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BT R MO ~ BRI Nat BT &) 2 & EALEHPRMEE distel convoluted
tubule (DCT) ASPEKT % T & MWTMHEEHMBIC L DASNT D, £2T,
ENaCLIEHAS DCTICHEEEHIEAL 2 B &I T E I EANDIHIT, WER
CENaCUHERE &7 ¥ £% AT, DAITOEEANERL (V1), ElE—BRA
~®Na*7 5 v 7 A (Tnacred) & TESRDOK A (Tkcners) #HE L 72, ENaCl
BT O BTV BEIC IR L TERICKEP o7, EROK™ D
Wh(pmol mm™'min"') V4 ENeCLIEHREE (54.1%13.0) ASXIFERE (14.745.6) &
DKk %» 7. DCITOHBa? THIHIE N AKHKFHOBME L EHEFE L LK
B SR E R OMEE & b I ENaCHBEREE O H K E o e, BE— IR
Mor2Navy 5 v 7 A (pmol mm ‘min~') d ENaCUEEHE (726 £119) 134 MBTF
(396+56) & K& H 7. Amiloride THPHIE I 2 EAL b ENaCLEIEF TR &
M oio. X HIZDCIONa* K -ATPaselEtl: b X IATE & V) ENaCURIIFA S - 72,
DIk &1, ENaCUEEEEIEDCT TNat BRI UK i & & b ITsins & 2.
TN, BEEONa EENE EKEENE, EEOK EEEDEN, £ LT,
Na*-K*-ATPase JEMDIEMIC L 2. Lo L, T oiEEEZ bafigL <1 T
DFEMEBFERBTHETDH S.

Key words: Distal convoluted tubule:; Na* transport; K* transport:
Na*-K*-ATPase; Na* permeability; K* permeability.
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EHR@ME~BENCNa AH 232 L RARIBAEE distal con-
voluted tubule (DCT) O EE ML L 5 C & PIEEEMHEICEL D REH
TW3, I T. &HNaCl EHRHWDCT K WEHENE/ALZI TR T2 &I 2
AR AN B, MWEEUFENaCL ER S Ay ¥ F%2HWTDIT ToO
transmural voltage (Vr), lumen-to-bath Na* flux (Jwacrsm>) & net
K+ secretion (Ju(netr>) ZME L £ o ENaCl EHW ¥ T ® lumen nega-
tive Vo B EHEHICHEBE L TEHERIKK & » > o Net K secretion
(pmol mm-* min-*) i % NaCl 3E BUB¥ (54.1+ 13.0) » % @B (14.7+£ 5.6)
X K%t DCT T ® Ba2+ inhibitable K~ induced Vx deflection
L LT& D A K- permeability R ERBE R U MERE & & i 5 NaCl £ W
BEM K %= o /2, Lumen-to-bath 22Na flux (pmol mm~* min-%*) & 5
NaCl 4% HU B (726+ 119) 13 X J@ # (396+ 65) & h K & » - #c o Amiloride
inhibitable Vr component & & NaCl EH# T K & » » 7o o & 5 I DCT
® Na*-K*-ATPase iE M b XA E £ 0D ENaCl BB E » » o

BlE X b . BNaClL {EH B W DCT TNa* BRI KR UK S % & b o 1
MEEL 2. Chix, EFEMoNas permeability & K- permeability, {il
K& © K- permeability ® ¥ /1. % L T. Na*-K--ATPase &tk © # /i ic

2, La»L. chosoMiZitomlr~rvcoBFREALEILLTT
W IE W .

Key words: Distal convoluted tubule; Na* transport; K- transport;

Na*-K*-ATPase; Na* permeability; K> permeability.
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Henle » — 7 KW FE{FM v & d s KHEF 7w ¥4 HEIEAMH K

41 % distal convoluted tubule (Bl FDCT & BS 9 ) . &% & IR 4l % connect-
ing tubule (LI FCNT & B84 ) & K H 4 & % cortical collecting duct
(PLFCCD &8 3 ) © 3 > D4 fiikBPHsHDF S5h s (Crayen and
Thoenes 1987:; Kaissling and Kriz 1979; Kriz and Kaissling 1985)o
cp3o0AT7E vAEHRERNaT, K- Bt c EER@ & A LTV 3L
Wb h TV 5 (Hierholzer 1985; Wright and Giebisch 1985)., L B L.
NS5 3o % 7uvNhEobmTbNaT, K- X OoOBEFENRED DS LN
FMENh b, v FOBRWRIASOLEBAPHMEIBITT 2 2 &2 5.
EHmBoOMiLo®EVWERNS LTHMTS 5 (Kalssling and Kriz
1979) ‘

CCD d#feic 2 W TR D LLHANS N TV S M, R ¢ Na=, K<~ #k it
BT 32DCT ECNT 0B EiK>WVWTREELEALEHS N T WXL (Gross et
al. 1975; Imai 1979; Imai and Nakamura 1982; Shareghi and Stoner
1978; Almedia and Burg 1982), & if . 3 4 i trichloromethiazide »
CNT i NaCl it 2 ZE 3 528, DCT TRHEELBT W EEHEL £
DHL TR AW, CNTCREZEREMNBE T o Nav#f £ & amiloride-sensitive
Na- 5 + % J . thiazide sensitive Na-Cl 3 & 2 . parallel Na*/H~.
Cl-/HCOs- X B CoBEHoERENAT Aoicx LT, DCT T®® Na~
Mt BMEcNas F+ A VOB AENT B EERBRLEL,

