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[ Abstract] In recent years, research on the clinical phenotypes of Gitelman syndrome (GS),
new classifications, modified functional tests, biomarkers and management experience for patients
with 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 comorbidity. This consensus
provides an important reference for the diagnosis and treatment of GS.
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Gitelman Zi&1E (Gitelman syndrome, GS) J&—FpZE WLABHL TS NE R, HIkK
R R BONARAR M ARS8  (RBE IS . RS RAE" o GS RIS 7 SN G fAk B
Ve AR, g AS A 5 Iz /N IR SN PRI BB R AN R ez 8 1 (sodium—chloride
cotransporter, NCC)FE[N SLCIZA3 KAEAZSFHTE. GS WIEHHRL N 1~10/4 75, WPMARE
ATRET Y. 2017 4F, BEEERENER TG 44 (Kidney Disease: Improving Global
Outcomes, KDIGO) il T A “GS FriiRMis T " s FE9I H, FHE S 2iaER
SR HMEA R AT T HE (Gitelman ZEATMESIA LR ILIA) . 2018 47, ExR LAMEHZ R
oy BHEEB. TEE. EFRGMEEEHR. B hESE )RS RS HER (B
P H ) R GS IANFd. 2019 4, ZEFK PAMBER AL, ERDARRES
WIRCTr SR L RR AP A B a3k GE T IRE G CRIRIZSITIRE (2019 fOY, i
GS FE Y 121 Fh5E LG o X SEIARANFRFI R T-HUVE GS 2 ia K% T B RHESE, EW GS



GRS IS TR, T E AR GS FMIERER .. /8. RIIAERE . Vs
EARVRR TR N I G 50 A0 4 75 R N ST R ARGE . e — B BT GS MIRIRRI, BEL
Wi, R T AE RS, PEPRMERESF R PEFELRRE . RS
5 R S BRI 5K, DAMBIEER = 9 56, LT AR, B 7E B R E= T 1T B
AL GS 1297 5%
1 FRBRT 5

2020 4 7 3 20 H, “Gitelman LR G Ei2I7 B LW &7 HIT, Z¥RLFRMNR T
SERMSARIESE, T BARAES 0 L B TARuEMBomi =l QIRRERIL. 2 W, 5 7 4%
508, 897, HEEE GS I R, W T R IAR U I T SRET AR
H, FEEFHA, HAMRSH, HhTREARTEAENEL LB NWEL PR
JRIERL . RraRt, 38 % 2 A PRI AT I3 57 4

ARG HHLL “Gitelman syndrome” “Gitelman ZEAE” “ 542 43AME” N HHAK
Z [ PubMed. Embase. Cochrane Library. ClinicalTrials. HE &I J5 7 s ki il 55
G R SRR B, KRR IN TR 2020 4E 7 H 10 H, AT G SEERIG AR
Wk 1634 53, DS SCHRAEZER /B4 S0, RAINTTFE AL B SCHR 76 R3 o AR A-EEIEUE
B5 2 LIRS 43 ROV I 5 25 1B SRR IET 1 5 2 SR, N IR SRR 4 6 A
WEHESE (lay 1by 2a. 2b. 3. 4) (R D), FHMRIEIEESEHHEHERRE S N A GER). B
(F. € () 34 (% 2), DAREILRMIT L RAMBEU . 2021 45 A%), FTHEHNIMx
HHE TR, g5 e TR WA 5 H 16 H, TAbaizé 47 THREHRASUG 7 H
5 H, HEFRABATL LR, WiE, BEHE. BEREHELIRENL; 7823 H, FrE%K
BZLHRATLIET, BRABUE 85% A AN L R WE IR, RAMILINE
e

