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(FRFF=ZERILF, TR

[FESHES] R729 [ X#EIRIRFB] E
2L, 5,10 274 H RIS A/ 3 4E
2o VARSI K BRI 3 em/4F RE G K
2515 kg/AF, BILICERE 2R gL ETE =
3 ST ToA G X o T R RS s EAROAE , AR
R4, KT, /MERF % DAL BILRL
A= 4 AR 3000 g, A B KORTE, B=
B IEELER & B IR IEH WL, B R T IEH,
ToRERIMI s o FBILAC B A, AR B 1172 em,
BESE B 163 em (8L I A B i s (H A
WIREATE, SINFKRP RS EE . BILARE
A0 R PR, I K 104/70 mm Hg; {& &
20 kg, B 123.6 em, iR 65.5 cm, (KB 5] FR;
O il AR R WL, PURAL ) USRI 1 H B
FHAAE 2301 mL, FAZ53 em, JI 7 ~7.5 %,
BILE IR T FFE 10 2 7 A-HBZ S5m0
3RS (-3 SD) BB S A2 W W 5 LR EL )
PR AW 8 AR E S 8O 13. 1 (/N -2 SD) &
WL By e, 75 SEHAR 18 1 R GE v 1 AT fig
PER . ABE AT 4 18 40 Bk A 7 - I A0 K B0E
5 PRE AR PR IGEE Ry 1. 020, Fh 5y 5 A HREA L
S HURBRENRE I, HAR LB J1IER , AT BRAM IR
PRITREDHAAE ; A R ORI IR 1A 18. 1 ng/mL,
A EHPER R B ZAE ; W b 25 B8R 5 2R 34 1E
L, TOHEIRI , AT BR AN ST STRR 0 55 B b4 1Y) H L
AT I o TR G LIRS A R LW B R 5 5,
ATBRAMEEAR MR S RS 22 RGP . H LSS I
A AR A R Sk 2 AR IAE , 1 BR % B 2. 45 ~
2.91 mmol/L, MBS & JIWI BT . PR
LI AL ERIR A S 25 IR Il o , {H 8 LA BE TR
TR, TR B EH AN R K, 5% 83 H T H
PEERIR T BE, £ 24 h FRAF K 33. 2 mmol, B i FF

[ ik H 49112012 - 02 -20; [ {&]a] H 1§ 12012 - 03 - 31
(AR IS ] RS, 2, Lot , R i

[XEHS]

100191)
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o 5 IIZ R LAEAE WA 00 B PR B I AE o

ABEIG LS #r 7~ pH 7.48 , BE 5.5 mmol/L,
PCO,41 mm Hg, PO, 110 mm Hg; fif 7 5 2 1% M
>12 ng/mL(Z%{H 0. 05 ~0.79 ng/mL) , Il 5 'Z 5k
Z11531.92 pg/mL( S} 28.2 ~52.2 pg/mL) , FE[#
fii 100 pg/mL(Z75{H 59 ~ 174 pg/mL) ;500 B R T
M:>12 ng/mL(%%{E 0.93 ~6.56 ng/mlL) M E
K2 11579. 88 pg/mL( %A1 55.3 ~115.3 pg/mL) ,
FE[E R 148 pg/mL( S5 (H 65 ~296 pg/mL) . LML
FEIEH  AEAE B REP A | =5 B 2R IUAE , Bst 1%
PEARERRER R B/ NE IR I RIS KT T i o 35t A5 PRI
RENEE/NVEWE4E Bartter ZEGAEF Gitelman 2545
Tk PR IRIm AR S 5k 24 h JRAS K i B 1) 7K
25 24 h FRE57KSE-H 0. 15 mmol | 1145 0. 59 mmol/ L, 3478
RIS, B ARIZ Wl Gitelman £G4

WIS LSRR TEAR A T AT, [F R L [7]
PERIFFE R A B S IR T IE 5 AR 58 2 A
P2 ( =2 SD) , BfIR T4 3 A 4% ( - 1.88 SD)
Ho BEMI R AR R A AE R MR = D
Hb IRAFEBAEVE /N PR R 22 R GE g AR
P B PRGN Y R SR D LR A n
NG VRN AR Ao A SRR N 1) S 3 S R A, B 1
BR1Z . ABILEZE S M2, Ik R 20 S A2
FROHE BB IS  HOE e s R G ]
REMER, R A HERR T3 R IAS S PR B B A
DA o il A A A AR ) LA AE W %) P PR o
e, — P 5E 2 B R - IE R IR R - R S
(RAS) Fir & B LA TE & B R IMUE , [R]B AR IR
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Gitelman 25" B YCHHE 3 BIRAR OIS ET P 2R A A
AR i FRATR R 55 5 1995 1], iy 44 A Gitelman Z545
fiEe Ho I EE AT 16 S kK iy
SLC12A3 LR 275 . 1996 4F Simon 252 ¥ ¥k i [
HgAg A\ SLC12A3 1) cDNA, F g i T AN e
ik 16413, 2K 2y 55 kb, 2 P psr 4B+,
SrFisfl 2K FAESE Gitelman £ 4 F R AE R T
Bartter ZEAE)—FPHTE o SLC12A3 32 B Gty g
RIS BRI [F] 1) B ds -, L6 PR 5848 3 350 B /N
B/ ABEFIRE 2w, it /NVE X es+
RIS M AT SR B, DT BRI I 75 5, RAS 3%
T 1 AR P vy TR 0 ) 3 2R A AP A Rl
PEBR R EE , BT a2 s A i AN 2 0 i B4
AP AT A ICEE IUAE AR E5RE . A 22 I T UAR
T 28500 A TR B e, B A 22 TR AT 30 95 s it
2, LATC ) T R 85 e ek B E
NATT3ZR 8% B v 1) ST, 343 A8 L 109 R 0% B A sk
&, T B — K A DI % o . 1206 I R 5112
}7 Bartter %/a\?ﬂm o Bartter ZE-5 1 IR R YL {4 44
FRPE A0, I R 5 1 2 30 A A0 L 0 A3 12 el
B o B 2R L v T I IR (F G R BIL R | R
WL E KA JRYT MW 5 Gitelman ZES YA
FITASTR] , P25 1 R 1 S 4 500 1R 24 b RS Je PR EE
7K. Gitelman Z5-5AE TCHRERGRYT , B 1 ok
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