LECTURES

B NaCl ik

AL HUR S BR A B A A
i

= =

MR bR ORI, MR EEREHR GUFRFIVE Y ADH) PIEFETH S
BR D ARPIHE Na™ O & M T, BFICBIT 2 Na kB0 cirbns (R
M RERIR 7 4 — RNy 7 RIS X BRI ERE 2 5T). BRMEICBIT
Na' OFWIUE, AR - KA > Lo FATH - SR - £ 55 M oss
EBC T 5 M Na  fk iR GEARE) & HUKBICHI T % Na-K™ ATPase
(PEIES) 12X 2 Rk Tirbh s, RN Na B2 /¥ - S §T27200 KV E
VR (V- TUTVFTF UV -TNRATFO YR) I, mMRHE R - R
BIRME - HEEECHWT, EEMNa Fx 2V (ENaC) %49 5 Na' ik 2t
HEEED. ZONa g oOMNEAERN I, BREIVvFa( FZEAE (MR)
Rl - HEEaNF a4 N+ F—+E (Sgk) ZEDEDRBIRT 2 ERF
V4 —¥ (Neddd-2) k) ¥/ALF=y FF—F¥ (VYY) (WNK4) LD

oA

HORHBHRTH Y, ThoORFIIAENNa 8% - HEFELZ T SR 7.

F—7— F s, AR Na &,

V-7 o0k FT U -TIVRAT O

YF, BREDVF AN, M BWEDVF 34 R -

L (FUBIC

M EGOHER EOAYIE, XF ST RARE
(B, K, #RAK) ICHERLAEFLTWS., Z
DX BRI ENTRER DL, AR Z R 5 Ml
DOFARAELRESD, Bl (KR) eAkPTid%
<, Wy BALAA AR AS T B S T 2 i A
(NERBREE) 7255 CTH S (Bernard C, 1813-78)
(1]. WifLE L T, ST ST AW
(HVERBRBE) \ZEAET A BV AR O MR AR L,
BARAEPLCwa. oY b, RKICAERT
7= (s, &f (%), WKAoe s X
ORI O Na® L, 142, 140, 142,
180 mM TH 5 [2]. BFliE, IR (Hikust
W) DOEMEAM - REIL - pHEOWIKZ N
IERIBICHERE T 2 7200 T4 <, MEDHERRIAT]

RGMBAERZFHCX 2D TH 5.
LHAHATD L) R FERT 572012, Hlk
A o QB IRETRE ORISR IRIE7 4 — By y o)
DA, PEER - HEMEER - WOWRVE R E
DERBEREENLETH L, FRAME IR LT
V5 Na' Bt RO BIZFRERLZN S ORILT U
ZE (Vv 77T VR EL) ORI, M
TR PR AF L B 70 T Na B e LT LV
Rt L TN, BROMEIZR LADR N
% OEMER L ERE AT L2010, EHEBEY
L SN TV B EIRMED L 7 A V4 [3]
BRI LE (D). Ao (Advanced)
DI, BARIEENTHEEROIEOP;FIZ
BabanwE )R
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Il RS EFRER

A BFRERES

i body fluid &, A% HER 3 5 V%S5 D
WHTH A, ML intracellular fluid (ICF),
AL extracellular fluid (ECF), #HIEL K
transcellular fluid (TCF) 12X %15 [4-6].
ECF X, & o (% plasma) & L
FLoM I AR interstitial fluid 243
oA, TCFIX, &Kl - HALE - JRME R
Wr7e ERNOEONEE WHTREDOILE) LMY
#HE cerebrospinal fluid \[ZHFFET AR TH 5.

B &%

N DKIE, ThE3XGDETHITHTEL,
BRE L BEEAEIIE > TREIT 5. ML,
JRE HEETTEX TV 5O TREBMEDEGEIS
BRI NDDY, FEBRIL, 1TEAEOHMNUREIZKF
¥ &)V (aquaporin, AQP) FHHL TWEHDT
AKEBEDE W [7]. SO EIE, 1) KERK
T 2 AR O MBI TR 2012 &I 2 AMFTE L
Lwekwnwy Zk, 2) KiE, BAREEZEDIHSIN
(FEMIC0) MREEICBVTIE, 14 v 2nY
DA > TH U 2 RATOREIT 2= THEENIC
BE) (28) 522 %28KT5. REMKETK
X RIRBTEENFAET DL, WERHET 5720
DY 2 FEOMFLE & BE OB RO TS
2 Ths.

