z h e 4R
3.2.1  PREFAIBRFA

TR AL G RSP 2R 2 (IR R L R
AR ) AR RS BRI 2R 25 8 (BRI A o
T2 [0 ) 475 470 790 2 25 40 3 3 47 e I 81 D %o 3ty /)N R
ELREZMEFEENEN, BIRAHE, 25
MK, Hoh R R LA BUdE R I v, T
B3 K E AR 5 AR ) 1R Sy 32 5 A T [
Al 32 AR5 B0, 0] I V3 3R R 2 0 3R A MR S N R
i, TCSRPITR Ao HE R AR DGR ATl A
U2 5 B s B b R e aE , w B Y HE
it Blanchard 257 5 ®F 58 % BL, 2R 4K 3% ) B
150 mg/d . FTA&F] 20 mg/d AT GS 3 1 il 4 7K
B4R 0. 15 mmol/L, 0. 19 mmol/L, HHEI, MJC
F5T HG A P g5 R A 7 222 0, MRS A
SRRIVE R &, A R B PR IV FH /I T S B
3.2.2  COX i

YT A4y GS B H IR PGE2 K& PGEM /K - 3%
0 B R PGEM /K - i Y BRI K R L
O COX M (IS ) A BT GS
R B AR I AE B AR DG RE R, 3 AL I A2 R PGEM
KA B T b 28 # &, Blanchard %5 1) BEHLIR
52 SCHIFR s, (I SIE 562 75 mg/d AT fif GS &
H AR KE T 0. 38 mmol/L, {H 7 R 254 AIE
F, R B/ N R B AT AR AR A AL PR 597 5
3.2.3 ACEI/ARB

ACEI/ARB F 25 4] GS B W0 9 -1
HEIKZE RS (renin angiotensin system, RAS) &%
VEFT, P24 Aok o5 i 2o 0 T o, R 5 Tl A2
3.3 BEiplENFTE

GS B I MR AL, BE N 3~6 1A
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M E % &

ZE AR IRHEEZ 1k, PPASHIDCRER . )
REA AL K . IR AAE T B0 (DR BEAE
PR AE) | DB IR . AR, R
ETL7/ NP R = A1l s A i ¥ U A ]
GS A A I HAMB , 24 I D 18] 5 5 e 1 9
MBEREARIGZ5 Y, W B2 SZ ARSI | B 2
T RN R AR A . AR RERIIR A TS
2%, ZRCS MFE WG RAF, HINA 5I# ™ H %
B BEAE RAEAEAGE, NI R 2 . M
a0 B 0 R BA B X,

4 BUEFARERAGHENEE

EEFEERL:

BRMAF

(11) GS EATHARRMFF, CHEM 0
BEH, Bat A2 ABERK, EXHENEEH
wat FhnBKE (ERFA: 3; BERE: B),

(12) AMPAMER IR A B4 7T TR E GS B4 6
BRMFF (EBFHR.: 3; BERE: B),

(ST &

(13) LEARRH GS & & THAF M, 4b
WAL TRENRS BN HHEKRRE; FA
BAEEEGHHKRER, THEKKEE R HX
B, STAKRBERZETTFAEARBERT (EE
F&: 3; #ERA: B),

(14) AME%E T THE XR T BFHRS5 LRR
(calcium pyrophosphate deposition disease, CPPD); %
VEREFHRERETTFEERRLZE (nonsteroidal
anti-inflammatory drugs, NSAIDs) X /| & #K KAk &
NS ST (ﬁ%%ﬁ 3; BERE. B),

4.1 HEKH

WIFEIR, 14% ~60% () GS 25 7T ) B A58
SR U0 C Yuan PTG R, 53.6% 1) GS H
BRI, AR R M2 (3.6%) .
Ml A (28.6%) 12 BUBHIRG (21.4%), HAF
TEMR B RAHHT . FR A B R I0T A I i i 5 B
By 3R b , AREE AR B0 3 1 5 R AR 518 S 42
WER AER IR I 3 % 4 4 100 A 700 DA R Ak e
e ) 1 2 5 | 76 ) MR 2 R AR o S0 W 0 o g A
MUBEAT B T2 W, AMRME SR N R T AT s
ARz,

4.2 HAKEZFEBXTHE
JLERH R GS BE AT A%/ K
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REBRZE T AMIANEIRTT A GRS BL A K
THHLEY ) BRI G R AR, X B
FETRVAFWY | [RIPEIE % L B s ¥ -28D LIF, &
MR =2 4 H<14 %, L&t <10 %85 &%
W<11%, HEXEWHILE (Tamer 1), w17
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GS & & AT ih B3k w48 R AR W O
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A A i o
4.4 EHBNLE

HRAEBA 6S BHGIFE R E, & i
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(17) BGS EHALELCRA, RBFHEL,
AREQT HMEKEEZH AL FTHRKR, BARY
B AL, BASFAIE, HITAMEREFT R
(EEFK: 3; #FRA. B),
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