Kaissling & LeHir (1982) W v 4+ FicEMWM & ¥ 3 Na~, K- o B %2 & 1t
T ¥ B LB 7o vAHOEPRRREENLELEZSERB T LHEL
oo Na* 0o 7o vOREXHNEERCEL T, % 51 &Na~, BK-
BERE EERMEZBZ®E. FICDCT OMEBSS TERABMES &R F
EHELTWD, &< i Kaissling 5 (1985)iF 5 » b ic furosemide %
mE L. BENBSEMRMOE ~oNas AW %2 dk X d&. DCT I fa @ 2
EEXHEAEIN ERBITEHELTVS, CLOoDER»S Y FTDH
BHHICE NaCLEER 2 & ¥ 5 &, DCT K EENBELEILE T EE X
SN L, BAOMEBFIC LB E, v Fi@giEnmicENaCl HER %2 ¥ 5 &,
DCT TONa* RN KUK ZWbo@mABHHAEINE LEBbd Tt &5
o & o K T ik Na*-K“-ATPase /& ¥ . amiloride-sensitive luminal Na~*
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a v 54 4 v R, Baz* sensitive K* 2 v ¥ 2 & v 2 B E KM E & @ K
JEomA ML ko '
CoHRXoMEHdi., BULALUWEOHEEREDMELLison 5 (1987).
Kaissling & Stanton (1988) » o HlE s hiko M IV — 7T & b5 v b
ic furosemide % B M It 5 L. in vitro T micropuncture % {7 - T .
BHERMETNa BRI B MT 3 e EENA, LL. FTxr oD
R I, Ellison & (1987)R3 B M ik §NaCl EHR - & & 3 & . &
fLERMECNa I ABWHF & hictHWELTWY S,
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A. DCT o in vitro BB JR 4 & & & & ‘

It HAH Y v+ (&E 2.0-3.0kg) » 5 DCT 2 BB LA, MHEER
WHEEFH EKEKESA L, ERFRETHEEE2E5L. BN E NaCl
BHRz s ic. 2BH 10ng/mlo NaCl KE2H S L THh S REE D
BB AT -7, w¥ F% pentobarbital(35mg/kg,1.v.) %2 & 5 L T kK i
L. EBEREHHBH LA, BRRIEOVWI S 4 X2 ->T., 4CoOMIBANKKE
#® (KCl 14, K=HPO. 44, KH=PO. 14, NaHCOs 9, sucrose 160mmol/1l;
PH7.4) W AN DCT @i 0o BB LB ERBEICHE & - criteria
(Imai 1979) K & » 7o, BMBEICTAB B &, DCT BAKE %2 & U K T %k &
o HBE L 7o DCT 4 i i3 4 fiL #i JR f1 & proximal convoluted tubule
(PCT) b EDB/PEL . LB PHREDP S 20 TEHEE KX T E 3, CNT
R ODCT & 0 ERAMASECHERCBEA 30 CH O bR RE S0 v ¥+
@ DCT & 0.5mm AT UXKE VRofElAyELTW 3,

HE LA DCT R BTCoERBHE~~B L. BEHET-%ho ERERV
7% i & Bicarbonate Krebs-Ringer solution, BKR (NaCl 110, KCl 5,
NaHCOs 25, NaHzPO./NazHPO. 1.0, CaCl= 1.8, MgCl> 1.0, glucose
8.3, alanine 5.0, citrate 1.5, glutamate 3.5 mmol/l) & L 72, EE
&> THEHEK BE%ZS5 » 515 mmol/l ~, £ 74 & 5.0 » 5 0.5 mmol/1
~NEAL S ¥ o KT 0.5mmol/10 & i Tk KCl1 2 [E % & © choline Cl1 T
B L7, K- 15mmol/l Hi Tk . Na* 2@ ficK- TER L. &AIK
i 95% 02-5% CO= 4 X THf & ¥ 72,

EERBENAN transmural voltage (LU T Vr BT ) OHIE B E D H
4 (Imai 1979) IRE -k BHIEARZ EEBHRENy FEERTY »
TERLALA oA NVEBREBELERTY vy OTCEE LMD H o2 n
BEREOBMOEBENMNME2 LI bo xt— % — (Kelthley 602, Cleveland) %
AWTHELR, WIEBLABAAR 2 F + %13 — 4% — (Rikadenki R-
20, Tokyo) T & L 72 o Lumen-to-bath Na* flux (LBl F Jnaces, & 0%
T) DRMER=2=2Na HOVWTKRDOR LK,

Jrvacier>=[Na]i(1-[Na~]s/[Na-]1)Vo/L
CCT., [Na~]ai:#EWR K O Na~ B E . [Na-]o:fF Uik © 22Na & & .
[Na"J1: R IE D =2Na RE . VIR WMEE . LR EDOE &S TH 3, 22Na
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i Gamma counter (LKB Wallac, 1282 Compu Gamma) 2 W THIE L 7z o
Bath-to-lumen Na* flux (B T Jnacsr> B T) OflFE IR > W T b
22Na Al W T, RORA L DRD o
Jnacsry=[NaluVe/L In{[Na“]lu/({Na-]s-[Na~]o)}
2 T [Nalo:/B ik ® Na~ B EE . [Na~]o:i8 i @ 22Na R E . [Na~]o:fk WK
D 22Na IRE T %o
Net K* secretion (Bl F Ju(rvery ¢ T) FIRoOXTKRD Kk,
Jinewr=([K"1o-[K*]1)Vo/L
ST, [Klo:BEMOK BE. Kl ERKROK RETH 2. R
R U UK % water equilibrated mineral oil % i - 7 well & A
h3d, ThZThokki{EoK BEIIK selective liquid ion exchanger
(LIX IE190, WPI) @ﬁ@‘%@\ High impedance electrometer (FD223,
WPI) 2B WVWTHMIEL 2 F + % n1L 3 — % — (Rikadenki R-20, Tokyo) T
WH LK. K- RERA A4 vERH TR, AF VBETRARALIL, 4 A
VEBOEY Ao -7 RK BEOIMELELIcH L T49.22 3.7 mV TH