C Na' tifilasticE

1ZEAETRTOMNIZNa-K™ ATPase 285
HLTwb0T, MBNHIZIZK, Mk
ENa" B% L HFET S [4-6]. MRgshEo 3%
7 BIRE NaCl (salt) &, FSELIATE » HEAAF
TH o 72285, FAN 2% B O 5% TEAM I T
WCAB LI ol ZO0AEEEE N
L, SIS NEOEBRETFD121Ck -7, H
REMERE, SMEBBRIA KT A4 v
(JSH2000) 120 %, 1 HoAEHEEBIED 7g L
TOGAMEE LTiRmEIn s it 4gT) 12
%5 X ICBEIREETo T 5 (http//www.
med.or.jp/jams/symposium/kiroku/118/pdf/
118052.pdf). t & &L REHEBIM O (RIEER
Hige) 1%, HNaClEREAGOTLTRVRR (5
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BAENL) 200 TEELTE 20T, 100445
HZIR & o 72 20U (B R R HCIKRE IS E 2 L
NV TIIFLL Tz,

. SRIRGFEEE A

A BOBEREHEE

HHAN R 2 58 ) 20 L ~OVICHERE T B 729012,
WL, SRERARIEE R glomerular filtration rate
(GFR) & JRMIE T NaCl FFWR IR o # i % 17
o TWwah., HRERMELIRME & oI,
GFROZB) % /NS < 32 HEFHEifERE (RME
HRERIK T 4 — F /¥y 2 tubuloglomerular feed-
back : TGF) & GFR OZEE)ASF it A 123
T L\ X9 2557 2085 GRERAIRMIE N Z
v A glomerulotubular balance) »fF#E$ %
[4-6]. HEEOBMAL (DAZE, FKRE) 1,
HAMRER - JEBR (MER M) - WMWKV
EVRENLT, BOHIHEEREICHET 5.

B REFEEEF

S i V3 22 i I A0 B ML i D Y 1/5 DRETR % %
FTTwad., @FMEOLTHEMEN (80—
180 mmHg) T, BIM4EH & renal plasma flow
(RPF) HiZIT—ElE2MFEL, 20 1/505%
HRIRCHE B EIN S [4-6]. MAa/ME R OFEIIC
K& BT HGFRIZ, XOXNTHEHALINS.

GFR = SR ERARIE AR B (Ko) X SR BRI (Poe)

@

72720, SRERMARMESEAAEUL, MREOTR (S
LEBRE k) ofi (kS), SREKMEEEE (P
i, AFKE - ABEREIL (CREREEAMIME
J£ — Bowman EIT) — CGRERATM MR &L -
Bowman FEiZEIE)) Th 5. BWIRETLD 90%
Db 502 MAEEREE, SREREEEE %2 Bl
BB TELDT, AAIRERELWEIC L 5%\,
[RERRTHBICHEMR SIS | L) KIS,
[ % B T RT OB & MR 55255 3R
THEBEIND ] LML TV EEEDNS W, RER
R ToP M filtration fraction (FF) 3, #H
OEZFIMTEDOLEEHPANT—%E T, GFR/RPF =
1/513BE RV,



(Advanced)

GFRE#EIICK & S HBKT 2 01, Rl REK
K74 =Ky 27 (TGF) #HETH 5. BREk
RE: 0 juxtaglomerular apparatus (JGA) & —
& 50 5~27 55 Y% macula densafll#
(TAL #ImFER OB BRARICIE T 2 AL 9 2 Ml
F2) 1%, GFREOHIICT L O i A M BENIR 1wtk
@%%%%D,m&%ﬁ®@w&uwwuﬁi

I [4-6, 8-10]. LH»L, MiE=HSFE
%*ﬁﬁf@ﬁn, RO TGF KEN» Y 7
FL (TGFMREi S IE®W I B DT),
GFRBFEIREY Fibed 5 [11, 12]. BERmES
X, GFR2 I3 5 EI2HMPEIC X ) ZIRICR
5. EPRAIE CHILL &Nk h o 22L&
7HYTTRTRELMREZTERIT2LTH
B, —J7, ARG L, S AKE)IREE DR
KWHE» S L= iEhs &, mhor >y
FTFIIFYRTVE Ty T (AD, T
YIUFT I (AID &R, S
WRASGHES 5. AILD73iE, FE4 DR TEZ
%5 GFRO R HIKT % B C 720 o RAEEH
(GEMME) OBEREGVEFEDS. SIEEOUE
DI2DIZT vV F T vy YEWMEEEER (17
NTUNE) BEHAIND DS, BEER (ZLT
F =2 mg/dlP L) TP ER L L EWR
GFRIET 7l ER I (ANEAE) fahiks
»5 [13].

