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v L= 23R4k ((pro)renin receptor: (P)RR) &,
2002 FEICHR SN LV T VI T YUV AT
L (RAS) D1H+TH%. PRRIF, L =DIEWE
MERiEA 7 m L= ke U, JEERARMERNIC 7o
LoV L VEIE S8 A1ERZET 5 £ 25
NTWs. Yol vimdEEk, L= ictklL T
W10f5E <, PRRICK A Tl =L =ik
ki, #HEK UHr) RASO L= U itf{iH & U CEHEE X
BRED1DTH S EEZLNS. i), PRRE 1
L=V ofiaiE, MIAERIGEEFAET 5. T
RASJEKAFHIERI CTH 5. FL L, P)RRIWZAEIAT
<, MIREA/NGSE TUIl 232, MRy o um
INBTEeERRA L. 7wEnizPRRIZ, 7ol
—VICKAEL, LZVERET S, Lh LamEhie
By, MRS RGETFE S s,

RASD RGN EYI TH BT > AT > V11 (Ang
ID &, BEERRIAMIEN S DA TWMEINZ L=
IZ & D, angiotensinogenh 5 Ang [ICZEHAE N, FHIC
TIOFT YV EREESE (ACE) IC KD, Ang IIIC
ZHiE N, REERZER (X471 (AT, Z54K)) Ik
al, FEEH, Mo, X, 2 b%EOEHE
WEETC S, 2OV AT LOBEIEMHELDIREE
K9 % 24, RASHIHIEKIX, £ < O KB RRERIC
BT, mHTEWEMMEZRL, RASHLIMER
DOFSREFRET, REIERICEE KN 7 TH % FH2 il
LTW3. &ETAN, RASOFHEERTHS L= I
B U TR SR E N Tz, L = D
EWICE Db 59 RASHIFERAE RN 2 R HBE S A
BERLTELIE AW, §hbb, mfEL = U iEEE
WU EIRAE L HHREE T, Cc DT EIdT AT LD
CIFHHSEMCHET S (Figure 1). F D= (R
FT) RASE WS BESHE TS H, L= V3B EERER
HHIRED S DR PFEEINZ DO TEVESHETOL
ZVOMANZ A LB RHOFEE TH - I-.

FH (R SRR

L=, 7ANRNSFUETar7—XIlEd 3
BT, 7oV TV =TV 5 Ang INDZE
EOWEEBZLZ VT VI T VY AT LD
HWHETHD. UL ZVIEN-RIC437 I BH 5
R Tav AV AT S L VORIEKMAT, A
TRV WL ZVEERLOEE S TV AT 1
L= 3 IEETERTE A TH % (Figure 2) V. L= 1
BERBRAHIIAN D DA ENZ D, Tal =&
BRI IC B EIE, MR, RedR, R, Sk, BH AR
THEAIN, MAEEEXL =V OZUCE L TR0
fEEmn?. LhL7a L= ik L = IcZE#:
INbT %L, FHEHROXETHSEEZALN
TWehY, 2002 FFICHER TN P)RRICK D L= Vi
WEET B ENbho Y.

Human (P)RRIZ350HD 7 X/ BH 575570 &
39kDaDFEEHE TRl Zroyav A +D
N RVEEBICHS B9 % (Figure 3A) Y. 5 &7l
ZVDOVIERREENZL L, T RAAL OB OIS
n, BEEEERODNBR LY VFA T =V
ANDAT T LW R[REL I D BEZRIEE R TS, o
Ta L =>® P)RRIC K B IEEHRRN L = > 1EME(t
TdH% (Figure 3A) *. bbb, Y0l =2 (P)RR
EORERIC KD Lo VBRI 2 181G L, Ang 1 PEA
FARETD, COANZXLE, ML =7 oA
TYVVVAT LB T B L O E LT
HELEREDIDTHE LEZILNTNS.

TJul = EPRRDHEHFE T L=V DORER
AT B L [AEFIC, (P)RRO MM AT HRsE
k9 % (Figure 3A). 71 L = VA (P)RR I #E
695k, 7dA=ZZAT v ZIKEHL, PRROA
faEREIE 2T U CHIIAN S 7 IV igE I NS &
Z5NTWVW%. MAPF++—+¥D1DTH %ERKL/2
DY VgL ERE S N, TGF-1, PAI-1DEME
FIC X O RIEMNER SN, FRHEETTHE R & DRRED
RExNB”. c5icyul=>y— PRRZNT LK
YA r7atrF 5 —¥2C0X2) D7 v IS LFa
L—yavyaMiEEncni?® Laan, #Hiald
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Enigma in Renin Angiotensin System (RAS)
Angiotensinogen
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PRRVBEEATIE AL, @A mEns
ExE¥E U™, human(P)RR & (£ F O C- K I i+
1 14 )t % > 7% 7 & (Enhanced Green Fluorescent
Protein, EGFP) % 7 7 i} # L CHO il g I 16 & &y
I B AL 73 A L 72CHO #il i -human (P)RR 7z {E A%
Ltk A, Mgl hicyiBiE N7zN-K (P)RR
M, P)RROMAIMN I 2383k 251 (T 1) L=
ZREGIAER WY T A Xy 70y Ml TR
HE Nz WRMIC@)RRZ F B9 5 I8 ¥ 18§
MO ERZHNCTERKOKMENE DL NI
Brefeldin A (BFA) & W\ 9 ERD 5 d )L VAN D il
He A i 525 FH 55 35 72 W T (PYRR O Al AR N R £ 72 3
NIHER, ERCE2EZA L PRRAREL, I
VIR TEPRRBYIMT S NS C &AL Y. W
WKL IRICEB TS PRRYJWEEEE LT
ADAM (a disintegrin and metalloprotease) 197% [f] &
L72Y. PRRIEZS T FIVRTF RE2HL, Db
(exocytic pathway) I A %. ZDO@HEFED IV Ik
TRERIC K O YU & N E S 2w, MRS
B L7 N-K P)RRIGMIfEIRICZ /AL LTHES
T E3EL, iAW ENS. BIE, CORW
B L ZAJRR (PYRRO X HI G % 5 1EF1E LR,
HICH 41, 7 @RROMEN T T L =i
EAELUEEABMMBAL Z IS EFET S C &2l
& U7z (Figure 3B) ®. 77t (P)RR 3l A 2 A sk 7%
JeoTWBi, Tl = OfEEIEMN SRS
EO Y H—Eid AR50,

®y)c

HKLix, PRROFILWEEFEED1ID & L THipiHl
P)RROEEZF L. PRRZL =Y « 7V IF
TV VICBOW TR ERS RO D1 DT
HBN, WS DH - - EHERET X THha vty
PAEETWVB DT TEAEW. BRI E R0,
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