194 5T W
2017 4F7 H

FE SR &

Chin J Contemp Pediatr

Vol.19 No.7
Jul. 2017

B s s

doi: 10.7499/j.issn.1008-8830.2017.07.016

B LA N . R SLACH PR P 2 . KPP IfRE

%t Rt
(B FEMRKRFWE ST RErRILA, Th dx

1 &GN A

B, 2o, DUB, AR AR 10 min ARG
2R 1, BlE A, R RE 297 A
& & 1210 g, 1 min Apgar PF 43 8 43, 5 min Apgar
Woaros. MR ME4R, FKIERE, BY
200 mL, EJLEEE 29 %7, P kit £,
PRI TR AR RS, AAT K, K29 %,
T, IR PR AL TR B

ABEfAr . R 36.5°C, B 140 YK /min,
% 60 YK /min, [l & 81/46 mm Hg, K 41 cm,
TR 1210 g, kI 28 em, SkfSiHHEHIE, B~
JUSE, MR A, R v = MME, i e
WeEk, REREE, OEAT, K, I I
R, DU LK AR, SE AR A i, IR
M TIREIE R, CRP. IMKFFR. HAREDIRET S
Bo ABESE 1 O S B8 4 me/ke ) TR I
B 7.1~10.5 mmol/L, JRABAYE; 25 2 J& (B

R

MR B

210004 )

B 5~6 mg/kg ) MBHZEHT TREZRIER . ABis 4 K
(IR ZE % 23.8 mmol/L ( Z%{H: 1.1~9.1 mmol/L) .
WLEF IE % B /R R A 34 >20 mmol/L, WL IE
W, 024 RIREA . WIEFIEHR . ARBEH: 4 RIS
AT AR A P B (pH 7.548, HCO,™
25.0 mmol/L., PCO, 29.2 mm Hg, ABE 3.5 mmol/L,
Cl” 94 mmol/L, K*3.5mmol/LL) ; IMJGFZ XIS
PEORARGE RS R, FRARER | AREA IR, 0BE .
W1, FRECEIER o IR K PR AR TS 4
MR T REER 2. BEIEB AL
SR o O B B EE R SR R A B IR B LA AL

AR (FHIR35°C. 1% 70%) , FH7RP
ERIKE IR 55 1 RAMB & 80mlskg, R 3G N
15~20ml/kg, 4 6 K ik 160ml/kg, JR & b & /N it
40~59ml/kg; 55 7 RIKEFEZR 90g (FEMIK 18.1% ) |
H19 REITF R AERE, AR 24h NIF IR 8 R,
5527 ReEHWESR. W PIRmTE Y AT,
FRELIFSORIE RS 11d, @it ERIE A 37 d,

F1 ERBEEFEELRODSKER
g pH PCO, PO, ABE HCO;~ CI” Na* K Ca’"* BUN CR
(mm Hg) (mm Hg) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (pmol/L)
D1 7.306 49.1 55 -2.1 24.4 105 138 3.6 1.42
D3* 7.353 53.8 432 3.1 29.9 100 140 6.0 0.87
D4 7.548 29.2 51.3 35 25.0 94 136 35 1.03 23.8 103.5
D5* 7.359 50.8 43 2.5 28.7 95 136 5.6 0.94 28.6 18.4
D7 7.479 34.4 53.2 2.1 25.5 91 131 4.8 1.11 27 17.3
D20 7.483 35.8 80 3.1 26.8 92 131 32 1.39 13.1 78.8
D24 7.455 41.7 99 5.0 29.3 93 134 1.8 1.31 9.3 48.3
D25 7.459 46.2 45.7 8.0 32.8 94 136 33 1.38
D45 7.391 54.3 438 7.3 33.0 95 139 34 1.35 44 30.5
D49 7.463 39.3 69.1 3.9 28.1 97 139 32 1.33 4.7 29.8
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RUTCILAE S AR E AN o 7 A L W 5 22 TS
e D BT DIREAN AR A LB IR 55
BILEA IR, EIEEG bR, shasi
i H KL S CRP BIIEHS, MBI, JoRRGR
Yo UL L L, JCIEHN, A SCRE T
EolpERE o L LB Y D REAS BUAE 5
JLIBE B ARME N REA VA O, Z e, A
PRI, R EE I i, AN HEBR LA AT AE
Yo BT A JLBE IR S R A%, ATRETERL/S, HE—
AU R, A A MR R R R . C R TR
CT 45, AT A L UST MUAE 5 UL A & A
A EOREA R AR AL . BILAEJRSE
RIfkE IR, 4 H 2R TE 2~3 g/kg, FFEHIL
AERER, A FRIEE, ASCHRRE AR
Ao BULTCE A MAE . M LEF RS . BNk g
RIEH, ATHEEREIREA 2. BILAE™IL, B
HEWe g DIREZE, IREZ, WHA M, 7767
AR FEAE ML ATRE. BILAE AR AT RE L
PR BRG S 2t AL, DULIREHZ | K
S EA AR A A RA K. THh, R
D DL IE AL BRIE P B B B RS IR WR A
EECE TR AR, (H AR T IO
THMANE . WA EEREA, ShA I,
A, M maE, LM, KRR AR E RN,
{EARE I AR E R IR Sy B 45 B8 Ty 3
I, Haz#r BRI RSP 7
5 AL 7K P TR B A4 114 L DR A DR AR AE R B
PR I S DR B Ak R B/ INVE D RE S A
R T A E A R ] 38 A S
B NVE IR PR I NVE PRI P RE . AL S
MRS o PRATAE A PUR PRIEER 0 WA BT IR
FRIERBIEZ IR S NILAE, B AR LI Ao
Do ABEAI U AN, JRECEIESR, MR,
AN SCIF PRI o SE RN B b I B S0 A 4 vl A7 1
B BKAER AR B AR T, AR
LR B RGN  IRET . ARG 77 |
17-o B2 IE 555 R AR W L R BB AR A A
A o A AP TR (T I 4 22 i 8 A g ot 3 P 13 1
R, iR R A T BUR /M L B AR M e 4 )