?T:o

B. Na+*-K--ATPase & ¥ o #ll & ,

w4 F 0B % in situ © 1 mg/ml collagenase (Type VI, Sigma),
1 mg/ml bovine serum albuinin % & U collagenase BB CTE W L 2o
B EE WS A XKL T, 95% 02— 5% CO= THEK LB MK 5. 37T CT
30 pMEILAKCAFa~—tL, ThHP 54 COFLEBEROAN- ¥
v—LVvEBLEL, UAFEHRBETTCHMVWEHEAVWTER 314 2» 5DCT &
CCD *BHEL. thfhokRIEZMEL 2o

Na--K+-ATPase 1& # 1% Katz & (1979) & Doucet & (1979) ® H&E I £ b
MEL o &R ME % Hypotonic shock & Freeze-thawing © il 5 % 17 »
<. FrEHMBEECDLTHL S, 37T °CT15 4 B % #H (NaCl 50, KC1 5,
MgCl= 10, EGTA 1, Tris-HC1l 100, Na=ATP 10 mmol/1, 7'[v32P]—ATP
(New England Nuclear; 10-50 Ci/mmol) T ouabain-insensiteve (Mg=2~
-dependent) ATPase O EMH O EF DO L B ic . FIRME = & i (MgClz 10,
EGTA 1, Tris-HC1l 150, NazATP 10, ouabain 1 mmol/1l, 7 [22P]-ATP 10
nCi/l) ©4 ¥+ a2~ —F Lo KBEBLIETWRZ LA F F%dextran
coated charcoal Itk ZFE & ¥ 7% . 7 [22P]-ATP o /K ic & - THEEL
7o E K Y v B % Millipore 7 4+ V4 — THB L THBE LK. RME 2 A
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NIEWEH TO v [®2P]-ATP » 5 R d 52 =2P 25H A E L. FHE %
blank & L T& M EME & v £ L3l o Na-K--ATPase i3 Total ATPase
& Mg2~-dependent-ATPase & 0 ZEZ & L TE# L %« o ATPase /& ¥ & nmol
Pi mm~* hr—* TR L 7o ' :

C. = b

Mm% v = v & # i Renin RIA beads (Dainabott, Tokyo) % A W T . I
7 v F R F o v EdAldosterone Shionogi (Shionogi, Osaka) %
WTHEL 2o

AN

D. ¥ — 7 0o it W& ,

TANTOF— 7 EEHYE+LSE. THRRLA, Flux oRIEH R E L
GETIEMEL. TOEBHEELL, HEEZEZDKREIC paired, non-
paired ¥ ~ 7 & b ic Student's t-test % T W . p<0.05 %2 b » THE
Esn Lo
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A, MPEr=visEe7rrFxyse vRE

= NaCl EHM B cONaCLEBHR B L =Y —T v I 47y v—T7FRXR
Fu v HRAENE T 2O ENTEHE AL EIDEANL LD IRMBEL = ¥
EHETAONFZRAFo YREAGBECHNELRL. MBLv=vidddstEE
5.62+ 0.89 (n=8), & NaCliE B # 1.81+ 0.67 (n=7) ng angiotensin I
ml-* hr=* (p<0.01) TH -7, MBPE 7 v F 257 v vRERXMEH 2431+
255 (n=7), & NaCli% B B 1219+ 199 (n=7) pg/ml (p<0.01) T & - %o
DEoER»o ., ENaClERBE cRYHEBLLEE LD v = v EHEKRCT
TNV FRFe vyBEELSLHERCMHM IS TR, LA LMENa” RE
i3 & NaCl #% H¢ P¥ 163+ 1, %I /@ ¥ 162+ 5 mEq/1, I ¥ K- & E & & NaCl &
BB 4.8+ 0.2, A EBE4.7- 0.2 mEq/1 ¢ HIEFBRZRB DO N T - o

B. ENaCl EWOVr k¥ 2 ¥E&

Gross 5 (1975) @& ¥ ¥ + © DCT T i lumen negative Vr 2r L. &6
K rhBBEREERBEALCKELTVWE EHE L, T IT, RAWEBE
NaCl EM B LW EHECoV 2 BT 2D, MELOCEREZ WV
ZWAHBEILEYE T, DCT @ Ve 2R E L 2 (Fig. 1) WME L b ICERE %
BT 2EV- BBALAL. COLEILRAFENTSH » oo Negative Vo O K
XX R, LOEHRFRBWT ObENaCL ERBE OB K E D o 70 (H M t-
test It & %) o