K1 FILREAEREZFRE L

EHE 55 2% 5E

la M5 22 UL REATT 7T 25 A5 70 #

1b ZH —IIRE LR BT 5T

2a A TV RO BT, ECRBENL A

2b ZA I R H A SR (AR BT AT




3 et R IRRIe R R PERT 7T, WAL A CHE
WEFE B A
4 BRBR RGBSR AL BLURBUEE K R 45

K2 FICRHHERRERE X

HEHERE & X RS
A G A I 2 T iR O RE AL B TR I R H A Tas 1b

B (4 BEXZ IR AL, A7 BT R AR AT FUER BEHL 73 41 2a. 2b. 3
C (5§) BRE RGBS, URBEERWIGRER, 4

PETR AU T EEREAT R R IR AR AT 7T

2 ImRERI S LW
2.1 ImARERHR

GS WG AR R LA . RIMEEE S G 2 RAMRIN, W REFHIL EE. B,
DM FZ R G5, KA EABERR S HE R 3% L GS B3 Wiz R A FRE. M
T AKKEIRE ., FRMIES . KRR E SR 70% 11 GS B3 F fFEE D 3 4
RAMIGARRT . 6S BT HILE A RS TIRERI S, B HEBRER S5 2 A4, ] 3%
WGP BN TR D EOR A A HAR G ANERIETR o GS A I B /N BRE 5 1005 1) 0 3
JEKET B B ANERTEAL L Clg B BN R AR, R H AT AN REAE 2 TN ]
RKAR.

3 PE A Gitelman Z5-51E U A K 3 IR

&Sl HOLAEIR (>50%) 2 WAEIR (20%~50%)  H AR (<20%)

ESE- TN WEEL, W= g, 2k -

Ma-MR RGNS FRmiE. NINEREE e, R, &
i, B, Sk® RE, PRI

OILE RS O, MEMWAT QT A HIREK 7= iR

WK R Gt WRYG % Z JR -

GCESTEED - HEH1 R




HEARG - - [

2.2 R, ZEREZE S5 ThEEIS K
HEFF 70,

(1) X THDFEEAT A, RIAGTE 5 U IE 5 PR MR ICEE e K
IRGE R, NAHFE GS GEHES: 3; HEFHEM®E: B .

(2) A SN R A BIZ W GS 1 —Fh B BRI R SR, A Bh T 50 B NE S 0L,
RBUE TR IS R A RRRE GFES%: 3; IR B) .

(3) BUWIMARIZIN 6S I BEATEERIMAIN, GS BRAR A RefF AEFIRZE R+ GIEPE S
Y. 3 HEFEEE: B .

(4) i FI SRR 77 i2 & SLC12A3 FER BRI, 1 AR 2 EERARET i 18
FAR (multiplex ligation—dependent probe amplification, MLPA) t3iZ#i T GS 2 Wr GIF
PR 3; FFRE: B) .

(5) HRHfE ACMG = R A% 5 05 1A A e 41 R 0 AR S B AT 43 2, W BN W J AR P B AR 4 D i 1k
By, NWREA RSO IR AN GRS 35 HEEWRZ: B) .

2.2.1 IREKEKr
(1) AR S BRI AIE AN R BTSSR RIRT . 240 Py SN0 43 A3 5 251
Ilo

(2) AAAEG PR BARER ML AE SC I RSR I, mT A A IR I SR AT JRAE PR R4
M4 <3.0 mmol/L B, JREFHRME>20 mmol/24 h; BIM4AF<3.5 mmol/L K, JREFHEME &>
25 mmol/24 h.

(3) I 1E & SR

(4 AR
2.2.2 5 Bartter L&A HEHT

Z L) Bartter ZEA1E (Bartter ZEEAEIIRY) AL FiliE C1C-Kb [1) CLCNKB %

RIRARFTE ™, B R (2483 S, BHHMIAEKKERSE, MEEKF£IE
L ORE K IER SRR AT RS TIERRRGE, A R S SRR 0 A . T T R ZE oK
I TN, KA B FIRAKIZ W Bartter ZEA1E, FERGI R —H %00, Gitelman £54
fERAR LT iR A2 WA 1.



