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2014 4¢ 4 A, New England Journal of Medicine {12 ¥57¢ &
172 Symplicity HTN-3 Study |3 B 52 & fi 5% 5E 2 77 (renal
denervation : RDN) @ sham FHHZ5%E L 7% 7 v ¥ Lkl
g ahi & L CHME X 417223, Symplicity HTN-1, 2 O#if5 &
H7: D, RDN FHCH R ARRESIRRO ok o7 2 L
BEEICH L WY, HBERIc L ) BEORET Fe 7
VAl L&D, 7 RDN iR O S5 o i B A% D
WiEt % 475 T, Symplicity A 7 — 7 )L (4 BiR) TlE 70—~
226 2 mm DA O#EIFHDD 1/6 JFREE 13 % 2 BEAE S & C
VB3, RIS B 2 BT E v T L DER
xnr?,

ULAE, % RhE (6 ) NA A —F AT —T IV TH D Ves-
six™ BT FR—ya vy AT ARHWT, AL LORE

BEAR R AR G R IRETE B I R

HEZRAL T 2I2h b o TUIGHEIAIMAAY 160 mmHg
DL Lo 3 146 il 2 P41, HiflA & % fia% [ single-arm
RERDMTON, PR DOBEEE X 24 M H BRATE) NI
FEDSFRAM S 4172, Z DFGHE, BHEEIMEH-24.7£22.1/-
10.3+12.7 mmHg (p<0.0001), 24 IR¢[H] H HATE) T LT 23—
8.4%14.4/-5.9£9.1 mmHg (p<0.0001) £ HFRITIEKF L 2
L s hTwsY, BlfE, WiEAIL, sham 2> Fa—
WV, SRR AE 2 #HEER T & % REDUCE-HTN : REIN-
FORCE &M B I N CE D, ZDFHDI20154F 4 H»
SR L 2> T 5, FREHlE H I fefE A bt 8 JHH 1
BT 2 24 RHEMEREDZLTH D, 2016 FHTHITHTHE
RBFPELH>TwD, G, ZOFBICET2HLV»T
XA A DIGEE (FFEBER) HESEME & B I 2 A 50
frxns,
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FEBRE & DB ZFAE L 7242510 & 25 — MFEOKRD
2015 4 1 A, New England Journal of Medicine i (Z 562 X 41
7Y, ZoORRIE, AT, A v 5 U AT 1992~2009 4
IS R — &7 D 20134E 3 ] & Tl S L7Ef 2 MR &
LT, BB RF—ickho /85 il (ar— P ERED
IR 131 #0) 2, —MEMOIE R F— D fdts A2tk 510 41
(2 F— FERBEOIEIR 788 1F) & 1: 6 OFIGT, 4,
ak— RO, R, WA, 2k — FERETOE
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v v F 7, FEEGHE B IR E T £ 72 3 RS
FEBRE & L, RIXKWEHE H 2 3 2835 iE H oS5 HH &
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SEBRI O rh I E X 10.9 4£C, MEUREIIE F 72 \JAE0RE
MEBHE R, BEBEFF—DIF)InERF—Lh b HEIC
AL ICER D & ML CFEAE R 131 £ 15 7 (11%) *H4E:
% 788 1 38 11:(5%), FF—? odds [h2.4, 95% {SHHEIX
fil 1.2~5.0, p=0.01]), FEFHHEHOKEH S FF—DIZ
I DIESREICTR D 6 e IR T O odds H 2.5, IEURE
MEBFED odds H2.4), FF—LIEFF—RITHEE (8%
vs 7%), 1RHAEREIDEE (6% vs 4%) ICAREIZRD 5
NY, FF—COMPERIT, JEE, FirdlsiTidms s
Nhdrol, ZOMROMERE LT, IMECEEREZ
EDOT =427, AANK D BERADIZ ) DMEIRE T,
IEREIMERRE IS 22 D T w E IR T w528, AFOER
BEEFNTCORVLEBHIToNS, 7, HATIREBM
LY ELY FDIRIZOWTOREIZH 20Y, FF—o
ERIZOWTOREIE R, SHBOMRICHIES N2,