Iv. MRS REREDO-ODRILVES R
MBSV O EE R A 4+ 1ENaClTH b, Mz
WHERETLOFEEZTH L. ROMITER X
723 (NaCD 1%, {HABE 2 S WIS Uil A4
WA % GRIKLIRLZ1d Na-K* ATPase 23563
LTBY, #Miz RN S/ Na % < &
MLTws07T). —7, MEINEOERELIX
N FEEMR (1232 250 I NDPFRIRAIVE ¥
antidiuretic hormone (ADH) TREZEICHAI S
TWwb [4-6]. 2oz, Mg MEROFREIIE
AR Na OB L FFEE 2D, o2 LiF, #F
RS 2 Na o5 L, e S R @ Y]
WHEIES e iug, AR E T 5 2 &

BT 5. RNNa mx BT 57200 K IVE
v %1%, Renin-angiotensin-aldosterone (R-A-A)
RTHY, T 200 FRVE VIZ, LENE
Na'flJR X 7 F F atrial natriuretic peptide
(M@)T&é ZAUSx LI Na' i lE, ADH

SEEIIB VT X < Rohsd (ADHA#Y)
A(ZT@E?SIADH) ﬁfﬁ”?ﬂ(fﬁﬂﬁﬂfﬂiib
72 W Na* IfiLiE O B3 (HmA%‘ %) O
@Mgnw%:fb@ﬁﬁﬁ&f%nﬁwaa
Wk eET 729, K Na' MED YT 5 (F
Pk Na' #0e5E) [14].

V. RHfE KD NaCl #ixk

A _ERERX

— %12 b Bz #ii 1% epithelial transport @i O &
&, MR cellular pathway & Hll &% 1%
paracellular pathway |25 F 65 s [4-6]. BIR
MO NaClE% D, S OB TIEZR . MRk
BoO%E, Na 1ZEWERO A & Vlkk - 44>
Fx ANV EAALTHAL (T DRI downhill),
B Z 339 5 Na-K' ATPase % /- L TR &
Hxihs (EDIE%uphill). SRR3R~
ZERRARDSHEBRLTEY, 2OE7 XY P OKE
EEHLTWD (3.

B ERE/S

X, TRENDA F VR - 4 F v
Fx A - BAEOM, HEKEEO Na-K* AT-
Pase {GMEICH < KAFE T 5. MV O 4,
tight junction i NaCl{&# & L CORBE) W] HEZ
DT, NaCl (Na”/Cl") OBF=RIIEHRE LTH
BEmof, FEEOBEBLIERT vy vbEs
tight junction ® %A F ¥ & @M ILHI$ 5. 0T
PRAIE DG, BN & B O A A+ 2Rk

2FFELVOT, LEHOFERE EORE)IIZE
ENENTH L. AVRMEEHGT (-3 mV)
LRI (+3 mV) TIXEPEN BN O FEH AN
9 5720, HBIMRED A + BB nhh il
35 [6].

(Advanced)

tight junction @ tightness (A4 # > #&# k) |
JRMIE 7 A M D RR L. KREN Jﬂof,
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PRAE OB IPuI, A7 (leaky epithelia) 4
5HG% (tight epithelia) ICTIFTREL %D
GEMMEAEL %), LaL, BRMEOHR T
PEHOKXZEGE LA ED, Bk - B -
BERICK BB L HERED tightness Th 5. M
JaIk (tight junction) O&E#EMEIX, [ 4 v
PEZZTTld e <O &L WO KR & S %2 gt
ET B, EMIRME (leaky epithelia) (12 At
BERICBIT B4 4~ - EROMFHEARE <, KM
BLEOMMTRERRELEZZERTERVE
FbhhTw/z (GERMEFYIN isomolar transport
[4-6]). LU, HEERMEOFERTIX, FIE
WNORFETIZMEN (R 1A R %E
JEIZHABI LT 8-16 mOsm/kgH. O %5 2 &
AREhiz [15]. EHIZKF ¥ 2V AQP1 / v
7T NI AT, CORBEEEML
(40 mOsm/kgH,0) [16]. FALIRAIE DK%
(P &, Pfugesr=5 X Plo-wx& D [17],
Kk O FERERIE [MBZERD AQP1TH 5 |
CEMREH S NIz BET DS F AW,
[EALRAE OB RER - MK S S 1T R BRI,
EBITAKEREDE C, KREDOWHR & 13 ITFRNE
\Z#i% (near isomolar transport) §5 2 &EA5T
5] ZEERMERL.