Kl 1 Gitelman ZE&1EIZ T IFER
RTA: 'B/NERRHEE: RAS: BHR-ME'RIKE RS COX: HEIEGHIHIF; ACEL/ARB: M RKR
A Bl 1] 711 / 1L 5 TR 3R S AR S BT
2.2.3 FEHFELH
2.2.3.1 BEHRZE
H R G SLC12A3 3R 535 #8E 500 > (NS R HIEE: http:
//www. hgmd. org). H1E AT FEASTAEL = ¥ 2 FhIE K 245K p. T6OM A1 p. DASEGN ™ ', R



NBEGR AR () 7 R LRI 9838 9 p. A313V. c. 1180+1G>T. p.G741IR. p. L859P.
p. R861C. c. 2883+1G>T I p. C994Y™ . WL ANFFIN SR AL L ES, 2R GS HIFEK RAE Sy
A AT BEAFAE RN IR 2 52
2.2.3.2 EFGN R

BEXS SLCI2A3 FPRI Y B3 e A5 B B4 A de) iz BRI 5%, B4 8%~ 30%H) & A AT
RO I 5 GART R T IRAR Y R RI K B R A B AT AT
AW AR« MLPA A4l B B1) b 85 5 R 4H 2% 58 B2 R (array-based  comparative genomic
hybridization, aCGH) iZ#fi F T2 W GS™*** St— AWM FFANAE SLCIZAS I E RAW B4
FEUATHE— 54T MLPAL 4x4h i 141 B4 3 K 4 — AN 35 -4k HeAh nT RE AR A7 A, gk Ao
VPR R H AP BT ZE R 2 W
2.2.3.3 FEFZWEE

SLCIZAS i & AW I B RA T GS, B4 A RAB M B T 45 IR S AT 43
Wro RIMFEHFASFG, AIFE 1000 Genomes. GnomAD ZE¥5#fs 2 o 5 #) 1% 48 F 7 1IE 3 A\ TE bt
(RIS, 8 N SRR R TR AR B e A Bl OR3-S 2 5 08 CAROE AR S, TR ACG JE[RI AR
SO VAR AR R FLEAT 2R . BN R SR AR N AN T RERIG, Sl e AR S B0 P
UEHE o JTCIE G REZH i 22154 F ot H AT I B A DA (R 38 TR SCAR S35 NCC Ty e 52 1 P g U A
AU ", A SRS AT BT VE Al 2R A P IR NCC T RE/K P
2.2.4 ThEeZWr

HETIERIRIGTE GS % hli2 Wb B BB o N /NRIE T B0 NCC Al Na—K-
2C1 FHIZ AR —— A FEE IR ZEK, B TRE FERIAE (R AREF DR
%), T4 GS Al Bartter £ZEAE™
2.2.4.1 FEE5E

W/ R A EERE (R 50mg, 7~17 % Img/kg) ELEPHMI NCC, WIZZARZ5H0 5 & &
A% (fractional excretion, FE) HJZARAVFERE DAVEAL NCC DyfE. HiT NCC Lifgsk
B, GS A S SR R 0 45 I 5 R I S ML PE ARG, BRI B2 W] [ 432 S B NCC e 47
s R . N A EER IR IR SE R 4h (B 2) | RIS AT A TR A R AN b
BT 1d, BIERER AT AT KK T 3 mmol /L, RIGIEFE PR E UK. BEEURIRA.
FAEMBFRA . B THEM BT 878 FE, = 100X (U /Se) X (Se/Us) ¢ FEq NEE T



HRtE > EL U IR TIRE, So NILAE TIRE, So NIALEHREE, Us NERVIERRED .