BREAREEZRMEERE & RA R0 dual blockade

QA2 Fe M BENEE (ADPKD) B3 CLE D &
MEZFIEL, SIMEIRBIE A 2~OETICBIS L Tw
52k, Loy s 7y T vy v (RA)RDEILEDFE
PEMPOMKICESE L TWw5 2 EBHEIN T30,
ADPKD 2R LCT7 v ¥4 T v o v Z5Hafis 3 fH 2 3 (ACEI)
Y G- O B2 WE L 72 X 2 T O <13, o lEE
B GREICHEL L T ACEI B G- CH RO E AR 3R
DR E I, BT\ 25% OB HERERE EET T IHIRh R
DARD BN, Wi 7 BEEREE R HR T 75 RA A2
ADPKD OB A 4T 2 8§ 2 20 & ) 2 MEt % 72
O, RA RIHFEDOEHMEDHE S 2, Halt Progression of
Polycystic Kidney Disease (HALT-PKD) i & L T 2014 4F 12
H, New England Journal of Medicine 3612 F6# X 117217,

HALT-PKD A #&B# (%, eGFR 60 mL/%3/1.73 m* LA Lo Lhiig
P RE DS OREF S 1T\ 2 U ADPKD 45 558 i 2 R 5%
I, BERE 22 B EEEE B L O RA SR D dual blockade D FE/feliy
KNS % Bt L, HALT-PKD B #tlifilZ, eGFR 25 ~ 60
mL/53/1.73 m* & B HEREDMIET L 72 ADPKD 4 486 fil % %t
REL, ACEI+ 7' 7 & R 58 & ACEI+ARB #5812 H]
DA, EAEFEFHIEE GEC, KHEA%®, eGFR O
R=—AFTALVPED 50% DIETDBTNLDIET B F
TOMM) IR 28 & WEt L 72,

ARBETIR MO B ORIR, BEHBEZ 120/70
mmHg & X D BRI S 78T, 130/80 mmHg D
HREERE X D b AFE R O B AR REIMED - 72 (5.6% vs
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6.6%, p=0.006), L7*L, eGFR DZALKICIIHEA%R
&, F 7 ACEI Hifiifif & ACEI+ARB fFHEED 21X 5
PThdroTz,

B ilBi Tl 5S~8 MO BIZE DRER, Wi I & T 2R
MEH D HEZIFED T, eGFR DL HFREERZED %
Mote, TOIEDG, B RBEHEE I EARE T HIH
BIFE 7 <, ACEI it 5. & ACEI+ARB D L IC D
BRI N R\ 2 EDRE N, B KOS S
B HEE % 120/70 mmHg & £ DKL T 2068035 2 %3,
eGFR DZALRITIIHERAEZRD Lo T Lh o, Bl
MU, S FUETENE O I AR # % CKD & i
JEICHEL 2 L L QW 2 RIMERIEAS A FJ A4 v 2014 (2 HE
WL TEDbDEEZ S,

BRENMEEMEICHITZIAEAQA/Z 7820
Bk

ARSI &%, 3HI LOBEERZHHLTDH
ME2 Y b= +aas LERI NS, |,
BEOE, 1SR, R I B L 7 R asbEE I X - TR
PRSIV ME A E U, BIEBHE 2 T v 5 B
DA b 10% HIEFERPIPER T & H#EE S nTw sy,

EBEN 274 K74 >~ TlE, 3 D> DHESERTIE (ACEL
721% ARB, Ca 5135, ¥4 794 FRHRE) O KiitH
HICX2RETH, HEMESaY br—LTEL0EE
ZHBIEYIEEITE L ER L Tws, AR/ 927 brid
IGFIP IS IEICBRITH 2 2 LR YN TR INT
VB, DA & L B SN E TR L A
Dote, 2 ITC, HFEEYUESIIEDS < 13EE 4 Na lif
ICk>THIEL, A0/ 527 b FHRIELI O 3EH]
BINX D SEEETEOREIEICHRITH % L DIRGLEBGEET 5
7o, —HEM7 7AW oAt —N—RETH 2
PATHWAY-2 itBR723 520 X 41, 2015 4 9 H, Lancet 361258
Fxn9,