ClIZDWT b AR DML - Ak B 2547 A
TAHH, WH [6] 2BFICLTwiZEwn.
EALRAE O WNK4Z 8% (HH VIIL 3) &)
1%, tight junction ® A + ¥ E#EMHEE2Z 2, Cl 4
WhEEEZG &R 9. KR O K IEE P i
 Familial Hyperkalemic Hypertension (FHH)
OFENBEIETEEZONS.

VI. RIEEREED Na RA R

FRME LAY N (EEGEEZEL) OFFEE
ZIIHE % DA F VAR - A 2 F v RIVHIFEBL
L (K1), Na iZHHOBLAERT V¥ v A
B CHIMBPIAL O & BALFE) 12 L7225 Tl
HEIND. EERE Lot AR, M
5EADM A A M insertion (QEDFHE) &
5O A retrieval (BOFAH) OMEIIZ X
5. BIRAE TONa fiki, K& - FEiRET:m
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% GEMRMIE) &/ - S EEE G RAl
BHEEE) KIS G. BEOYE ORI
FEIE, TIVEATFa 2L B Na ko2
Bvoc, BREaNVF a4 FZHEMAE (18, 19]
& B Na" 7 v+ (ENaC) [20] DFEHLER
B (7 AV F) BZEORNRICE L. FEBSEEHEG
ik (1D L7259 &, ENaCld, sf g
#ME DCT o [21], #ERME CNT [21,
22], WEHAE CCD [22], MBI EELSE
OMCD [22], BEEWNEEAEIMCD [22] 125
BLTws (ZLoHERFICR, 7I0) FEZ
PTEENaC ¥, HEFITHHAL WD LB snT
W5).

A EAIFR#AE proximal tubule (PT)

Na' Ot AL, Na/H #if%Ag (NHE) -
Na" #ArtE 7 v 3 — Rk (SGLT) + Na' fkAf
) v A A (NaP) 2ETHs (K1), Z
NHIE, Na" OBEFLERT v ¥ v VAR % FIH
LCEREICH 25w, MR >~ 2 BN
55 ZRVERRE AR TH B

B XWAZLO®OLEITH thick ascending limb
of Henle (TAL)

Na' @O AEix, Na'-K*-2Cl 3ty 2% K
(NKCC2) Th2 (1), &P L N HER D
HKBEBPEIR DT, SRERKRIER IR B 2

DCT
Na
Cl-
CcCcD
Na*

X 1. BRMEOER & B Na BigAg, fskm
DRHOFHIZ, 14> - HEOBBHHE2RT.
RIS A ¥ oWERNE, £1EFLU.



% (TALZ, W47t 27 X~ |k diluting seg-
ment & IFIEN %), TAL ® NaCl Lk, #E
HOFRELTERALEET, MR &L A
DI-DDFE—FTORE I TH 5. ZOHHNE
EY7-0) O Na-K* ATPase IHE DR D T
i CTH5H [23]. TALIZ, bW 3L —FFIRIE
furosemide (Lasix®) [13] OIEHEM.TH 5.

C =Ll distal tubule (DT)

Na™ Ojt A#ix, Na™-Cl Ltk (NCC or
TSC) TH5A (K1). FHRERE L MILEBROKE
PRI O T, B OBEEEIE S 51K
{7 b, DT, WhWaBHY A 7H AL FRARE
[13] OFEHFAMCTH 5. TAL LA THAES
720 O Na'-K" ATPase {ifi 14 O # & T &5\ FRAL
Ths [23].

D #£&%%collecting ducts (CD)

EAEERIL, WORME LY - R g -
BNEESETHR SN S, EHERIZIEENaC A
ZHELTw5D (1)

VI. 13 FEELHRERERE

R PR IR AR O 1 0 TR 2 L Btk o
IR EREREEIZHIRE I N TV 5.

