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B X —IMF K7k & £ 4 (renin-angiotensin system,
RASREVLCOENEMNEERERZ —. 28 W,
PASUEETHEAZT. HEFHRRIES, EOK.
MR KN ERTARLIPE EEHN RAS, EYEL
S5XBHZZZUBRCOERRERHET NEHHE
VIR EVE S, RSB EE. SIS
HEA FLENEEE LR FSTREW.ATH
FHERESHRASEERERBHNEERRE, Eil, T
BERASHIET RS RAS GRS R EMAE R
REEEEX.

1 BENEBHR
11 BRH—BEHERHYE

B3R A4 T’ 37~40 kDa.pl 5.2~5. 8 (B E (L
FEAR, 2 ME EKE I (angiotensin I, AT I YR,
MABRVYRER, EAXEFEXET RS
MM, FABREZEHSAPRER . RAABEREA
HESL PEMRHEBIASFTREELD. HO
BELEXABEEZFAER., EHERXLFHAH
BFRE MERBHEETHEEEXEFHERT S
REEm®,

HBABEREERE—#.K 12.5 kb, AR —
B.AERGHAELRE—TEEMNSE. SAEKFRA.H
Ren-1 fl Ren-2 W& H 4% /DB 'E X5 F. Ren-1 F
BEESEFEE, T Ren-2 BR & AE4b, 5 TR LA L.
MTFEREHEMAEZELZEWEAREANT
%, 7 Ren-1 0 Ren-2 2 5* WA — PRI TH,
E i F % Ren-2 £ 5* % 5 H AWM K 150 bp IEA
FEBREZW, RAETH N Ren-l XiXPRIERE
B, A\BREEZNPESLSHBSHERNE.
cAMP MM E L G MAVEE X AMER{EH T4
(cis-acting responsive elements) , BT RN KM, £ T
EEAERAOGXERATHMAIAREFN YRS
BRU®. MEAFEZERFRRGFEXRRREN.
REHEERENERAFE—SREER",

1.2 BEHBE

BE-NERRERAEOR - RNTENE D
EHEARRE . BERNGTFATI - HERTRAARIE

HEEWMEBY, H—FEWB A E 5 Y5 LT ik
T, FE LRI AT INE T RN S R A
B, METARNEN AT, REEMEMmE Bk
EE mRNA f7R%, MHN B RO RH L EHH %
A AT I EEMGIADENER , TR EERE T
RIFRAS ERSAFEERER. AEERANRHEMNE
K08 BRI B WE R, BB RIS R MR . AT
BB RARNERGEEMSRY . K2, WEEHEE
HERATI REMEXNSRMEL. ARNE &
BERNRAEMEE AN, AEEX—ERARTHT
FRZENSHEE T FHEE.
EEERETFHEHEMERNT EHEFEZA
1 H. /R4 K E T (platelet-derived growth
factor, PDGF). Wk¥E #F 4 £ 40 B 4 1< [ -F (basicity fi-
broblast growth factor, bFGF) . B & E# 4 & B F (in-
sulin-like growth factor, IGF).# 1k 4 & B F (trans-
forming growth factor, TGF) £ R{LAEHRE LS5 ATI
FEYIR G, {25 W% F 1 UL 41 B (vascular smooth mus-
cle cell, VSMOYWH , M HiX % AT I £ HET; 5
RERERKEFH RASHRERERER. 2XkE4E
+ [ F (epidermal growth factor, EGF) }| ¥ 5 L B
ER BRI LERYEME . TGF-a 5 EGF ZH b
RA—EREN . EROFEMBMEY ., RZ53EK
WHREARRMEZ BHXREE N AR, A48
K4t &-1 Ginterleukin-1, IL-1) £ it 58 3% 5€ B F (tumor
necrosis factor, TNF)EB 0] ) 8 B BB, 35 AT X
ME RS REMERS, TR AEHFEEF R
RAS Mt REAF —EFTMK,
2 MERRRFEHFSHR
2.1 MEFREREFEH—BEHFSH
MERKRENATIHNIE FREREETESR
S HEXR. ESRAB REDRKSLBTRES
. I RERRGOLERREE, BEKREZ L
BMERRRIGEASE—EE2R. ARMERASE
MEEFEFRSFNRYZER - SERkE. KR
MAREFNRRER —FEBRKE. BER, &L
FMAREOED. EEABUREEXIILEHME



b & 3 Bk B 1k 7= & (Chinese | Arterioscl), 1995, 3(4)