FRBR1E 2009 4 5 H~2014 47 HIZ2 17T, RA RIHE
3K, Ca fiPIE, U4 7HA FRAIRED 3 K2 I bR
KiHET3 A AU EHEHL Tw3icb b s T, IfiE
a v bu—)L AR R GRRITE @ IGE R UE 140 mmHg B I,
BEPRIETUE 135 mmHg DL L, FREEINUE : 4 HE OV 0E
I 130 mmHg B 1) 0 H3% 314 6l CFE 46 61.4 %) %
WHRE LT, BREZEDOR—R T4 Vi2BI) 2 T E
1, FIEMTEAS 147.6/84.2 mmHg, 4K DS 157.0/90.0
mmHg TH Y, R—=ZA 74 VYOREERIEMNT 2075
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T, A¥m/ 77 br(25~50mg), BWiFEOEY 7o
10—l (5~10 mg), o EWIHED F X4V v (4~8 mg),
77 R%E T VY LEHD M, 2nFn 2T o%s
L7, FEFMiEEIEAYR 2 927 b AR E 75+
AR fefE FH ] 0 SR I H U 0 22 12 5% E L, KT 1 inten-
tion-to-treat T{T o 72,
To5rREWHKTZE, AT 57 F v TCREIMED
B 7213 -8.70 mmHg & A RIS T L T 7 (p<0.0001),
AR/ 77 bPVERFY YTV LEDREAEIZ-4.03
mmHg (p<0.0001), €Y 701 — )L & ORI #1Z-4.48
mmHg (p<0.0001) &, AR/ F 7 v OEEMEIVRI N
7oo RUFRILE 2 > b v — )b (SR I A I <135
mmHg) & HIW S N7 BHOHFEL, 2k 68.9%, Arn/
527 Fv580% EYZ7au—)N433%, FFHV v
MN5% EAER ) 7 PUBRDEL, AR/ 77 b
DO ANE > BEOEGE, FX ¥y rEkidzey
7au— LR ENE o BEOEEGD 3 HEUETH S
7o HEEEMAE L = VIR & BEESIROBIRICOVTIE, R
vw/ 77 by Ty = REE & RIS EAHEY 2 58
b, LD VIBEERERETIEAY R 97 b v OBRITEEM,
EOEL, ThbE NalTEAlicEwTAREYR ), 77 F v
DRI T 2 HMENR SN, WTNOIRED AN
R, AEFRORBAERCIEHEPWRICEIIRD Lh >
7o TEBID 14% DPEIRIECH -7 Icb b 6T, AEn
/77 b v EGHICIE K REDY 6.0 mEq/L DAL E o7
DEFHThL 67,

Na lFEDEK E LT, R=ZA 74 v TORRHERLE
DY OISR 7V F AT u VERENEG TV S|
B DD, R—A 74 VORRIEDIE L AR ) 57
by oEBEKESBEE Bbis, 7, 35 HOHEMIN
THIRZFML T340, Acn/ 757 F vEWRESD
BRME & BERROFHG G N TH 5, AilB#lL eGFR 45
mL/53/1.73m* BA_F &SP BN A 77— G3a £ TR T
HDH70, AT—Y G3b £ DT L ZERERBENEE~D
BEMWEXHS T\, £72, AAZHRE LTV 570,
D NETHZI» O AHTH 5, 0, HEXDT—F
mated, FHADOEEIC X 2 EMTPHADHIIZOWT
LSBOICIfREE NS,