A Fanconi fEf&#

Fanconi-Bickel JEERE [24] &, JeREDOHIK
7 v a3 — kR (Glut2) BEISRK L, HE
R AR VIPEL B9 - TY F—Y A% 2T 5.
MERE D Na™-K* ATPase BREAMK T 3 % 7 KM
R EAVED Fanconi JEMERE [25] (BFHEFL O Na*
ARAEVE R UERE B X AR O Mk iR AMK T 3 5 72
D, PR - 7 I IR - ) VIR - TV ) RDS

F1. BRAE L7 2 >+ OFEBEEESY & 32851 Na' #ie ks & OB R T

Na'#i% & (EREE) MramERETEF

REEDRX S HEI=1T A2 (BEFR) SGLT NaPi NKCC2 NCC ENaC MR HBC Nedd4 WNK4
WL RIEE SRR EMFR#E (PCT) O] O

ERIERMEE (PST) O] O
I REE UL T4THI(DTL)

L E1TR (ATL)
EALRAE AU EATHI(TAL) O

& # R (DCT) O 0 O ol O] O
S HERME O [l e @)

KE£EE(CCD) @) 010 O

HEs BESE (OMCD) O O

BENEEAE (IMCD) @) @,

t 7 * v b4 . Proximal Convoluted Tubule (PCT), Proximal Straight Tubule (PST), Descending
Thin Limb (DTL), Ascending Thin Limb (ATL), Thick Ascending Limb (TAL), Distal Convoluted
Tubule (DCT), Connecting Tubule (CNT), Cortical Collecting Duct (CCD), Outer Medullary

Collecting Duct (OMCD), Inner Medullary Collecting Duct (IMCD)

; Na“fkfk (BB B X UMz

PR T © Sodium-Dependent Glucose Transporter (SGLT), Sodium-Dependent Phosphate
Transporter (NaPi), Sodium-Hydrogen Exchanger (NHE), Na'*-K'-2Cl~ Transporter (NKCC2=BSC1),
Na™-Cl~ Cotransporter (NCC), Epithelial Sodium Channel (ENaC), Mineralocorticoid Receptor (MR),
11 3 Hydroxysteroid Dehydrogenase (11 8 HSD), Ubiquitin-protein ligase : Neural precursor Cell-
Expressed, Developmentally Downregulated gene 4 isoform (Nedd-4), Serine-threonine kinases with no
lysine (WNK4). 7=72L, mfrfifRfiEgo /O, %¥E#E2xR3. CCD, OMCD, IMCD#HN®OIZ,

2, CCDDOHE ZRT.
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M%) EXBILARTER S R,

B Bartter iEf&Ef

Na"-K"-2Cl ~ LR o @ (x84, Bartter
ERERE TAD [26, 27] 7% %. NaClOFHRIL
AREH) 2oL = ViFER 7V FAF0 v
BEEEVW T, KK IEL 29 % ANLE I IE
WHHNTH 5. FHERONN S BEREK F ¥
IV (ROMK), flEfEo Cl-F v v (CLC-Kb)
BIXUOZoME KT (Barttin) Oz FA£R
(28] &, =M ZN Bartter iEfERE 1A, TIA!,
IVED [29] 124 EN 5.

C Na'-Cl HEXAFEE

Na'-Cl Sk R oME T 2% BERRIKT) 13,
Gitelman JEMEHE [26, 27] &7 %. Bartter JEf%
FEOREIRISI A Mg i, KCa* JRIEE 72 5.
W2, Na'-Cl koot (ErER Lo
SEIEMNN) X, GordonJEMERE (BHEALT VK
A7 EIAD) [30, 31] & LTHIHNA.

D Liddle fEf®Ef

ENaC 0% WEE B CTOFIER M AR 7 % &1
PP ENL, LiddleEMRE [32] L LTHLHATW
5. Na @ik d Rk LIRS A3 E N2 % D S
B2 5 (BAOFRERE).

VIIl. SIEICEETY 2 HaNREREF

ME ORI 2 P05, BB 5 Na HEit
LR Na' & CHeE S 5 Mgyl 2 ikAE 5 5
[33, 34]. B NaClik O, Na O AR
(EIEm) & BRE Na'-K* ATPase ifith (M)
EiIFTik e, 2o ofMBEBWNRERF (&K1
DERFNHEZETH 5.