AEWGR, B IRAEAR, o nl i B 2 A sl
R, GRS A B EILEARL, HAE]E L
T e P T I P 446 2 6 SR 0 gl R B R AL
AR IR A B /N B U /N PR R P 2 T A 2K
K AREANS (R AR O BNV B
fiF (T8 BOE/VEXT HCO, M pEss ( AL
PABACHYERR i, A8 Lo AP b 2
DULEFNEBIR I ARER AL, nRBUNZIR,
AR SR A A i 7 IR LA A I
Gl S VT 7 I A2 N A Y AW o G 1 S
LR LA B, ASBEHERS D A e 0 [ 1) 1 22 5 %
ERRZEAAE, #E—PA ACTH ., FEREIER . Mm%k
K. HRSMRBMFKT, FERAEHEUR T D%
PRI i £

3 P—FHHE

FE[EIR 1062 pe/mL ( Z%{H: 10~160 pg/ml)
B2 1538 pe/mL. (ZH(H: 4~24 pe/mL.) . IMEE
gRR T IEH; MEEKE 1145.7 pe/mL( S%1H:
16.2~64.2 pe/mL.)
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oK, PREARRE, AW, (3) FrERaE R
e b EE, B, ARANINAE, REMEIER . H R
M4 EHKR DT (4) SLCI2AT1 B,
5 k&
WIS LT AN . FMERSERTRE IR T .
e Je Ak 2k 1 IR Ab AN S . 84 Kl & A, pH 7.53
(Z%H: 7.35~7.45) , HCO3 30 mmol/L ( &%
{H: 22~27 mmol/L) , PCO, IEH , ABE 7 mmol/L ( =
#{H: -3~3mmol/L) , CI'. K'. Na" IE% ., Z/E
J5 8 H Mkt &k B K5 2 E H IR EAART
RIS A R PR .o 2
KIEH.
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t 4 25 & 4FE ( Bartter syndrome, BS ) J& —
e AR B AL TR NV BN, 1962 4F 1 Federic
Bartter 1 (X438 ", H BT Ry 2 R 2R
S AL W) FE B8 #F T+ SO B (thick ascending limb of
the loop of Henle, TAL ) [ FFM I bEfig, F2RER
MUAE . ACEHETR O RE . B R - i R ER -
i) 28 G0 L T I T B AT AT RE T A
TR BRI A O Y SRR R
CEG R R A LR AR 255 1E (neonatal Bartter
syndrome, nBS ) | £ T 4 22 5 1F (classical
Bartter syndrome, ¢BS ), EVRFZE G TEAE 57 7( Gitelman
syndrome, GS ) = ARPEIEDR S AR g A U] 43 Ay
6Fh, EIBS I ~ VAVRIGS A, HrhBS VAN H
PR, HAR N Y AR BB % T
FEL A SR A 38 5 AL GS™,

HrA: L BS fe i S R TE N,
RILZIR. BNAKZIRAE, 4Bk 24~30 Ji K
W, FOKKAFIR . W, mEThE Y,
X BS B N B IR T BS i B2 W B A
REZME L, HEILBS £ 2 E SN G R
1/5~10 75, EWNRER D>, HIEAREELES S
DR L. RIS TRIE 1B A R 29
JARETE LA LR AR, RIAZIR . REAE
AR T B R AR AR IfLRE, SASCE LML,
HMIEAFAALAG FABL A 7 LR S A At ™