S0 LA Vr DERELHERELIIENLNOBFRIAMS W T WL L,
MilaBicr» 2B KERAA v vy 749 vALHEST DI EBEIS
M, iR ESNELSNHL D EEBENTONACL BEB/NE (R B D
CHE L2 EERY MEA transmural diffusion voltage » Vr @ # it [E
PHRERIIENLALCHED>TWVWEEDBEALL S, TIT, I ZEFHAND
e ic BB TEREANACL BRE . Tk & &iDCT © Ve BEALT 2 0
Ed bk B, B ®oNaCl % 100 mmol/l. sucrose TE M| T 5 & .
Vr i -0.5+ 0.4 » 5 -0.8+ 1.8 mV & & ( % » #= (Fig. 2)0 VD Z L B
5 Cl-/Na~ DM FE@FEIL1.84+ 0.23 &K 5 1 DCT ic B W T id Na~
FODCl 0B BRBRUDFTOVLENbDL sk, 5. COHKERIBEK
i L T NaCl % choline Cl + Na glutamate TE B L EZEBR » 5 & B IJ
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Vi(mV)
o5 -
---0--- Conlrol (n=7)
T —e— Migh NaCl intake fn=5)
o0 b
+*
*-
s kN0,
\\
\V ¥
®

Perfusion pressure (cm H0)
Fig. 1. Comparison of the transmural voltage (V;) between the control
and the high NaCl intake grouwp at various perlusion prcssurc.v
The perfusion presswe is expressed as the height of the
reservoir connccted Lo the perlusion pipette. * P<0.05 by one-

tailed t-test.

Replacemerit of Sucrose ] [Clvoiine o] I lNa glu\arnaEI
lumen NaCl ! L |

5 T .
[V I SRS DI RN o=—— 2 JUN R\ R
S
E
-5 4
=
it
®
-0} L
o L | a

o5
Fig. 2. Elfccts of replacement of luminal 100 mmol/l NaCl with cqu';\molnr
sucrose, choline Cl, or Na gluconate on transmural voltage (VT)'u

Bathing fluid was always DKR solution. ##P<0.01
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> h 7 (Fig. 2)o B HE K ® C1- B E /217 2 120.6 » 5 20.6 mmol/1l i F
F b, Vo i3 -1.420.8 » 5-8.2£1.5 mV &®( W > fco RICHERK
D Na- M 75 1 £ 140.5 » 5 40.5 mmol/l ~ F ¥ #= & Vx it -1.3+ 0.8 »
5+1.2+ 0.9 mV EEDOFEA~AELLAEH., Vr OFX{BRCLIL- BEZ T
FrBatohrBobidhotto THWA RV BHEHERLOEKFLTW 3
WA B, LPLBEHBS, Cho0RBRTRAELV: COHEBEHERIED
SN hohkoeo TIT, BARBRERELAEzORLEZ ST 57T, 10
cmHz0 O —FETERZT > & it Lo ‘

C. E=NaCl EHM OK X icxtd 3 8
(1) Ba2~ sensitive K~ 2 v ¥ 7 % v & .

DCT o Z . MEBICEIT K- a v s 5 vadBdsdriEdn»%
ANB DT, Bk, BEEO K- BEZHPAT Vr ZREL 2o K© R
B 5 »50.5mmol/l @M &5 H 516 mmol/l ~ DM E % T - %o
Fig. 3220l EMMERLAL, XEHEODT TEENK RE %25 »
5 0.5 mmol/l ~WA IR E E Vs 2-3.9 »» 5 -1.2mV ~ZE{L K
(Fig. 3A)e C O R B TR F W IcBa2* 2 M A 5 mmol/l £/ % £ 5 ic L 1
EE g Ve B-4.4nmV ~BABULAL, TD X HiBaz itk ->TMEHl & h
% K*-induced Vz ® Z {t (A Vicsa>) & +3.2 mV 7 - #2 o & NaCl £ W &
T DA Vkcsa> & +22.0 mV T & » 7z (Fig. 3B)o W MEH TEE AN DK 0.5
mmol/1l, Ba2* 5 mmol/1l ® K L. & 5 ic amlloride ZE RN M X 10~
5 mol/l It L/ & &Vr i3 -4.4 » 5 -1.3mV ~ZEftL o, < @ amiloride
ik B3Ve OZEALE %2 A Vamiro & L. ENaClL BERE TR P D +11.3 mV
EE b oo

B UDCT Tl & &Moo K BEX*ZLI LM REEZS L, XEET
BHEOK EBE%25 »55 mmol/l ~¥im&eg/ié&Ves 3-3.2 »5+2.5
mV & AVr 3+5.7 mV Tdh » 72 (Fig. 3A)o C DR EE T & 5 T Baz* %2 &
WicmA TS5 mmol/l i£3 3% & Ve 3-1.9 mV AZE LA § B . 3
BT A Visay H+4.4mV TH DO, EHIKLTENaCL BEREHTOD A
Vicbay 13 +20.5 mV T & » 72 (Fig. 3B)e ’Xic . BB DK BE % 0.5
mmol/l KW APD &3 EVr WHBELOLIRADHBIEELL. A Vicsay 1
WMEE-1.4mV., SNaCl EWMHE-15.0mV THohko S LRKERNBEI S
K- Dt 0B bfthoERTIT->7o Fig. 4,56 K £ FH 11~16 O R M E
TIT - LR %% LB, DCT © lumen negative Vr DK ESRAER
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A

Lumon Dath

Luman

fow K high
Be (89) Vs
milorido . Amilorida

(mv) l :'.'.l
NS N PO I A

4.

Sinin

Fig. 3. chrcséntnl:ivc two rccor(-linp,s ol the transmural voltage (Vi)
examining the DBa?*-inhibitable K'-dependent voltage dellection
and amiloride effect in DCT scpments from the control (A) _und
the high NaCl-intalke group (13). Mote that the scales of the
otdinate arc dillerent bLetween (A) and (B). Low K* means 0.5
mmol/l K* concentration and high K* 15 mmol/l. - Coucentration of
Ba?* was 5 mmol/l.  Concentralion of amiloride was 10°5 mol/l.

