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(H ®) FHRHEMEET (HGF) BHRAEMEM. HBRLEEAZEILZI -V EHE
WERFTHO., CZOFMRBRELZFRIINEFRERER T THLOLMENE M REHER T
(VEGF) L 3HMERTAHEATH D, A BUMEO THRMAZEHIRELEICH L THFT I X
SRFRZHVEERABRZIT>THBY., AFTOAYMEZERL TVWDL., ZOMRILMEY
A7y —HFHETFTHOHHFPEEN 2O EHFRE2FEIT LI L2RrRLTVS,
COMETIEIHFOH B, HREEAOAN XL ERNSNTT LI EEZHEMEL 2.

(Fikie b Ik #E)

N L N R BT ER AR (EPC) 2 A W, REMALMEY A2 7 7274 —Tdh SAngiotensin

11 (Angll) 212 M 4% 5 T (A8Ks R B Z 5+ 30m) ICHGFO Hi b, HIREMAB EZRF L 2. HGFIZ
Anglliz & % i& 1 % (ROS) BE 4 . EPCO &b (SA-BgalfaBtt) 2F R/ ICMBILZ, ZOHE
FIWVEGFIZIZ@R O 5 /e h o> . HGFIZNADPH oxydaseZ &L 9 S racl® GTP{b % & % 12 #1 &
THIEMHSNERS R, NEFHEHMBZEZAN TSI SRCHFMBRAIZ L ZR/ARE L&
A HGFIEHEDOL T H—Tdh ScMeticSHIP2Z Y Z )y — h$ 5 Z &K, UbiquitinE3
ligase (cCbl) ZLigand (AnglII, EGF, ET-1, 3 & ONTGF-B ) &K F ¥ ICEGFRIC#F ® L . EGFROD & &
REEZRLTWVWDLRZEMHSNER >, ZHRICXDAngIIICE28IEA ML A, RIEZ HH
LTWwa ZEMASHITIR- .
HZAFOMERNICAIFZBRER ST, MAHFREZI-SHERBECHEFLAZNS 2D
ZwIRUAEMERLUANGIIFFHRIEAEZIT >, HKHMm. &8 B KEPCO K., EIFIWTE b8k
LHGFTgTHRAENT VWA ZOF —F 2RI AnglIFHEEATICFHEEMLET VEERL 2.
HGFTg+Angl [ 58 TIWIWI+tAngl [ 5EHICH B L, Bk oELA L KR HEEZRD ., 20K E
BRI EIDZE OFHAMERNCDIIBEBTHBARMBATEL TWE2ZENHALENER S
o THIHRAFHFORVWHEEML., HAEERICEEL., BIREALCOMET IV TH 3 Cuff

ETFTNETFTHARBREBIRICERL ., HTIENBECOWTRE 2T > 72, H6FTg~x ¥ A EWT& Bk L
FANBKBEZME L 2. Z OF LR B G EAICIZIEGFRO B MWK . SHIP2D cMet~ O 3 # |
RIEMET A NI, BIEA ML ZAOME ZHE> T, XZHCFTg< U X 3 Angl [HF i i A
W2 RBROAEZDEZFRICHMHNTE &, ZOERAMNcufiETIVEF. EGFRD 5 2 i
kD, REOHMBIZEID ZEEREHL .
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HGFIZVEGFE B2V, HiRE., HBILERE2E T2 -V RO EHFERBERFTH 5.
HGFIX D&Y A2 77 7% —HFAETTHMENKATRMAEB., wENEKMEROLE. Bk b
LA, iz, OEHFEERERFT LI LENEHINL,

FIZCufET I, AnglIFHEEATTNOE R SHCFICI N BIRBICIER 2 H 5 2 & WG B
EN. INSOERIIVWTNHEGRO P MREEZMES CEVHASML E RS 2,
HGFIZ 2 < 0 #E#l (PPARy 7 I =ZA b, A& F %) Tup-regulatex N2 2 &AM E5NTW
b, ZOmXBHGFOHi#, AEEROAI X EZHLS NI LR T TR, FROFE
DOBFZE., BEICODEAMIZ2bDEEZLNDS.
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HF AL 5 ) F (HGF) BH AEMER. HBLERZ2ET 21—V W EFERBERF CTd
D, CORARREZFR T >ODEFRARERT THO2OMENKMMEBEF (VEGF) &3
MRIDMEATH2. RARBUMED THEEEHIRELEICHL TS ZAI REAWE
B B 21T > TH D, FE4EPhase 111 clinical trialic T, TOEPHEZEZERBL TV S,
COMRIOMEBIVRI 77y 7 5 —HFHETFT THHF N EEN IO EHFEEZFLT 22 & %25
BLTW2, TOMETEAFINS > APy VXTI ZAE2HWVWT, HGFALHEY 27 7 7
2% — (Angiotensin II) ZHE FTHMENKMMBEME. LENEABOLE. BILI L
A, MlAELENHL, OEFEERZHEFEIT L ENEH N,

BEICCuffEF IV, Angiotensin IIFFBEAET N OMED SHCFIC I H BIREIER N H 2 =
EMFAEHEIN, TNEOERITVWTNHEGFROD REEZHES ZERHEMER >,
HGFIZ £ < 0 EH (PPARy 7 I =ZA h. ZF F %) Tup-regulated N2 &R @W5H0TW
S, TOMERHFOFREL., HBRBEAEROA DX ZH NI LELRF TR, FkRD
FEOHE. MECOERITIZ DD ELE R SN, L (BEY) OHMRSICET .



