4 14 4525 4 3] H T S A A Vol. 14, No. 4
2008 1 4 A Chinese Journal of Experimental Traditional Medical Formulae Apr. , 2008

AL A BT A A A 0L 453473 ) D7 o g A

SRR, AR, AR
(P E RSB 25T RT, AL 100700)

[HEEE] M 5 e SV 2 0 B P R B O A [ B0 A, 7 T S T O L IR T RS . BFSR
B /ML R 2T 20 200 ML Wik R o 5 928 04 1D, 2% SO0 ML 4 5 e £ 4 0 L 7 o 55 95073+ B 45 0 0y 8 78 1 25 47 Sk R A,
IR, SR, 45 W40 ML A1 I I % 5 1 40 M DR 7 R A5 AT T 4k

[ EHEIR] LA SRR ET 4 40 K 055 005 5 s 40 LN 7 I

[PESES] R285.5 [ XHEFRIRAS] A [XEHS]  10059903(2008) 03-007503

Role of Vascular Adventitial Fibroblasts in Vascular
Stenosis Following Vascular Injury

LU Yan-min, HUO Hai-ru, TAN Yu-qing '
(Institute o Chinese materia medica, China Academy ¢ Chinese Medical Sciences, Bejing 100700, China)

[ Abstract]

diseases which remains the major barrier to the advancement of medical treatment. Recent studies show that the

The vascular stenosis induced by injury is the common pathological changes of many cardiovascular

adventitial fibroblasts play an important role in vascular stenosis. This review summarizes the functional and structural

behaviors of the cells in the progress, including cell proliferation, migration, matrix protein production, generation of

cytokines and enzymes.
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TEHABE K 5E 75 P 5825 (reactive oxygen species, ROS) ,
FEA) A R YR 08 R R A I 1T ( NADPH) 45 44 1 (1)
H.0, fEMT . e Bk I s A e, Al 512
AR FE( BrdU) AR c ) AF 46 K 22 3085 b F 1 8 4k
RS2 LA R I A IS L LA 340 i S e af i
S, LA MBI AT RE 6% PROHEIE WY, J) 350 5 (19 75 22,
JA BN Gq & (A5 5 1 510 %, WOE & I C(PKC)
FIMIE 23 28 55 Ak 85 11 B8 ( MAPK) K i1, S8
AF K35 .
2.2 AFITBANIE  Siow &Y 75 &R K R
KRR e T IA B2 FURE I (LacZ) (1) JIR0
BERUARRIC AR, HEHRE] T AF 1E 3Bk 845 )i i Ak
JCE B 31 P9 JEE, 51k o A A (IR . T AL
FSCET 4 40 0 1) P BT RE IR ML AT e A7 B AL TR f 15
VER] U055 AF 53 A3 I 4 Ja8 2 1 B 22 25 4k
DRI LR Py £ S DAL 0 i 0T R G . 4 i
S AR O ( CDK) FARI R -1( p27Kip 1) fIR7K - 1) 3
ik, BERE AL AR FI VSMC A ¢ i 11 38 5H LT 5 RE
'L R e, AF R 39 5 AT Bl 1 p27Kipl/CDK/
pRb/E2F( pRb, #4 W JIE B 40 i Jeg 2 1 E2F o —Fh g
Sk 1) 28 % B R Y
2.3 AF SRR 2 M BT AR [ LA
RN Ak, S5 A HAT ARSI BT A R o A5 A
R HERZ IR (mRNA) S 4H M N B TR e 0, 4k 51k 5
WA AR R B DU . AR ZEERS N N IS 4%
SRRDUH A GEYE . ok Rr DL, B0 )5 1 AR T
IR 40 M 38 A= Kb CA K I 390 2 T T ) i R
PLLATE R T BT Ja s A Iy 488 JEE R A
3 AF i BIHREEF

AT 4 40 B HAE T I A IRE 0 R g 1
RS . AR 305 I, 40 i RE NS 43 b 22 B g HE I
T, 5 AN R A
3.1 WEZE WK 2 (Endothelins, ET) J& — FF 4 IfiL
EIK, VARG DL B 23 s 55 o b B o, B
FIAE e ¥R P B R R S s AR AR AL,
Mot — M E e 253 R . BT 2 s
W R 4 i EC) 43, An ST 2T ¥ IR AIFST R B AF Rg
W5 AN 43 ET-1, 10 H ET-1 g6 15 T AF HE—20
LR wh T TR it a8 1, i sk 6 DR P SI2 3
HMEEJEAE B ET-1 55 N R 41 M 73 WA 1F) ET-1 58 4 Al
Al . AEM A KK TTRNECR, AF J5 98 0F ET-1 1)
A3Uh LI T ) AR A Ve, AR BEfE 605 ET-1 i T Y

. 76 .

BB 1 I mRNA, &5 11 e 9% B il ( Western
Blotting) A5 4t 1 (1) 14 55 mRNA /KP4 34—,
HE MBS L) ET-1 1K)y W2 5 1 i g S0 &
R REMEE LR .