mTORC2 I & % LT Na F v LD

TSRS AURER L L Caons <2054 FRIK
BT84 > v ORIENEINE & LT, 1991 4F, MRk

7> & target of rapamycin (TOR) 28[Al%E & 417, 1994 4E 12 1%
mammalian TOR (mTOR) 23 [[l %& & f172'Y, TOR (% PI3
kinase-related kinase 7 7 SV —IZJ@ T 5k Y/ AL A =V
¥F—¥THY, S7FEH 300 kDa DEREATH S, 7
N4 VIFHARTTORIGEEZ HE T 2 01 Tidz <, #l
H ¢ FKBP12 (12-kDa FK506 binding protein) & f5 & L,
FKBP12- 7 /82 A & VAR TOR IZHiHT 5 2 LT
TOR IG1EZHE T2, Z D% 2002 4512, TOR 234k %
TR U CHBEN CHERE 2 JEfE 5 2 & D3ERE & IiFLH Tl
HENSD C oEAEIE 2 FEETE L, TOR complex 1
(TORC1) & TOR complex 2(TORC2) & M:iE41 %, mTORC1
Wi 72 = v FT&H % mTOR H H I Z T, Raptor
(regulatory-associated protein of mTOR), mLSTS, PRAS40
(proline-rich Akt substrate 40 kDa), DEPTOR (DEP domain-
containing mTOR-interacting protein) %% 7 1=y b & LT
>, —J, mTORC2 | mTOR I/ C, Rictor(rapamycin-
insensitive companion of mTOR), mSIN1, mLSTS8, Protor-1/2
(protein observed with Rictor-1 and 2), DEPTOR %> & Jif 2",
AR EEFE & LT, I Raptor & Rictor 28 Z 1L Z 41
mTORC1 & mTORC2 Z RO} 2HF & L CHETH %,
7324 ¥ V-FKBP12 & #1Z mTORCI D& AL,
mTORC2 (% Raptor Z RUTL T 3728, 7,824 > vIcdE
J&ZVETH B, A, mTOR D FF T 1Y I 105 P BH 35 38
(mTOR ¥ F—¥ F X 4 VHFEH) I X 5> T mTORCI &
mTORC2 % XHIF % & & H3u[fig & 72 o 722,

2 Na F % 3 ) (epithelial sodium channel : ENaC) i%
a B, yD3IDDH Ty FhoiERENY, Z0F v
TV OBERETERZS RIC X - C Liddle JEfERE L L CRIS
% i QLR BV O I INUESE 2 S85E %, ENaC 3127V
FATFu ko Tl n, 7V FAT R o TRAE
BRI ENaC JEBIDHEM L, Z DBF O—5FIC serum/
glucocorticoid-regulated kinasel (SGK1) DB 553 X 41T
v % 2 Neural precursor cell-expressed developmentally
downregulated (gene 4) protein (Nedd4-2) & ENaC @ PY €&
F—7IRAELTENaC 22X F L d 52 LIk,
F v 2OVIEEZ T %2, 2D Neddd-2 D Ser'™, Ser'™ 3
SGK1 2 & Y v gftz%\F, 14-3-3 EH DY Nedd4-2 12
AL, ZOH% Nedd4-2 & ENaC OFG0SHES L1 *
FoAbE e dic, BT 2 ENaC 2350
T2 ENYS NI I NI, SGKIIFACG 7 7 2 —ICE
THRYVIALA=Z VX F—¥THD, CHInfll OBk
EF—T7HDOLY VEREE S ) VI, Bl ENT
AV A VBRIET? 3 vl I g LiEkT %,
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N FE TREEAE NN (mpkCCD #IE) 123 1) 5 mTOR ¥
F—X¥ R XA VIHES PP242 % L 72 FBRIC L > T,
mTORC2 2% SGK1 DBUKEEF —7 ¥ F—XTH 2 Z L8
AEBAE 4, mTORC2 fHEFEI L / v 7 4 v DIfE D 6,
mTORC?2 J&14S ENaC K71 D Na FHIRIUC HEETH % 2
LD invitro TEIEINED, L LEDS, invive ICEWL
T mTORC2 %Y ENaC Z{filffl L T 2 A TH - 7720,
< 7 ATl R 3 e S e,