SRR/ R
~

Eil ey oy
iRk o 10mL/kg () O 1some O 1som O 1some
BlEl -15min - oh 0.5h 1h 1.5h 2h 2.5h 3h 3.5h 4h
o] L A )\ A A I J ] )

R — e IR >

HEgEFHEHE RERIETHETTE
(2REVES(E) (6:RAVEA(E)

B2 BRMEETFERRRREE

2.2.4.2 WM ERZEM

SSRGS B IRRMNE A F AR 5 DUIESE ™ ™ BRENETZE 15K
Fa o R A IS BRI N TR E 6S B, JEFE T A ARSI GS A
(AFE.<2. 86%) . LAEER 1S A S brift, S SEE I 2 Wr GS 1 REREARE 7 B2 730 4 93. 1%
A1 100%, TR MBEFR SR E AL SIS b 7™ o SR MR RIS R AR 2 & WS W 5%, Bl
W JCAE AR R P AR A I S5 R o™ ", T LB AR Y, R R
SRR ML AR K. SIS IR b, SRR 50 R R S AT I RSB SSE
s G T & RIERE, Rl R R B B LE S O sh v B B /INE 52 B AL R EE DT T
2.3 KRGS HE
HEFE 0

(6) GS IMREINZHFE, InPRAER™ AR SRR, NS MAERR FEAR G, (MK )7 £E 22
S OGEWSY: 3; HEEWREZ: B .

(7) 4> GS B ML LR, 1EH SRR I B IR R I, T M8 M R 4 A
Mk 2 — GIERSEH: 3; HEE®RE: B) .

(8) GS HEHIIRATHIRER E2 (prostaglandin E2, PGE2) A #K-Fr T, H5lm
PRI AR FEA G, PR AR NG IR 2 B4R BRI T IR 2 — GIFFRSEZL. 3: HEFEIRSE.



B) .
2.3.1 MEBEWKRA=EEETH
2016 4F KDIGO HR4% WHO AN R SF 704k, R ARET MUAEAIRBE LAE 73 4 2%, FHBAVEHY GS ]
AR T X AL BT SR IR PR XS Chttps://kdigo. org/conferences/gitelman/) , MWL.3& 4.
F4 Gitelman ZEAEBFH A MAE . (KB MAE ™ 5 A% FE /) 4

AR 1 2% 2 2 3 4 2%

M4 (mmol/L)  3.0~3.4  2.5~2.9 2.0~2.4, m3R  <2.0, sRIMAPEEE
MEBMRBYT, B . BIERE, Uit

EBEIRIT iy O HR
f%% (mmol/L)  0.60~0.70 0.45~0.59  0.30~0. 44 <0. 30, Hfffu Kty
FRC R BT 2 fihdE

LR AR, FEARFIAR/ MBK-F N, BRRE X A/ MBI 32 AR B AR, AT HY ERAS
[F IR R . S ISR E Sr AR TR 2017 &R A 00 F WA B FAEFAN AR (common
terminology criteria for adverse events, CTCAE) 5.0 fiA
(https://ctep. cancer. gov/protocolDevelopment/electronic applications/ctc. htmctc
600, ZEEImIKEERIEGL, HRYE GS P EAR K M KR Iy 4 % (R 5D o AT 0%
FEAKYE Ny — BB WR RGIEIR . RN RGAER . WAL RGEIR i AL g FTK
L IS HT SR ANG FL ] QT [R] A
#* 5  Gitelman ZEELImRR I ZE K
5 I R R IR
A JOIERMRHR MAE (LI R IR IAE ) + BRBURMZ 1. 957 2R ZIKEE,
AN R A, AR AT
B%%  HWARRWIE, —@ERE B H R A E
C%  JPEBEAHEEEE BASE A G FEERSUER R [ E K ™ H 0
AR, AT AERC H FEAE
D%  WIREfE M, TWERIRIT

2.3.2 RIEHER B



ZHOFFNN, Bk GS BFH B A MEIRARR B HE ", R, BHEE 188
IR R 08 LU Lo PE S e, ARG SR SR EHEEE 2, 2 JREIRE NI . Tseng
A 01115 P N 8 i 0 01132 - S N 14 3 L N X (RPN (B ES P S R I
I S I PR S B v . AMERERE K™, S U AR SR BIRE TR AN AR T o 2 ) 1
R
2.3.3 RIFMEEKFHE

AR ] Py SCBRARE,  E R BERY GS M LhEe L)y 8%~22%" Y, 4N IR LB Y A A]
B AREEILAE" . W 7045 HHIEH MBER) 6S B M X ALAERE . NCC ZhRE R AR B A%
ML GS HRFE™ . 158 WAL U0 52 5 iz ity /N E 85 88 T 4418 B8 A (transient receptor
potential channel melastatin subtype 6, TRPM6) 5 NCC 3:gik, IE% M55 B TRPM6 2
TR RN BT, A 0B A 1) TRPM6 208 W 35 BRI, AT Ay I % 185 S0 78 1 ik S 43 1
AP H AT ILBEKPE BT GS SR R AR E, Ak B I K
SRR —.