EUVRREE BRI AL R A T, FEEN 2
FEH BRI 30T TAL Ff NKCC2, ROMK, CLC™ Kb
i IR SGEE R GG, [l NaCl 7E TAL By EI
Wb, BRI AU NaCl 92, . #R5C
o f5 AP HEMEE I, BEJSE R - A Bk ER - B
F RS iG, M BLZIR . K. HEALE,
IEFEARE AR . AR E . RN
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J 2K B G2 MR RS Tl O 1 = A R, IR
FEAIEH . BS 1AL H T Na=K2C1 B[] #% iz {A&
NKCC2 SlfE Fr s, S8K ER 8, 1 NKCC2
HH YL B K 15q15 B SLCI2AT K 6%, BS 11
AU ROMK SRFE sk, w380 TAL 9 E WD) 5E
8. ROMK H{7 T 11q24 B KCNJ1 LR 4y, 2
ATP ARH A EP A . BS MALE I T 1p36 Y
CLCNKB R 222 fir sk, FE52m C17 A E IR,
BS IV % & nBS iy — AW AU, J& 1p31 9 BSND %
RIS AR BT B, L 27 4 A 1) 28 F9 5 R B e S P
WA B, AT C E R, BSV
B 7 F 3q13.3-q21 B9 FE K CASR RAEIr sk, #x
2 ROMK 15 PEZ EI AP, M NKCC2 iz 54 1,
ALK R, BEEE I R K £,
B LRI Z , AR IR PEAC S il b 2
B M EKER . BEEETE, AIEE LA,
SLCI2AT1 JEHRE XRAE, £76 BS [ AR,

BS [R36 7 R85 3 R AL 0 R TR G T AR TR], )
BB E G, PR, A& BRI
IKFRERIG TN, TEFE BN A LB R A IR RE,
G LPR I T & BLE AL R A B i Y 1
Wiz)a . WRHAT, R T LAINESE IRy, (3
T BT M S FT e s | R iR Ll Ik S48 04
Xt e LB ik 48 R B T e B X BS
U, BB K B i o 25 L2 A 2 5 1. i
1) i B RN T NKCC2 #%5121K &2 ROMK j# i
o R R A RO 5 | W 5 2 K BT ] DT AR
MG IR E LY A ROE D IR E, BRETEED
FILERIEM, MFR&ZIILLFEE ", 556, 7
PR PR3 AT RE MOCEARAR U, EAE AR, BT
FEOK . BIER SN AR, TR
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(H Z AT o RS AR I B D B v e A B DL

FS

2RI BOET AL BS ATRESE TIHiK . FLARBEETL |
S, K BT AT LA Ik PRAT IR A K A=

JRRHIRN B IR, REAKE, M IEESISRE
LW T8 R BRAE S L R 4 DO REAS 42 LA
TR B A AR ULIEUIN, 2 Y B I % PR ok

KikgE >, S 2K EL T R N R, Ak T A PR [
B, M4 Bk E T E DL SLC12A1 JE R 2848
7 #iE BLAIHZ nBS. NI, XFTXMELIRRRIZ IR . HLff

BS S A JLI A DL B — il PR, AL et

JEEAL, PR B S ZR A T /VE D REAE
WHZ; BT K 2T EEY 0BS, LR

RIS WK E, AGUEILH AR 20, 4= oA B2k

(=] L, o, HAEMRK 207 RE 1210 g, RAUETAR 10 min ABE. ABSE HELE LR, 2K
IREAIGGEFRI, A ZUT AT, ARG D, (R8 . IREAINRE, DL IR . B . mAE &k E T
¥FtEr, SLC12A1 BEFZEAE, W2 H A JLEEEAIE. TAMI . #MIXTREIRYTY, MEUTZEAEG 8 A, M.
Kt &R BTS2 E H AT, AR EE, AR FEAIE S o X TRE LML RR 20K
HURTZE AL, DA IR B . B2 G Rk AR A, R B SLC12A1 BN S nl 2 .

[ FELSRILRIZRE, 2017, 19(7) : 812-815]
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Poor weight gain, recurrent metabolic alkalosis and hypokalemia in a neonate

QIAN Miao, HAN Shu-Ping, YU Zhang-Bing, CHEN Xiao-Hui. Nanjing Maternity and Child Health Care Hospital
Affiliated to Nanjing Medical University, Nanjing 210004, China (Email: gianmiaol982@163.com)

Abstract: The study reports a female neonate with a gestational age of 29" weeks and a birth weight of 1210 g.
Ten minutes after birth, the neonate was admitted to the hospital due to shortness of breath. Several days after birth,
the neonate presented with hyperglycemia, polyuria, and poor weight gain, accompanied by azotemia, hypochloremic
metabolic alkalosis, hypokalemia, and hyponatremia. Laboratory examinations showed elevated levels of aldosterone,
renin, and angiotensin II. Gene detection revealed SLC12A1 gene mutation. Neonatal Bartter syndrome was thus
confirmed. The neonate was treated with sodium and potassium supplements, and was followed up for 8 months. During
the follow-up, the mental and neural development of the neonate was almost normal at the corrected age, and regular
reexaminations showed slight metabolic alkalosis and almost normal electrolyte levels. For the neonates who have the
symptoms of unexplainable polyurine and electrolyte disorders, it is important to examine the levels of aldosterone, renin
and angiotensin. A definite diagnosis of neonatal Bartter syndrome can be made based on the presence of SLC12A1 gene

mutation.

[Chin J Contemp Pediatr, 2017, 19(7): 812-815]
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