* 331

2K, th 1 {2 3 1 4 % 7K % JF (angiotensinogen. ATg)
L. AH —HEE mAL AN G BRE QMM
BHMENREES ATg AR ATI,
HEZEAR. LB ALERBEL ATg A%
E 48, KA K 13 kb, 1% 4 MR F (exon)H 5 1R
&F (intron), EHEHEHWTE 3 MEERBERE
T6 i — A B BR BOR &R ST R — A ORI R T
. REXEETACERS - P RFEHRBTFI. R
HHEFEHELESH TATA M CAT . TATA
ERHBARE ATg BB LT Eh TATA £ L#
MERERALHEE: B RERNERPEERNT
25 ATe HHRERE, Y52 RENRARE
B WHETF REHEEEF kB (nuclear factor,
NFkB)E CCAAT /¥ B T4 & EE (C/EBP 4R,
BT {2 ATg ByFER0M.
2.2 BERKEEHBY
W ATe EHEH LHBL ERRRRAEHE S
3 ATg R EEATEM. Lych £ 5 H %
ERMEAMBNELERRAR SREH ATe &%
B R EREMAR R AT SEBE T,
AT I R ATg RIAMEEE Y. B AT RIBER
B O LA B AN O WAL AT S 4R B, T2 c-fosc-jun, Agr-1
Mcmyc FEPMWEEM KL, CIERT ATe F1Y
REDBRABNE. M DuP753 TTUZ2HN AT
ERXEHT R AT AT-ZHENF .0 ATg %
REERBGEY AX— SR G A ENBEEEY
25,
HE.AFRASHAKBEFEARABTERAR
A8, B4 KB T3t RAS B W, 51 B3 ATe
MATI ZENERFRARY. REFKEHA
bFGF {4 b 3% 3 SHR f1 WKY kB VSMC, E R H
DNA #1 RNA 4 RIfT 4 FREMEFERESHERY
(reverse transcription polymerase chain reaction, RT-
PCROHT & RAEF KR VSMC # ATg f1 AT-L £k
EHEFEME (B SHR EH B ¥. mILERSE bFGF
BEREmRE, FBHTLLHAR,DFGF WEERRHMLE R
FRBHEEMERB RAS BEHERERENES
EEZ—.
EREROLERAKEFEAHERET. TR
KA IRMMBT & AR ATg'". Tamurn %5f
FRIE I 5 40 U %3k ATg mRNA KPR K &
FAEAF A5 ATg ZE B 3 MIHZEER ATg
B FEMEE.EREIK 6 E52 —BRFFIRES
TRy ML 1596 E+22 XBRFFIFA 3T3-L B

SRR AR R L. DNAEAL S ZBA
LA L T FE R RBR T TR 5 NFKB 45
. FH. EHAERRBRULER EHHRSLRSH
RAS BiiEHEREM N -EEFER",

3 MERRFRERBHPDTHR

3.1 MEFRKREMBEH—REDFRE

In % % 3% X ¥ ¥ B§ (angiotensin converting en-
zyme, ACE)}— R HEkE§2E . RRKE M ACE H&
FEREEMSFRERANEHAR.ACE i REE BRI
BEERR I MBKERAMKREEHEYST. €8
BUEYKFELRY HERHZCHER, WY
BERBRTEHRERANKEYD. RO EEEKER 18,
CIrBLANALH, MY CIrESREERE CITFEN
FUT.MAKBENK. EFRERHTREERE I
DFEHIEA ERACERES2HEENH FE
AL, T Cl EEERx—1k.