2.3.4 MRIERATFIBREAH W B

WFFCIESE, PFEALEE (cyclooxygenase, COX) FIfIF AT L3 GS i [ PRGN . IR BE I IE &
FHGIGACHEIR ™ oAb, BFFMIEE R GS 3 MR R AT FI AR 3 E2 AR
(prostaglandin E2 metabolites, PGEM) ZKTF-¥J% AR+, bR PGEM 4 58 & tH AR R
184 2 AT R A 0 e A B0 ey, AR PERR b B TE L SRR R S S v, X AR R
J B LA PR PGEM 422 [Rlitk, R PGEM /K-FRI{ERy GS A4 BUKHE, A BhF1R00 GS i fis &
FFIRLE COX MHIFNATT A E AN HAT, PR AR A PGEM ETA BRI &I 58 JR PGEM £

=

Ho
3 YRYT IR
A 7,

(9) GS g @R a2 7 A, . AN BCR A ST, FMVBE B UCR A HLER
EhIFR ;AR A BB MU & P Pk 78 GIEHESES: 35 HERFSREE: BD.

(100 4 GS S35 A7 [ A PR 02 38 L B QI PRAEAR . B ) 5 1/ B K R M
BRIATT, BOMIAMEATI SZ I, HEFEICA A CRAF I PR CArha P g 025 ) il 0 B K& 1D
COX IfilF] CanmgIbede=r) CUEESEL: 1bs HEFFWREE: A), WAHCA A ACEI/ARB K254,



BRI GEESESR: 3 HEFHEE: B,

GS [MEBIRTT B b At BRI m A TG R . 1897 A EE AR A S B R R 510
YBIT AR T RImLEIRIE YT, AR DT 5 I .
3.1 HEREBERBIT
3.1.1 REIAR

EHhREWIR R, ZEMHESMH. BaY, Y. R Y. HE. B BIY
WA WAREGIFRIE, SZasihike.
3.1.2 #WMBRIETT
3.1.2.1 *MHZAW)

FEVANREAE, TR AN 7RI B RS T, HAS I EAR 5. HEE T
VR 52 TR AN B 7 AT MR (W B AR . BORE. PP EEIR . RSOV RS T R
FER), AT EBKAMNIVATT . BN GS B M A 2] IE HFR A 3.0 mmol/L LA E",
3.1.2.2 #MEZY

EIRBEIUAERS, RIORJeANEEIRTT, ATy b RATHENE, A B TR0 M 20 E . [
A BT s A WA NIRRERAACIRE ™, R A KR IR KR ITES "™ AMEZY)
FIBLJTTH, P FA VLR R G T& 2R Mg, RS DR, A4F &=
e B URBEE AR CAVRAR T A TERE IR o 22 HE B ™ BB I £ & SO0 R R I, AT
BRAMEEIRYT . JBE NN GS B A IE R MK 0.6 mmol/L BA ™.
3.2 BT RWILEIKIET

2GS FEE AL TR PR 5T 25 L SR SR I PRAEAIR , SCAR O 7 & / B ik R AN EE VR T
BAMPAMEIRTT AN 2, AT P ICA 2 Lok T 2L . D BB IT AR . A H
FEAFE 3 R REPRGA . COX HHIF . i B9k 2= AL B #1177 (angiotensin
converting enzyme inhibitor, ACEID) /Il %7k & % 15 P77 (angiotensin receptor
blocker, ARB). HHI, T GS BkA 2 SCRRIN AL & 1 TRBHALI 6122 S ¢ R 1 I5 [ i
IR FE Y, HARZ N BIGE, 1 RS 2 IR I SRR
3.2.1 FREFFIRH