Lumen Low K High K
Ba” Ba"
s L Wmiloride | |
(16)
'0 (16) ,f;; (,IUG%"—J
o ! \\‘(.l-ﬁ"/‘ e ”03.’ ‘,lg-,--— ——-(-‘n:”
' ] ,
% -5+ ua } “[J’ ) \\um,,"' [RRkY “T”
S } ) 1 ‘I, I._—————'l‘

o | |

J ta

-15 L '

o---o Conirol  e—o

Fig. 4.

transmural voltage (V,) of the DCT. Low K

abd bigh K* 15 wmol/l.  Concentration of Ua?*

High NaCl intake

Effects ol changes in K' concentration of the perfusate on the

means 0.5 mmol/I,

was Smmol/l.

Aluiloridc was added to the luminal fluid at 105 mol/l. Numecrals
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LD ENaClL EBOAD KED oo MBELLILEERNK BESED
T 2¢Vr REOZELE L. BEREHNK BESHENT 2LV 3R DEILZE
Lo $HVr OF{fbORESRIGEB LD ENaCL EIMMBEHOLE B K& 2
5> 72 (Fig. 4)o AL &> CBEOK BEEX2ZEI®LLEDOV DEL
B A mETikH - (Fig. 5)o
WHKE-RABKEOK BELELIC L2V BEItOoHEEFHS 2D T,
Ve o4+ 2Ba2z~ (K F v+ 2 V7 0 v h—) OB %E2H/M, Fig. 4 &5
® Ba2*-inhibitable K‘—dependent voltage deflection (AJVK(B.,)) D
F—ysxhBELPTVWELIIE, B S5 7ic L TFig. 6 R LR, T 1
59 Y FDCT DA Vkesay REBER. IEEDO &S5 5 T 65 NaCl & B
BohFBKEWEWVWR 3,

(2) Net K~ 4 i

v F OBHBEDCT 0K x>0 TlRECODLARFT TR TR WD T,
% I ®ODCT Tnet K~ X 2T Nfeo R AFig. T iL F &0 1o Bk
W& B WA E b K- 5 mmol/l ® & % i ik . net K- £ i 19.2 pmol
mn-* min* T -7k, L L. BEEMNK BE%0.5 mmol/1 &£ T3 &,
net K~ 4 i 13 32.7 pmol mm~* min~* ¥ L 7. & 5 ic i i i< Baz~
%5 mmol/l i 3 XA kmA 3 & . net K- 4 W13 3.4 pmol mm~—* min—2
i & h . KT QWi K4S E R KR O Ba2- senstive K- 3 v 5 7 5 ¥
Al kB ENFTENL, AL OERE S & F VT K 5 E NaCl
ERBETHMLTY 2 b FANTHERZTable 1 £ ¥ &H o & hd 5DCT
TOK- SMRHMEBELY bBNaCL EMBEOLFBF W E B b o > 7o

D. B NaClEEH ® Na~ X e ¢ 5 £ &

(1) Amiloride o % &

PL#i & 4 (Shimizu et al. 1988) % amiloride 10-5 mol/l % # i X i
1 £ % & lumen negative Vr & & b o — A @ @ 22Na flux i &EH & 1 3
CEEWMEL.DCT O FEERICNa 2 v 5 7 5 va2and bl &zRiRL
oo SMBEEENaCLERBFCEMNBEONa 2 v 57 5 vy 2 REVWHE S 5
HE I BTFNSB I amiloride WX 4 5 Ve O 4L % b~ 4, DCT % K~
0.5 mmol/l, Ba2* 5 mmol/l & AW T##H L . Fig. 4 LR L o
¥ — 4% M b amiloride THH a2V O D ZFHMT 2 & WEELD
S NaCl EMBOENKEWI EB L - o
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Table 1. Effect of high NaCl intake on net potassium secretion

in Lhe rabbit DCT

Group n L Ve Vo Jicaerd
(mm) (mV) (ol min™') (pmol mm 'min~!)
Control 10 0.3640.03 -1.24+0.3 5.43+0.60 14.7+ 5.6

High NaCl intake 8 0.3140.03 -5.2%1.0 6.8010.73 54.1%£13.0

P value ns pP<o0.01 ns P<0.01

Abbreviations: n, number of experiments: L, tubular length: V;, transmural
voltage: V,, collection rate: J.(,..,,, het potassium secretion: ns, not

significant.

Table 2. Effect of high NaCl intake on lumen-to-bath 22Na flux in the rabbit DCT

Group o L Vi Vo Knacind Inecisd -
(mm) (mV) (nl min~') (1077 ecm?s~') (pmol mm~! min~!)