A 1EXF 1

HLEEENERICHIT 5 ENaC ®1d, R~
H A insertion (exocytosis 7 V¥4 b —3 X)
LIRS OHLY A& retrieval (endocytosis T &
FHA M= R) HETHBEIENSE, TVFRAT
O I X2 EGEOH - RO Na® ik & O RN
1%, aldosterone induced protein (AIP) 12X 5
BB BT 5 ENaCFsH - IGHEO B TR
NWCTR7A. 7TV FRATa X280 (3045
LIN) #ifE, ENaC O e~ DML A AN
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TR L, HERE»S ORGAAR (¥ FF 1b)
R & 0 A HERE T ENaC OB m AN 3
HZENbho7z (X2). Nedd4-2 (ubiquitin
ligase) [35, 36] A7V FAFB L/ IZXY ) ¥
Wit s e, ENaCOLY FF VLS TE %KL
%0, BEHERIC B A ENaC O BLEAHINT 5.

ENaC®» COOHWIZH B PY F A 4
(PPPXY) 12, Nedd4-2 (ubiquitin ligase) @
WW FX AL UG T 5L, 2EFF 1L
(ubiquitin JEEEEEE A DY 3AH T 7 F V) Eh
ENaC OHGAA & RMEE S NS, —F, T
FA 7 v &, serine/threonine kinase SGK
(serum and glucocorticoid-stimulated kinase) %
LT, Nedd4-2%Y Y8 b L, ENaCHOLEF
FALZHES S (M2). #%e LT, ENaCD
o DMWY ARPKT T 20T, HEEETD
ENaC iifERE 23R < 742 1), B 1 ENaC &7
mnds.

B 11 B-hydroxysteroid dehydrogenase (11
B-HSD)

FHEAEOTMRIE, MENICTVFATE Y
(BEaVvFaf F) La—FUn (FEEaV

ENaC

PPPXY \
U ") w.. . .w L
U Nedd4
s—m{\
1t
SGK +—— Aldosterone

K2, FEENa' 5% %) (ENaC) OFRBIHE (4
win) .
ENaC C-#t® PPPXY €5 — 713, Neddd W WW
A A ERR RIS L, MM AR
2 FFALENS. NedddDEY ¥ (S) &, 7
VRATFO L)) YBE SNSRI KT
L, 2¥¥F 1t (U) oIz K TsE5.



FaA4 F) O%EA (mineralocorticoid receptor
(MR) & glucocorticoid receptor (GR)) %5,
MHREE O Ec T —F V)b (55 MR I % #70)
X, 11 -HSDOEHcavFv »r (MRIGEH%
Rz w) IR s0T, MRZMAT AH1EH
FEREEL 2. 114-HSD2SKRET 5 &, R
SNBWTHE S 723 —F VB EMEO MR % 4
LT, 7V AT VEEZSI&REIT (6,
31].

C WNK (serine/threonine kinases with no
lysine)

WNK41X, DCT & CNTIZHBL, &k
NCCORBHREICKE LB L2525 [37, 38].
WNK4 13 NCC @ & JEREA D F Aok A 2 HH] L
(Bo#f), WNK1IZWNK4 LHaET 5.
WNK4 Of$RETES & WNK 1 OFHITHx, &5
53 DCTIZBIT A NCCHIAELZHME, Na
AT 5 (Gordon fEMERE). WNK4 1,
TV EATE VEZEE 7 X Y MZBWTAL S
BLTwa%, DCTIZB W TIdtight janction
(ZO1 X 3t3H), CCDIZBWTIIMIETH %
[39]. WNK4 OMifaNofENzIE, 722 b
BRERDH D EZRET .

m &

BOBEDZEN TR

FIRAE DA ES CEAAPHWS LTk
7o, R rMIBORL ZEMAE, RO
B OHEROREEEZ > T& 2. 2O L EEE
L7z EB ARG OB RERD, ok
OIEHE 24 FR] Z1/F% L, Am J Physiol (Renal),
Kidney Int, Pflugers Arch @ 19884F1 H 5 12[F
R ER L, N FRO RS & RS 728 K % 5t
S TR LaL, 72D TIITENTZRHO
2 R Medical Physiology (WF Boron
and EL Boulpaep, Saunders, 2003) [6] 2B
Ty, ¥IHA (B PRI TEY, B
WRHE L A S VWS O HREHELSBHHED
RELZ#ET 2700, I IEENZHZERT S
(F1D). ¥, Lio3Miksr, &P HiEe
[3] 2z Ehizwv, &b, £11E, B

11

B B FE 7 Na Hinkfk & 2 oM N 1%
b TitL7.
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