PP242 % = 7 AZIEIEN# L4 2 &, R Na fEith & R
Na/K W23 IS L, PP242 5 1 R4 0 B ik &\
T mTORC DIEE TH % Akt, SGK1, RPS6 DV V(L3
HRICWH S Nz, 73w Stk ins 0%
RBOLpote, 618, FHAD R mTORC2 fHHEHETH
% AZD8055 DIEIEN# G- TIRE, IR Na HRl, IR+ Na/
K LEBEEICHEML, BTo Akt, SGK1 DV > EE{L AN
I,

mTORC2 O EFE LN TH % SGK1 Ik ENaC 721} T4
<, Na-Cl ik i (NCC) DFBLIL MM I ¥ 572, <7
AIZENaCFHERE D7 S v 74 FENCCHER O Fuy
onuF 7Y F(HCTZ) 25 L 72 IR T mTOR FHH %%
PP242 DRI ZRGI L7c & 25, 73Im 74 FEGRICIE
PR, PR Na BEO BN D 220> > 7253, HCTZ #& 5. 1¢
IR &R Na JEE ORI %2 Bo 7z, 2O &6,
mTORC2 7Y ENaC Z{ilf#l L, Na N7 Y AZFHEL T 5 2
& DR I N7z, ENaC %4 L 72 Na izt 12 817 5 mTOR @
EEN R 2B 2720, ML 2 REEAFICE Y
T hHEMEMAEZRIE L E 25, PP42 TRINFEC Bl
?D negative PD 23VH IZIHA L 72 (-9.1£2.8 mV—>—4.9+1.3
mV) 28, 784 v TRED o, TIRTA N
WWINIRFIZ ALY 0127 5 2 & X D, EWEHID negative PD 1%
ENaClZ k23D TH 25 Z LRI N, DI E25,
mTORC2 BHEIZ X > T ENaC %41 L 7z LR Na §iik 236H
EINDZZEPHSL LT, Ny F I 7V TETD
PP242 73 ENaC %24t L 7z Na i 2 #lilll 92 Z L 2R L,
PP242, AZD8055 #45- 1 IKf[H#% 12 & T D Nedd4-2 D Ser™
DY) VLR L, Total Neddd-2 FHHADWA T2 L b
NINT,

Sgkl™ =7 ZDMETIZ, PP242 DEMENRE G, Ik
Na, K, Cl#EiH & R Na/K HeayE RIS L 72, WT =
% 2 &R, Sgkl ™™= ™7 ZITE T PP242 5. T %
SN IREMEYEM 5 — 1%, ENaC OFERI 2 J %
L T o7, 8YENZ% SGK1 D REIC K - T,
mTOR 12 & D Na FBIE I AEE(L S i Tw %

filb 144 29

TEEMES TR I Nz, 22T, Sgkl ™7 RAIC7 Iv 74
R & HCTZ % #%5 L 72 IRAET PP242 DRNRZBidt L 72 & 2
2, 73074 FEGHRICIZRERR T Na JElto B
ROT, FHAE AV 7 LEE (10 mM BLE) 2 F5E L 72,
HCTZ 5Tl IR Na M oM %2 B 7o, LED Z &5
5, mTORC2 IZ & % ENaC Offlfflic SGK1 235B45-L T 5%
EDPHENERS T,

mTORC2 BHFEDMEA & LT, FL Embiz 7232
EBHIToN, MRS IRIIC X 2 BEENIROFE %
SERITIIEETER, 72, aBENaC D cleavage IC 1352
Wle Do 72535, YENaC O cleavage DR IZ 2 I NLTE S
F°, mTORC @ ENaC DiHE(L A SGK1/Neddd-2 52D A D> F
RHTH 2, 1, AFETRIMEOFESTHNTES
F, mTORC2 FHEDEERNIRZ b 7- 652 L9 DIE AT
Hh, WHRDH2ZLIATHD, SHROFMEAEMNZIED
72\,