Control 11 0.36+0.03 -1.7+£0.3 8.46%0.61 §.09+0.87 39~5i 65

High NaCl intake 10 0.30%+0.02 -5.0x1.0 8.08x0.62 9.81+1.69 726+ 119

P values s P<0.01 ns P<0.01 P<0.05

Abbreviations: Ky,(,,,, lumen-to-bath Na flux coefficient: Jy,(,s,,/Jumen-to-bath Na flux:
others are the same as in Table 1.
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Balh Low K’ High K
4 } Ba” s tn Ba” 4
}nu
2+ AN, i
tn A "
0 7 \ *
[§31] .. g Y. (9)
8. it "‘\.‘“_" ¥ (:6” TTpe--u
s 2 ‘ﬂ“"—"\ : ]
E g
= ) \}, tg1 un (9
L - } \I 1 1 “n 1 ]
| | A1
-6 + L I
12)
. | 4
-10
o--o Conlrol  «—. fligh NaCl inlake
Fig. 5. . Ellects of changes in K* coucetration of the bathing fluid on
the transmural voltage (V,) of the DCT. Low K° meaiis 0.5 mmol/l
K. and high K* 15 wmol/l.  Concentration of Ba?* was 5 mmwol/I.
Numerals in parentheses are number ol experiments,
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Fig..ﬁ. Comparison of Da?'-inhibitable K'-dependent voltage deflection

in DCT from control and high NaCl-intake group. Low K* means
0.5 mmol/l, aud high K* 15 mmol/l.  Open columus are the control,
group and hatched columns are the high ;“laCl group. ¥ P<0.05 as
compaired to the control group. Numerals in. parcntheses are

number ol experiments.
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(2) ™ 5 [ © Na* flux , Co

ENaCl BB O DCT TONa* ik B AL TWE I XML T & DK
+ 3 7o it . 22Na % A W T lumen-to-bath Na<* flux % @ B i > W T {#ll
F L 7 (Table 2) C ® ¥ B T HE . & NaCl £ W & © 5 » lumen nega-
tive Vo K EWC EAMBE L. & 5 ic lumen-to-bath Na~ flux & &
NaCl EH B O AP KEWVWI Ebbbho o,

flt ® Z B T {32 DCT © bath-to-lumen Na* flux 2 flE L. ¥R T
312+ 35 (n=5). & NaCl ¥ BB T ¥ 349+ 40 (n=5) pmol mm~* min-* T
D2 ODEICHEEDNLI D o/, Net Nav flux BIERIc RN E T &I

oo, HNaCl MW Tnet Na* HRN B KT 2 B TEHE I LI

E. Na--K--ATPase

LeHir 5 (1982) W& Na~ BK- Ak %2 v v FicH 7 X 3 &, DCT @ Na*-
~K--ATPase MW S #MMT 2 EHWE Lo Lo LENa” B O & TR & O
KR 2D EIPREDIPLBRVOT, WEBB LU ENaCL BT % h &
h coll}agenase MUTE L T BAEE L 42 DCT & CCD T @ Na--K+-ATPase & {k %
MELEL: ERE%EFig. 9 it ¥ & ® 7, DCT T i Mg2+~-ATPase {E ¥ (mmol
Pi mm~* hr-*) & x ¥ 1.96+ 0.30. & NaCl fEH(E 2.29+ 0.59 T & 0 .
EEERED >N MM, o7, Ld L. total ATPase ¥E £ it & NaCl 1% K
B 8.00+ 0.55 &M MEMS5.030.63 LE~REFEERLLEESAD Sh ., +1
HbH. Na-K*-ATPase O L R P ENaCL EMB TAH S &R DB, H

i© . CCD T i Mg2--ATPase & total ATPase bW EM TEHBEE R A ® & h
- o (Fig. 9)o )
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zZE

A. DCT i ¥ 13 5 Na~, K~ # =

COMEOEMIIENaCL BHW M v ¥ FODCT TcHAEEMALES &gl 7
HPESIHTH BN, EFMOPELHERTODT OBEAFHIL>VWTE AL
2., 5 v F © micropuncture # it £ 2 WH T, HAIRME THE -9~ -60
mV © lumen negative Vr 2374 J & B E & ﬂf: (Wright 1971; Mal-
nic and Giebisch 1971; De Bermudez and Windhager 1975; Costan-zoi
and Windhager 1978) . i ic Barratt & (1975) iX Munic Wistar 35 v b
O BB ME OEAM TR Ve # positive ThH - EHEL T 2,
Lumen negative Vr % /& ¥ #l & (Gross et al. 1975; Imai 1979; Imai
and Nakamura 1982: Shimizu et al. 1988) ¥ & 3 — 2}/ ©. Shareghi &
Stoner (1978) & Rohfi¥Tidd 389 % FoDCT T lumen positive
Ve 2R LICEWME LTV S, CoVr OB oBEBVHKERIE RO DL S
oW H . % % o lumen positive Vr i furosemide TMH &0 35 T & » 5
Henle V — 7 AKWEFWBS ST h Wi atgdENsd b, < OB R TEDCT
® lumen negative Vo * BEH#A Lo £ L T, Gross 5 (1975) ik — X
LV DEKEEHBOmMAIKKELTWSE I &EZRLTE,

Gross 5 (1975) & DCT © lumen negative Vo 3 B A i 107° mol/1 -
® amiloride 2 # 5+ 2 &Ml ah 32 &MWE L TW 3B, Shimizu 5
(1988) W B IE v % £DCT © & W ic amlloride # % 5 ¢ 3 & Vr & @B
ic 22Na flux & WM&l + 2 & & 2 & L ke C OB R T amiloride
—sensitive lumen negative Vx B EHE T 5 L 2 BHWA L . L&D
amiloride-sensitive Na* 2 v § 7 4 v 2B o 4 ¥DCT 0 ERR c F &
S 2 AR S Do C DFE X Velazquez & Greger (1986) & & 3 F i
ZTROER. FHbLb., v FDINTOERKERRI ¥ 75 v 2ABED
ShiTVweEoBEEFEST 5, L L. Yoshitomi 5 (1989) @© DCT T @
intracellular electrode impalement it & 2 B O B E THERER
Na* a v 42 4 vABELET A2 EE2RBLTWS, COMRTHE. C
NoOFEL2RADICEPFIZ T E 7 W, Nonpaired @ i 5 [ ® flux » 5 1E
BE ic net Na+ flux * M4 3 & 3 # L W, net Na* flux B F &
INE B —HF@Eoflux oa EBEbLDNRL DL, IO &M S5, DCTH leaky 75k
FHlar > -TWwWadIENELLOA, L b I DRI Yoshitomi 5
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(1988) o B F RIEH 8 21.8+ 1.7 Qem22 & WHIHEDL S bXHah 3,