3.2 HWEN A P81 ( Osteopontin, OPN) 2 4
HAEE T MR S D REME SR T . OPN AN 2 4
JRAIRG B PEJE BT, AW (e 2E 45 EC VSMC g 2
JELAE PN 1) 22 i 4 i B 4 L A/ R 5 A AR B, A o
PYIBEIR T B B4 Bt . Sun AT 251 W9 R B AF £
HERIRA T 4275 OPN mRNA %35, H TGF-B1 1)U
OPN ik [A] PR 23 IR JS 2 v, o O UE S I AP i 2
OPN /LRI EYR IR o da T e CBCR I ;e SC OPN
FLAT W 2540 AF JERZ (0 AF T, 1o 1E 3C OPN AT i
OPN AFATXMAEH . W W OPN 14 — Mtk K]
TAEAMEAN N AT # A A AR AR

3.3 e KB T 41 A KR ( Hepatoeyte
growth factor, HGF) X F54™ HU 1~ & BEAIHZ Fh 41 iy
W5 otk ST, BT A LVE S B E b
FAMAE KR LY 7 K8 7 AF b
HGF [ H2 AR FE P Je B IR IE . SEIN 8 PCR
IR AF VO B AR O LR ET 4E 4l i ), HGF 2
PRI s B 38 0, HOF JE R FRIA By [m] i, JLsz 44
FIEWW N B . HHEELLHGF Jl AR Z 5, AF
o SM-actin (1 71E 5 HOF & — 5 [ IR ) B K A
KA, JF HBE HGF W38 I, Fox AF IE 4R ]
BT 5 . o HGF AFAEAE AF SRR EALAE T, X
M) e AF SER AT Bet AT —E1EMT .

3.4 HimALERKKN T SaAE KK T
( Connective tissue growth factor, CTGF) == B A= 1) 2 1%
PR A 2200 28 Jatl BT R TE R .
Che 70Q 25" FH %328 40 A 2% J oK 11 9 938 B2 R
PJUESE AF KI5 CTGF, JF#t—DAks CTGF nf il 3%
AF £AVEAL, R CTGF B FRIEBAR, 76 AF 11
B 3& CIGF, {E CTGF JFURL e G4 ar SM-actin (1]
Fak, 5o VAR ORT R R S Sk AT B T Y 3
B Uil CTGF vl AF RIEEAL

4 5 AF tHXBIEgE

4.1 e s Al BT JE B H B ( Matrix
metalloproteinases, MMPs) & — PR a8 E: 251~ FF DA 4H iy
ANEE JT( Extracellular, ECM) J%73 oA 7K A JE 4 1) B 17K
it , MMPs T8 % ECM 73 IR ZK i, 5200 oK i B
FAH BN . S SR g, BRI 5140 R



F14EH 4
2008 4 4 H

i [ 5256 77

Chinese Journal of Experimental Traditional Medical Formulae

Hoeik Vol. 14, No. 4
Apr. , 2008

FLRRME 7, 5 D LU 6 o B 38 n, B i 2 2R
AN . AF RERE 3 WA MMPs A% I 3% 2T 4 5 J5 0 4L
K1, FEAE ECM, BRARILRG B2, A T4 i # . 7o
E P e, MMPs 5F1- AF [R13E B RUHT A A I T %
SEWEN) . AR B ARG 2h, ITFE I AF i)
DL 2] MMP-2 MMP-9 Rl 0L R I, 5
A A (R A0 R AR SRR A K i Y L X
—IEAS I G I H 007 A R T 1) 558 v MMIPs 3
PEAHFATIV .

4.2 NAD(P)H % fLH AF 47 4E NAD(P)H %1k
MERGE . AF Bt/ R 2= E T i NAD(P)H
SR A A B 257, WFSUER B NAD( P) H 44 4L B
PR AR A T I K EE T LS g vy I
Ji . Shen' ™ SEWFST4E 78 165 K & TR AF KRB
FRVEAY JEITE R NAD(P) H 4L B 7 2 11 ROS &2 1F
H, $&7R A NAD( P)H ALl R E M EE R Tk
PEAEAE .

5 RE

5.1 HEIAn B4k RO I e 1R R A AL
HIRRIEIE DR 250 T /KF, AF (1)L B 3858 5 4
WA AP E I i T I A R (R 3G R, T RE VR TT T
AR S . OB s SO 1 IR i B 4%
IEL AT 241 3, 0 0 4 35k DAL, 90 ok R 400 %) 4 o 8 5 I Y
A AU IR o IS AR ZR A 350 h 2 553 4 i A i
FSCET 24 A0 JHO (1) 3% A4, 3k BT ST P 2 1) B K 2 Al
T IR=R 2R ST O[T o ) [ A i

5.2 140 MR R T DL KA GV R A T A I
T A4 A 0 A= ol PR 5 A7 DAL 0 S I 8405 R
P 7 H AR, (WA HIPURBEA IR, 28— 25T
FCAE P ML, 00 3K 26 BT DA R g 1 7= A B B I
15 50 %, KA AT R R IR PR YR T FH T P 4 1
Wrigft .
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