F B FERE A WS B SR2GY) CRNTE . AR AT SRR [ B R 2R 25 Canbark
D o i [ R 0 72K 24 e s [ T N R AR A 2 A T IEITE R, PR



PREFAEME, $2 MK iR B B PusiscR s v, v ISR K B ERIER; T
AR ) g e 5 P [ P S2 AR S 070, 0o R R B R S AR M ARG, TR PN B PR 70
FAHKCEIVER o AR [ R F5 ) 28 25 il i B b R a4 B HEE . 1 TRE AL
B8 SURF T I, R AR FIER 150 mg/d FKIEHF] 20 mg/d AIfE GS &3 A LA /K43 5l 42
5 0. 15 mmol/L+ 0.19 mmol /L™ s EHRT, MICHEFT LR TS 5 108 FIER 1097 5025, B
FAHKEIERIZE 1&, M R D] B ) 1 5E B3
3.2.2 FFEALEEHIHIF

YT GS B IR PGE2 J PGEM 7K & ™, FLIR PGEM 7K ~F = Fr) 3 I K B 3 o
U, COX T CUnmgIVESESE) A Bh 5y GS AR RO BT IE S A SR, I8 I SR
PGEM 7K-FA B T thR B . 1 BN 158 AR T o, (A mISE S 75 mg/d W] AE GS
B AR KSF T & 0. 38 mmol /L™ . (HFRVERZAMIEIER, Bl B /INERiE I 5 B AR
W 5
3.2.3 MEEKRBMEEIHA/ MERKRZAEIEG

ACET/ARB 2@l #4] 6S B E BUH ' R-MLE B K R RSi(renin angiotensin system,
RAS) RAEAEFH, FH 24 I 2003 2 s ) o, i R Th R K7
3.3 FEVIRMATE

GS 3 B BRI MR . BRI 3~6 AN H B RN I RHEES 1, PR ARG
FER S B IR MK HAERE L COERHE . FERERIR ). DIELIRE.
ZIMENERSE, EEAMIRTT )T RARE, BRI E RS . 1 6S BE A I HAh
Peiw, FHZGIT RAE 25 R AR sUMBE PR 254, 0 B 2 SRl ™ . 24l ™
TR A AN . ARCRERRIIRA E2%E . 2GS BENE R, AE5RMER
R BB RAEMIAFIROE, F RS IS iG)T A o TS B AU L.
4 @R KA IR K E B
HEFE B0
HEAR

(11) GS B T HBUPEA T S, AFE 2 I B 52453 . Bl B R 2 BB PRGN
W0 T BT AT LR KT GIEPR SR 35 HERESRE: B).

(12) FMFEMEE SR Y BR YA YT 1T 23 GS R BB A i GUEHR A2 35 HEESRAL: B).



R

(13) JLE DI GS HF AT BB A8/, AMIFAMEETR YT T OO 0 2 o 1) B 3 KT
B WEHNAYT S B S m KA, AT AEKEE IR, T AR H T T
KMEIRIT GEJESER: 3; HEFMRE: B).

(14> #MEEVR YT A T3P B> SRR A5 U (calcium pyrophosphate deposition
disease, CPPD); ARSI o SR AT T IF H A& 5T K 24 (nonsteroidal anti-inflammatory
drugs, NSAIDs) BU/NAEBKAGAEIGST GEFESER: 3; #HEHRE: B).

4.1 pEAH
SR, 14%~60% 1) GS B a BB AC I a7, Yuan Z""BF50 K PH, 53. 6%

GS BH LR 0, BRSIEMPEZR (3.6%)  FEMEAL (28.6%) 1 2 ApE R
(21.4%) , HAFTERES AT, FAR NS K R A ME 5 0% 8 R b, KB I
REBR TG 5 AT 5 A6 FIRAE . PRI 5 220 2 W A AU e ™ ™, D B b e e ] Wl 48 22 55
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