BAMARMEIE BAHc bEERHE % LTV 3 (Wright and Giebisch
1985; Giebisch et al. 1986), M MME O T T b £ & E KK~ WM«
Lo TR OGEELHHEH TS 5 (Grantham et al. 1970; Stokes 1981), 3
y POBMNRMEOMSD OB TREK 2WRIIFFLLIELCRETE T WL
B ETH S EHME &Hh TW S (Stanton et al. 1981; Schnermann et al.
1987)o COHMA T Y 4 F¥DCT OK” BWMRDPIETHDODODETH » 1o X ME
H oK 4 Wit 15 pmol mm~—* min-* T % » . Sharehgi & Stoner(1978)
DHELIDREDN. 59y POBMARMWEOVDOWY THE S h fo E &
Bl % (Schnermann et al. 1987) & L < & 72 L /N & w (Stanton and:
Kalssling 1989) {E T&% %5, DCT TOK i D < b LVWEFEEIbL» » T
WIR WA K- 28 EEE O Ba% sensitive K* 2 v 5§27 4 v =it & 3
AL SH B, LAL. Ellison 5 (1985; 1986) M #H & L T W\ 3 K-C1
W EHPHEE T2 FHBEHERIRATEIT L,

C OB 3% TDCT @ fil £ | i Ba®* inhibitable K* 2 v ¥ 7 2 ¥ 2 » &
2l bbb ot RAOERMEIXNF T LIEBEOIERBIBFTERT - T
intracellular electrode impalement # (Velazquez and Greger 1986;
Velazquez et al. 1988; Taniguchi et al. 1989; Yoshitoml et al.
1989)% . patch clamp % (Taniguchi et al. 1989) it k& - TH & h 7z o
MEKE DK 2 v 4% 4 % ~ 2 i3 pump and leak system ® — > @ & & »
. EEMBMEELTOK 5o rate limiting factor & % % & E b
n 5,

ELHH L, DCT TONa“, K- 23 . EREEONas & K- ©3 v 5 7
5 Y ARUMEBONa-K~ £ v 7 LK 3 v 54 5 v2 & >TW 5,
REECI- OREARIC L » CTHBEBEMAMEL 2 C & (Fig. 2) » 5. M@
FEEEEZCI- t BREBEG S 2 LEBHbh 3,

B.7%& NaCliE B @ f &

COBETRENICENACL I & ¥ £ v 4 # © DCT T lumen-to-bath
Na® flux EK- B R LTV, BPEZENHEICE S W T Kaissling
5 (Kaissling 1982; Kaissling and LeHir 1982: Kaissling et al.
1985) 1. DCT O EM AWM ES BN L b . NaCl B A S8 ¥ C & 1 KIS
LT KBS M5 &#®IIEL K, Stanton & Kalssling © & if © B
7 (1988) T 5 v PO K T ¥ = # v 7 %28 bAa . 18HMIC
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furosemide % ¥ 5 ¥ 5 & . Na- H I & K- £ i © i /5 #5 CNT & CCD %

SLEBOEMEMWE ¥ AL, Ellison & (1987) . 12 # 8 & NaCl
B ic furosemide 5 2 M b & ¥ £ J v P RBAR M E TNat BRI D
A ALHEZ EHEL o o DHETIEIDIT ~ONaCL E %k S5 %€
ENa* BRI B X OK- 2 WomABR#MEh 58, 8H%EHK S NaCl £,
DA TRNa BRI BERRME A S, COERRBRRA ODBEE
ERFET A2V HHRBELAR > E 0D TRV, LAL. & OF
BREZIC X2HAE®HELS 2,

C © W% ¢ DCT ® lumen negative Vr B BB L v & ENaCl EWME T
thREWIE LM >Tco BIBDODCT TONa~ K- &£ DT F NV Vr
DAk E XN, (1) IIEKRToONa"-K- gm0 v ~n, (2) EEROD
Na* a v 457 4% vz, (3) EREEBIXUVMEBRCTCOK a5 s 5 20
3 okEBFELTWVWBE I EERLTW B, LeHir & (1982) i3 & Na~ E K~
BB 9 % # T i DCT © Na*-K*-ATPase U N LA L TW3 EHE L,
& 5 It &% iF Scherzer 5 (1987) X 1B # # i< furosemide 2 &/ &5 L 72 5 » b
T L CCD & DCT T Na“-K*-ATPase BB R LA ELHEL TW B, & A
DHBRIWMEORER L —HT 5, HNaCl BB & ¥ 75 » b (Kaissling
et al. 1985; Kaissling and Stanton 1988; Ellison et al. 1987) &
v 4 # (Kaissling and LeHir 1982) o DCT TR EB o X HERBE BHE A L
EVWI B EENERICL S E, HNaCl EHRR & € 2 v 4 ¥ © DCT T lumen-
to-bath Na~ flux & K- WP R LTV, B bKNa~-K~ ¥ v 7
OERE AR LIZ2TARELEE VA 5,

