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Role of chymase-dependent angiotensin II formation in regulating blood pressure in
spontaneously hypertensive rats
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<H B>

Z MERHIIY B S~ — BT e MER R B Sk~ —B LR T UF T (Ang) T EFEAEL
RN EEINFECTHEL TE, LML, Filr, M FEfE MG/ n— =0 7 S e 7y Mg
F~—FRVCH)R, Angll ZFEATDHED RGNS, F-. BRRIE S IMET v MSHR)N B
BEL 7= M55 SEIS A B2 28 /K C ik RVCH mRNA L ~L 3@ & A i i Al RVCH %@ 5
RSB T VAV 2=y V<A TEMEZRBD 2L HRESN TS, L LS, RVCH 47
L7z Ang Il ZEAE DY SHR DI EFAHINIC in vivo TEFRL TWOWDINEIARIATHD,
AW ClE, SHR (2B T2 M) EfRSIICH 0% ~—BEKFEN Ang I FEA DO ZEIOKRGEE 1 i)+
@ Wistar-Kyoto(WKY) 7 h& bl L TRl A7z,

I k>

16 FER(EME) O WKY 7y ORIEEO SHR 2 H o, i R ENIRFA A iz v, 7oy
T BEHEFRACE)EE N %~ — BiEMEIZA KLY hippuryl-His-Leu M O°
Suc-Ala-Ala-Pro-Phe-4-methylcoumaryl- 7-amide %% NIEIZHIELTZ, £/-. Ang Il pEAE
HElX Ang [ Z LU T Ang M FEAETEMEARIE LT, 728, FILEEON RAEM G 5720 ACE [
=2 ¥ (trandolaprilat) & V%~ — ¥ EHK(NK320D) ##FE A L7z, FyMEMMR T er 7 —%
(RMCP) I . RMCPI ¥ * RVCH mRNA &%, RT"PCR EICIVEELT,

M5 Ang I PEAE~D A HER T D728 . BN LR AZ V| 7 XAMEIZEY Ang T #5381
BGOSR T % ACE FAFIK F13F ~— B E IO EL R LIz, £, M 7> T Ang
LZEo THRINDFAECICHT5 ACE FAEIREEIIF v — EEFEDOREL R LIz, &6
(2. SHR IZ ACE BLER  F~—BHEEHDLVIT U4 TV oS RIEEPER (ARB) 22 1nE
oG, 5% 24 B oI EZ2 b % tail-cuff HECHIE LT,

<fE B>
AEfEFAL 16 Hfmo GHE I E X, WKY 7> M113+=9mmHg)(2 L SHR(172+3mmHg)
THLPREEEZRL T,
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ACE &M% WKY Zv1M12.8+1.5 mU/mg protein)iZttL SHR(17.8+1.2 mU/mg protein) T
OB o1z, Fiz, F~v—EEMED WKY 7> 10.13£0.004 mU/mg protein)iZttL SHR(0.16
+0.008 mU/mg protein) CEALMNZ B A>T, Ang I EEAETEMEIL, ACE FLEIR T WKY 7y &
O SHR 2B AICIflE NIz, F~—EBHEZETIIWKY 7> O'SHR izl Snign -7z,
728, Ang I BEEAEIEMEIE, SHR(0.28 20.02 mU/mg protein)iZtbL WKY 7 10.23 £0.02 mU/mg
protein) TRV ME B &7~ L7,

RVCH mRNA H %, WKY 7> K& SHR O Ifi. & f kI ik i3 & Roorz, — )7, fiE
ENBEHI TS RMCP 1 X TONRMCP I mRNA #81X WKY 7 MZEL SHR THLZE -
72

Ang 1 3% M I SRS, WKY Zv Mzt SHR CHVME Th-o7z, Fiz, Z O A& I K
Il WKY 7o b O SHR 312 ACE FHE A IZ IV 2 2ICIfl S, F~—EBHERNLET
IRl SR T,

Ang 1 FROFIEINTIE, WKY 7> & OVSHR 2% ~— B ERAIC I DE T A bz
molz, —Ji. ACE [HEFEAE . Ang I FHEOFERISIE, WKY 7y & O SHR TRAEICHIHIE
i,

SHR D1 1%, ACE PRFIE KL Y ARB OfF 1 5.4 4 R CHITRKFEIE RIS Z580 | 5%
24 R CHRREDFHG A TR I, i, F~— B EIII 2 TORERA L N CHREZ RIS oT,