%% ACE E R, i TR U AR R AR S#1T
SRR VAR 8 0 17 3V, O] LUTE B S
mRNAVY B H 545 H7iE%E, AfiRl% ACE £#H 5°
W EBH SONM AR, HPHIESP-1 E&0A.
ERPUBERFFTESH AP AEFHETID (L
Bl MARBREERTOUAXEREMELRHE
#.7EH 5T WMBOE M — B X, B B R BUE M cAMP
FABHEN . NEFRELAN, 4L ACEEFF
FIPEESKEE MY RNA RSB I ARMEBHT.
1%L ACE 83 W Bl — Mk 17 .
3.2 MERERFKBBHFR

ENEEEYRS S5 ACE WEXAT. BRE
ERfAEHEDRAEAR.FROFEKE 1 i
REABREE. T ANP U EHAR KB M ;CGRP #
A MM ACE 1E#:, 80 AT I & B R4 SD X
BB E AT I, 5[ f12 3.4 ACE mRNA £i&
BRM.MAR P ACEEHEZETFHEL L.
Quinapril A[ 5 AT I X FER, #ud AT 1 X
ACE B (iR # ;bFGF T U {£i# SHR f1 WKY B # K
B VSMC # ACE 4 #. A E B M &, WKY K&,
VSMC 3t bFGF R B il FH8U& ', FEBARRET
SHR & B I % F 3 JL4h & 8 & By bFGF, ; B it Lk 3
S A[RE R FiL £ 0 bFGF 2% 545, it 4 & #
ZHREEES .

BIBEENRG EARFS MEEHLT
A% ACE mRNA ik, BE AL HE R BEE,

4 MEZREZHENRBHR
41 MEERFEREH—REDFHY



* 332

F [H g Bk hE 1k 4435 (Chinese ] Arterioscl), 1995, 3(4)

MEEHRXZEA AT-1 1 AT-2 /A, HHR
WEEL,AT-1 BR—HESC EQ EHBRNEER. &
FAHRE 7 M ERX .4 M HF. I FLEBESF—
TERERRE. EDEEATRENS S MIEBEZAK
MEENHERES, KEMAKROLEME ERTR
B AT-1 cDNA, &R AR - HLEWRRAAE . _EHD
WEAFFA MY HREE. FEWE . EREFNE
BEHEPESEST CHY., BHEANERHEEH
AT-1 45 AT-1a #1 AT-18 FEFP T ASI,

KBM AT-1 ZHESLEHIMINBFM 2 DK
EF.HPFETABFHREGED S MEHFFT WA
—MIBFNESESHEENREBX . — /AR5 RiEMH
FRAMAHS 3 mEMER EL . HSEX BT R
TEBAFIIHN AT-1 ZEEFAERTESER
IE_[ZS;ZUO

SXRBAM S A AT-1a B TR B EE 2 6L
F—MEFEFNP . RETHFBINREMBEN
AT-le ZHEEASFMKEMN AT-1e H 9528 &
K EBIEEWE, EAT-1, 3 RESEXEHISE2E
BRERFSFIM 6 T E#m mRNA B E#EH AUU-
UA 5|, /7R BREEEHRA AT-1 mRNA #Kik
BT RZ -0,

42 MEERRZHNHER

XTHMEERXKEZGEENFRE/LFFRBIE
#. HERBTALHMEMIE . FLBHATIH
BIEFHARR VSMC, AT-1 mRNA EEHHEEW
BEE DR EREKFES TR, 4~8 Mt TR
28% . ¥ Forskolin #|3,AT-1 mRNA FikKF &
AEETR.ATIERT B ABEMM,AT-1 mRNA %
* 5 E R —5,DUP753 A& A1), 8 i
FHREIATI X E EIR AT-1 mRNA R&EF R
el MENKREEURBEFXFHAR!,

&S FFASHHEE.E AT-1 CRFNFE
AREEANAE C MM 3 MiE. MIEEHHEC
ERARBRL THEMEAEYREER BEXREESE
EPE.

HARSREEABEH AR R LI, SHR kKK
VSMC L AT-1 Z4 ¥ HK WKY KREIE 2 f§. W%
TR S L H 5] M H RT-PCR 487 AT-1
mRNA £3A 3, 4 F AT-1 mRNA # SHR X B
VSMC %k BE BT WKY X &;bFGF 884 R
SHR f1 WKY % f kB VSMC ## AT-1 mRNA #%
1%, HRE N UIE EcoR 1 B85 AT-1 mRNA £
ERHANEE. AR XA FEX AT-la mRNA KFF

R, SRS AT-1 ZHARASER
#*".

& b B RAS B AR Z B B RGFEY, T
HEARNERAED, OEXE NGB, 545 8/F5
WHERRNLEFEYRY TR, EZEEWEAFE
NEEEMRMERKEFEX RAS HS A HFEH,
AIHAT-1 AT I REFERE AR, EWMEH
FE EYFIBREE RS AERARE.
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