& NaCl # EHU % T amiloride inhibitable V:r 0¥ K b & D 5t &
OS5 ENCL EMBHECTCREMBCONA SEBHELRX WL EE R Na
gESEALTWSE VWAL, COFX TENaCL EEE ToNa~ BIXD
BMADBEORFRLZDOLE 205 ERHELDL > s Beck 5 (1988)
25 v FDCT © Na* ¥ % electron microprobe analysis &€ & » T #fll &
Liced s, B cNaCLAF LB ARLALEHE LT, TOBEIK
o, BEMEY» S>oONa> A KB AERTONa~ © 8= %
FIB L. net Na- HIRIN 2 WM s ¥ 2 F—BWRTH2E VR B, 0D
18 o & NaCl HEHL I & » T Na~-K~ ATPase B BM KT 32 2 &% —F
FACHHT 28, BHoLZE LAARECHMRANS REPESETCHRE S
nNashESPHLLIRTZLENS S, DCT ENE T o Na- WK % 8 K
e MM Na BEOLIFR O XS RRETRLES SN T vl fe i
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WHbo —Ho Nav-K~ ¥ v 7 iEH O KB HMIBE O Caz RE 0 &L »®
fbofRkMOBEF IR L CHMBEONa 3 ¥ 57 5 v X &2HBEE 3T
HEIRBRATERL L - 2,

COMETH. ERERDTVIABROK BEZHBRIE LI LTEL S
Vr OZL{LBHENaCL ERB O v 4 ¥ODCT TREALT VWi, < 0B
RiE b, BHMBHMEEBEREHR Y57 5 v 20@MAFTHBHETE 32,
FNAWAIC, Ba2 W EMBH 2 v 57 4 v2REELBEWI EDSMIE
RToOK- 2 v5 745 v20igiEe& LTBa? ciMlHl&sh sV &Lz H
Wiho TH29 5 ¢, ENaCl BB TRNMEBEEREBER TCOK 2 v ¥ 7
4 v ABEMT 3 ELEWVWE B, Na*-K*-ATPase i AL TW3 O THl
fERK BELERLTWAELEDLDNL S, L L. MBEHNK BENIE
Bt 20 1/0k@E LT sl Eiclb~T, IIEANK BEo0oZEI
MEWEBEDbLbhh B, #hwixic, Baz*-inhibitable K*-dependent volt-
age deflection F X icHMI @B oK 2 v 5 27 5 v X 2RMBK T 5 & WX 5B,
BxOWRWIBEN T H 5 H,. Ba® -inhibitable K*-dependent volt-
age deflection A FENaCl B ETARK&EWI & 5, ENaCl EERHE T
DCT ol EE B LUV ERBEOK 2 ¥ 5 7 5 vy23BARLTWVWE W
EWiZA S,

= NaCl B EUE T ® net K~ 43 b 0 1 K id Na~-k*—ATPase jE ¥ o # K i
EI>SHWIBAK REODLRLEREEREOOK 2 v 575 208 KOmE I
LB bDREBIe 7 POBURMECRBK FWRV: CREL TV 3
(Wright and Giebisch 1985) % % # @ DCT TK~ 4 i #5 Ve I K L T
WEDNEIILIETLEFANLGNTWVAR WS, & NaCl 8 R E ©DCT @ lumen
negative Vr B AL TWBEDRDKELEDLI—FPRIK S Kic
FELTWVWETH B I, .

REDEI A, FNaCl EMBETK 3 v 57 5 v2pn3BK4 35IF KR
BFERBbLroBTvw, RE. RME LKMMEIEOpatch clamp DR » 5
WAHEWBLEBE I AT DK F+r A NVODERELEBNERL L > TV 2LDF ¢
AV BEELLSN B LB DM - T &7/ (Kawahara et al. 1987; Parent
et al. 1988), & L DCT i voltage dependent K* ¥ + X VOB EFEE T 2 13
5. Na*-K*-ATPase iEH O RKIC L - THBEEOBSBIEZK F + %
ERIB T B LB, LALY Y FDCT o il £E T o &I © patch
clamp B % (Taniguchi et al 1989) Tk . Hhr B BMNEEE DK & +
ANVBEDONLTOVWHE VW, TOXdic. FNaCl WM & ¥ 72 9 4 + © DCT
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TK* a v 4527 3 vABEWARKTEIRFRIVELEILLTWIZ L,
C. #:& ‘

o % £ODCT ©oNa- BRI B & UK~ 5 b 0 — B 72 K8 77 13 0l & J&
o Na~-K* £ v 7 T & %, Lumen-to-bath Na+ flux % & & © amiloride
sensitive Na* a2 ¥ 5§ 7 4 v 22 fF TCHIBANICNa A B T Lic&b@
Ra&ah 3z, Na*-K- ¥ vy 7 cHIfAaNiCA > K o —HRBAUEER DK F +
YA NEEoTCHNE, ERBEBOK o352 % v Z2IEDCT T D net K-
SWwcEET 2 LEbN B, . o

184 B NaCl BH . DCT ToNa- BRI B L UK~ W2 K& ¥
2, CDH R Na*-K*-ATPase i& ¥ . H E ® Nav ¥ X K> 2 v 5 7 ¥
vZ2.MEBEOK 2 v 45 4 45 v2AENhZFhoHRKILLE SDTH S,
DCT ~doNa o ARKiIH LT IS oBIEWEB T2 HEMERD BB,
Na+-K*-ATPase iEMH o K20 B vMEATVWLIEAF VNV TODH
FRE»IC LB > ko '
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