WNK-SPAK-SLCI12A h A7 — R EHRBEEYE
SPAK [HEZ

BHAS 7 L B 2 7 v UHE 108 (PHA 1D &S IE, &2
2 AE, REMET S F— 2 2R E T 2 5 O
DEIEEEEETH Y, ZOFKEET L L TWNKI &
WNK4 DSAE X 7227, 2 OB DIFZE T oxidative stress-
responsive gene 1(OSR1) & Ste 20-related proline-alanine-rich
kinase (SPAK) 25 WNK1 & WNK4 OFLETH % Z & H3HIH
L2 X512 OSRI & SPAK 23NCC % V) v efl L Tiftk
L322 L CEIMEZFIET 2 2 LW E 7Y,
Z 512, OSRI & SPAK (% NCC 13 Tid72 {, Na™-K"-2CI”
Wi 32 1K type IINKCC1) % type IININKCC2) D X 9 %&
SLCI2ABikfk s U vt 5 & & Tl 23, %72,
TyIAT vy M(Ang DX, A—F7 7 —=%NLT
E3 21X F VA =¥ ThH2 kelch-like protein 2 (KLHL 2)
2D 5 7. WNK3 DML, & TEH CFHAET 5
SPAK & NKCCI 23V Vb Ei s, Z oG, #Mian cl
IREEDSHEI L, Cal&3Z1E C1 T 2102 6 D Cl Dfifast~
DOFHEEEIMT 2 Pt h 3 A, BTG
MCaF ¥ 225 CadiAL, I —X AHTUEL T
MED ERT 2 2 EARENL2Y, DEDZ s,
WNK-SPAK-SLCI12 ¥ 7" F )V A A7 — P Il ImE ic &
2 MERIEIRE & L CEETH S 2 LRI NG,
512, WNK & 7 F Vg7 )V FAT R Y, Angll, 4 ¥ A Y
VKo CIEDHIEZZITTE D, &7V FAT R VIE



30 SR

PEA VA VIMEE AR ) SIIERAE B S35 2 L bt
HBINTWBEH ™™ LadioT, WNK ¥+ —E T
DY 7V AR — F O3, NCC/NKCC1/NKCC2 &
Vo It T RTOMEEZIHT 2 2 L3 TE 570, &
JESZ PR SN 2 IRBIg & 2 D 9 5 2 L3 IfE S N
%,

SPAK @ C Kt F X £ » X, WNK ¥ F—XE XU NCC
7% ED SLCI2A BHE AN D VT IUT S FAET 2FRED T 2
/ BRI (RFXVIEF—7) L0t Z R b, HERSA
TE270, ZoffEEHETENE, WNK ¥+ —+D
Toy 7 FNzEKTE LRSS %5, 22T, #©
JEARBE ek % o 72 4y FRIRS & RS % M T & 2 R 05
VL E 1, WNK-SPAK i & 2 BHEH T 2 {LEMBA 7 ) —= >
7ENI, #9177 TRHREOES FALEMA 7 ) —=v 7
DFER, W O DEHLAYDAE S 1k,

Z D—J5T,NKCC2 O SPAK V) ¥ AL D RPN Fiik
ZRALZELISATEIC X 2 A7) —= v 7 ZWHETL S 1,
SPAK Jifilh: % ¢ B IC I HZBH 3 2 241D 2 AR D DK
NTENTA T 7V —, BLROBAEEY 7477V —&
DAZ)—=vr7Int, ZOFEHE, SPAK HEMFHZH
T 285 LAY Stock1S-14279 &, BEfFEREE LCTH Y F
V7= FFEEARTHFEFEREL L CREIAHHIN T
7- closantel 2SFIE X720 S DAL ™7 ANEOLIR
MR & & OB P AN 3 T, RESEERRTC
& DG & 172 WNK-SPAK-SLCI12A 2 &2 HIl9 2 2 &
DS E 5T, 51T, N6 DHAZEENS L
o2 AIZE VT, BTONCC, KEIkTD NKCC1 DY
YIBLA L, BEENZHT 2 LRSI,
Stock1S-14279 13 A @k 2VIE <, B S2HEETH 2
Z &, closantel 13RI FEHD - DICIIEHEZHE L L,
LRVETHI O BENEDH D, BURTORMER S H 553, &
MR 2 57 L IR #IRES & L TS %R OFEDFIE DR
CHIfFENn s,

