CN 43-1262/R # EF)fkhE b 44 & 2006 55 14 55 2 127

[XEHS]  1007-3949( 2006) 14-02-0127-05 « SLIGH5R .

p38 FH L2 B A AL B 1 B wi IR g 1 72 N BB 403 )
L6 UL 2 TR e A i R o ) 2R TE AR AL

SKHF, BAL, BXE. e, 2FE, & B
(L &P HBKFRFEFITH GBS HA, #d8 AXT 430022;
2. BERFTARER, HiBLEERAERELEKFT 830049)

[REIE]) AREFLHREERY, pPSFLEREFLEOLBEARE 1 5ABREEMX, LRASNKFELE,
L HRENF A RIEHREIE 1, ARG, od - FRNmE; p3s

[ FE] BH MEARABRBAGE o -FF Mm ik A Hode p38 AL AR FNE O 4B aE | 2ike)s)
R, AE SARRIRBENSF  RIRT e # RSB R E T kAR MR AR5 48 Ao B4 6 TR B B 1)
P A MR R TR M E O P38 E O L LR ENLE O REEARKRE 1 &9 AL nRNA 9 &K, &
R BHRGALE PR-FENSEARN K @EIEHA AL A AR EEL, HFGE 5~ 14 X, FHAENE MK mE
RRHIG A, 28 RIG T B Hrm Y, LA AR A £t g T o R, BIRGALE T RE-FREMNLaMNHE A RE
Arabk, AR AN, PEEEERTHEE | RFERY,3RXRANR,5 REFIER#Em, L3ENBEMREE
BT PR, BARMG At E P AL p38 B KRB E E BMGE |~ 5 RERLEH AR, HAEAANBEMEELLG
FoRRg, p38 AA T WA MBEBRRELATHEEME, BRGEL T PELERENE 9 RBARE]1 2
BratE S Atk &k, MGG | REPFF4E T, 14~ 28 RAA @ F, £ 35 A5 A @ 2R AR5 4K -F, B3 £ A Ak
EARMKT PR, AEXA T A MBERRERITRE X, it RNESGE % -F 7 w35 b
NERLARELENME, S AL L RELEQUBHELRIE 1 55 THRGE 0GBtk A58
FRAT.

[FEZZES] R363 [ SCRKFRIRAS] A

Changes of p38 and Mitogen Activated Protein Kinase Phosphatase-1 in Phenotypic Mod-

ulation of Vascular Smooth Muscle Cells After Intimal Injury
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[ ABSTRACT] Aim To explore phenotypic modulation of vascular smooth muscle cells (VSMC) and change of p38, mito-
gerr activated protein kinase phosphatase1 ( MKP-1) expression after intimal injury. Methods The model of vascular
restenosis established by intimal injury of rabbit carotid arteries was used.  Immunohistochemistry, Western blot and reverse tran-
scriptase polymerase chain reaction ( RT-PCR) were used to detect the changes of proliferation cell nuclear antigen ( PCNA),
smooth muscle ¢ actin (SM & actin) , p38 protein, and MKP-1 protein as well as its mRNA of shanr injured arteries and injured
arteries at different time points. Results PCNA was negative in the medium and endothelium in shanr injured arteries.
Positive cell rate of PCNA was gradually increased at 1~ 14 days in the medium and at 5~ 14 days in the neointima after injury,
but it declined gradually after 28 days.  Positive cell rate of PCNA in the neointima was slightly more than that in the medium at
different time points.  SM  actin was positive in the medium, negative in the endothelium in shanr injured arteries. SM ¢ actin
initially decreased in the medium at 1 day, it was minimal at 3 days after injury, but it increased gradually after 5 days.  Positive
expression of SM @ actin in the neointima was slightly lower than that in the medium.  p38 was negative or feeble positive in the
medium in shanr injured arteries.  p38 was continuously increased at 1~ 35 days after injury.  Positive expression of p38 in the
neointima was higher than that in the medium. There was positive relationship between change of p38 and that of PCNA in the
vascular wall at different time points after mjury. MKP-1 was feeble positive or positive in shanr injured arteries. ~ MKP-1 inr-
tially decreased at 1 day and increased graduallv from 14~ 28th day, but it was still lower than that in the shanr injured arteries on
35th day after injury. There was negative relationship between change of MKP-1 and that of PCNA in the vascular wall at dif
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ferent time points after injury.

Conclusion There was close relationship between phenotypic modulation and proliferation a-

bility of VSMC. p38 and MKP-1 participated in phenotypic modulation of VSMC and its regulation after intimal injury.
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