KE B>

Zo MLE AR ML, RMCP I & RMCP I 23EAEL TWAZENIALHS TN, fieilr,
I8 SV A RVCH 238 BL32 AIREME 3B 2 5, SHR O KBRS HLEEL 72 4% -1 i 55
ZMETH RVCH mRNA FEHEAEWEWVOIHEICH 05T, AFZEIZH VT RMCP T KO
RMCP Il mRNA #HL1Z WKY 7 &% O SHR TH & 4172723, RVCH mRNA (34 & 7eh o7z,
ZOFRERIT, WHLULZKEIRICEITS Ang I A RVCH B O A 8EMEIX WKY 7 21 T7< SHR
THIEFIT D7 LERme 35, — 75, RMCP I O RMCP I @ mRNA %#8ilix, WKY 7> Mt
L SHR C@Enolz, L7end->T, SHR DI E Al R Com¥~—BIHMIL. RVCH TiE<,
RMCP I & RMCPII ¥ fNIC kAL E 2 b,

KEWRICIITS Ang T FEAIEMEIL WKY v hMZttL, SHR TRO & MEAIAH~7-, £ LT, Ang
I EEATE MR, ACE FHESKICEY (1FLA L ERITHRENN, F~—PIEHKIIEL TH -T2, &5
(2. ACE FHE#K 1T, WKY vk} O SHR 4£12 Ang T #F %0 FE RS & 522 c#filLi=, ACE &
KON ARB 13 SHR TRIBEORRTENEERLIZN, F~—BHERKICIDBEEDRITA LN
Nolz, ZNHLOFERIT, F~—BiEED LREZRODLILOD, Ty HEOF~—E) Angll 2L T
M EFAENC R 532 TREME 2 B ET2H D THD,

AHFFECIE, M ACE EMEICIIZ T Ang I FEATEMEE L TH, WKY v hEh SHR TFE<, SHR
O MEA AR ACE OMINCIIVIME Ang I FEAZ RO TWDHZLICERK T LN RENT,
RVCH i3t &N 727> 725, RMCP I O RMCPII 3 SHR O If & #EAE THIML THY, Zhbh
WRIFEEBLIL, A E Tl < MR E OV E 7 Vo 7B 32 A REMEN B 2 Hid,

INHORERNG, RVCH (KAFPE Ang I EEAMTIL, ZDOFIEDFTREMEIZHHEL T, D ielid
in vivo (23175 SHR O & L FEFEIEMEFF D AH = X INZIZEHR L TORWZEDFED D BT,
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Role of chymase-dependent angiotensin II formation in regulating blood pressure in
spontaneously hypertensive rats
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AWFIEIE. B IRFIE & i E 7 MSHRIC 31 5 i JE R HikAE ~ D7 » M %~ — B (RVCH) &
7oA T (Ang) 11 EED BB OWTIER MLED Wistar-Kyoto(WKY) 7~ b & bl i
FHLEHD THD,

G 1L 16 B () O WKY 7y b & ONFELER O SHR & VT, KERILRR O X~ —B1EHE,
Ang I FEAETEME KOV Ang I BEATE RIS KT T 6% ~— B EEKO ZEBO KRGt E ., KE)IRMH D
RVCH mRNA REAMRFL TD, I, fHSHEINRE -~ 7 XAEIZED Ang T 35756 i IR
SR T2% v —BHEEOFEZRFTL TWD, in vivo DFEREL T, Ang 1 IZX-oTHRES
NDHE G M O SHR DI IS5t 5% ~—PHEEKDIERA N REAREFIL T5D,

ZORER, RENRF~—BiEEIL SHR THOLZEL, Ang 1T FEATE D WKY Ty Mkl
SHR TIW@EWHEFEEZRL TS, Ll 20 Ang Il pEAETEMICKL TR~ —EPRHEIRITED) TH
D, Fo, KEEARIZIE RVCH mRNA (3 STy, I T, F~—FBEHKIIWKY 7>k
J OYSHR @ Ang 1 #5110 E EH 263", SHR O @& i E 2k L ThF~—EREFEKIZLD
[ EZh A B TV, ZIH0fE S, SHR I8 W TiESF~—EBiEED EFEZRDEHL0D, F
~—EM Ang 1 24 L Tl EFHHICEE 532 fREEE G E T2 D ThHD,

AF5EIE, RVCH (& A7ME Ang T EEAE PP I, 2 72< & in vivo 1235175 SHR O & I3 AEHERF
DAT=ALFEMRL TN EBFEN D T2b D THY, F~—LEDHieEE | SHR % v &
JEOWF I B E i ia B2 56D ThD,

PLEICED | R SCUIARZRFZFZAIEIRICED DL EZAD L (E5R) O a217 53512
DbDEFRD D,
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