AT1 RRFHFEREF L RIERZESME

AT1 ZHRHSE & R T (angiotensin 1T type 1 receptor-associ-
ated protein : ATRAP) 1%, AT1 ZFERICHEET2HEHE LT
27 A DNA 7 A4 77 VY =205 yeast two-hybrid iE12 X -
T/u—=r73N71607 I /o> 5)K 5 18 kDa DE
TdH 5", ATRAP I, AT1ZAEMKD C A F A A >~ IHE
BT 5 2 & TAT1I ZEMAED internalization % fiEiE L,
LOREERKEHE WD S5, 251 ATRAP K~

A DEAETIE, Ang T DFHE# 51 SE L TETD oENaC
FEBIMZAE S Na FFRINDTHET 2 2 &, KEIRICE T
ZUNHEEOGHSIEIRT 2 C LISk D, EIMUE2SES 2 2 &
DS L T o 7%, T, BRI G AL ih PR ~ i
H£45) ATRAP BFIFTL~ 7 2 ORBEHI BT, Ang I FF
fet 512 & 5 NCC V) V(b & aENaC S FEEIIHI S 11
B, NalTDPSEE L, SIESESIIHls s 2 L
AN, BRI ATRAP S8 2 A BRI X 2 MUE
Bl G2 2 EpMESIN T, 22T, kL%
ATRAP JRANE MR~ 7 2128 T, 03% IEHE & 4%
IR AEINOME DS Sz, BAER C5TBL6) < 7 A
LMY 5 &, ATRAPBFIFEBL < 7 2 Ti3 bR Na JE D
B e &b BA O Z 58 o 72, ATRAP B FEEL
77 ATIENCC DY Vgt a, B, YENaC DHEFERIC
BB Do kDS, 7Iino4 FICRIBETH S 2 & X
Y, ENaC O trafficking °F ¥ VG & - 22 BIRRE &
IZ ATRAP 235 LT\ % 2 & AMEI S 2%, AKff%EC
3R FEAE M T3k 2 72 ATRAP O ENaC 123§ 3 18
BEH oI ST w720, Ang I-ATIR/ATRAP-
ENaC F Ot 2 87 1B 9 2 it s ez, Lo L7
235, ATRAP (FARHEAZ ME S I FE 12 B > TIHI I fF
HT 2 Z EDRBIN, ATRAP % ¥ —/7 v b & L 72 &ElIiE
RIS O RIBEED D O, SR OMEDOFEEIIFI NS,

HBHOIT

B & EIMUEDFEIC BT, 0 1ERDMESRD i
5 BHIR VR WSS 2t B L 72, EERIFZE T, PATH-
WAY-2 GRBR DS TA I S I O 3G # & LT HE B
AHZETH Y, EEHETE, W TNOMELETO
Na AT 2220 2 BEIERE DR & v ) BlEiD 5,
SHROEMERREDOH 7= 2t E e D 9 258 TH 5, K
RISHD 7 Iz W EZRIES 2 AT 2D, SHBOWED
e 22 IR L 720,

FUZRAEC B L« LGl 38— =0 G, SR 462,
O RUGE (GiEORL,  SEAPr A ), BRI TR iR, 3229 14
&), REMEREE GRETRD, A=Y v —A V7oA L GHiR,
WRITERE X U > (FEHE - Bk, BEEAFTE), N7 28— (BFd
f42), REEERGRAAE), A7 7 —< BEEEN4)
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