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HWAHA REN FEL

(F—FEX¥0miHEALE, I'H

BE AR ERFRREARRLTG AR
DNA #HB#*, A TAZFERORE, . M T&ER
PAEEAABAD AR FEZRETO50XEMN
EHFHEANMEDNAYBRA RS L 64, KIBA
hERBERSEDNA HiEF A . ¥ —4 DNA
ULBEAZRNEBAKRTERAEE ARG AL,
THELZI00kb eI X EEXRAEFARA@MB., B LR
N T oETRidisRmpBLERLTENP,
Koy Fop T EZ A FHRALABEHE L UE L AN
SHIER I RERERLYE

(WA EAK; AEHHS: BRGA;
M B R

mE

1 Rk

1.1 MESRERRGENHE

BRAMMWAXRZERBFGRARELTH.H
HIE KRR M AR, 1[RE5 DNA Sk RAM A&
FXM. WEATERBTHRENERERE RS
BAFRAHA . CAEFRRFRE MEEG FRR
ERED RAFERREREYRBRAORER K
Wl L. R EREA TR LI RAKE
RAHRY, FH, B ERaFERBEN R RS M

F-H OFR

510515)

EHRFY. HEERRIUFHRGRREFAETE
REANERHRP BRERGEREURBNES
REE,

Dzau %0 0 F & JF B % 8 I8 IR & (fusigenic
viral liposome vedor, FVLV)B#], FVLV h&E S5
EHEREEATHEORETFRIES., AF0E
#i 8 (Hemaglutinating virus of Japan, HVJ, or Sendai
Virus) — ¥ BN . HEESWH AR N EED
n#H2EFIBEED,.S50HBE. TRBFET
¥poH TR SHBRBERE. HI, XFHEGHET
FAITH DNA BTEESARK B ERBERNER.
RIH2E8IREPNE S TEERMERES S
BWHMBAZERTLE EREES S HEEMNIERY
EMEER ATESARRE. BEeEO™ENAL
EHY.2EHBKBRETSTARAS. 8T DNA
EYEENBRE,Dau £CME HV] REEABA
XAk . i1 E BB IR AR E
R BE (vortexing) 2 R A8 B K % i 72 il & A8 B . 18
DNA 3 % AR B #k,DNA 8 AR RS IZ R BN
10%~30% , {18 50 AL L# 20 mer EBHBKEN
BEE-AREE. 25 B ERRES KL
KiEH HV] ME R E RN 400~500 nm. & DNA i
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FVLV, HVJ-i8 Rk 5HERME,37CTH 10~30
min 52, X FEREH HVI-ERER T LRKE TH
NERET. SR T . HEFRAGERSEBEN
BE5~20h, LRELAINESTFARAREIHKRS
FHVI-ERE(ERASREARFICHERERT
)% 10 min, MUE8E KA 30% ~50% B9 41 B IR 2%
EHE. HVI-BREMH R EVEERFTFISAR
¥.BENFEMEEEYRER, Bt HV]-IBK
HHARREMFEREIRCHEREAETRSALET
¥ WL 41 fifd (vascular smooth muscle cell, VSMC) e, 5
min PELEAEZFRMEIFE N, T FLE 24 U9, M
Kz T, REHVI-EREATHEES RAEREEER
CHEREZTREEA VSMC, URERETTR
B, 2¢ h JERELH K.
HEMEREBFEAZBFHERMBEAKT R
K, FE ¥ T H HMG-1 (high mobility group-1)45 B
DNA —H S AT HEFEEREFH XA, HMG-1 &
By —EAEAHEDNA EEGEL, # FEHFI 28KD,}
DNA AR LB R BB EHABER
# R X B & % 7 B (oligodeoxynucleotide, K X
ODN)-RNase H 3t 5 A #i #ii #9 k BB 31 bk /g » K X
ODN 2N ZEMA RNase H 55 3%, AT, HV]I-
IR AT & A F (kY DNA $#£85,
1.2 BERHEEEREHHES
1.2.1 5# %R ODN.F 4 DNA & Q K HZ
MEFREIE R AR DNA K35 100 kb, BB Zhi
o RR e BB E Y 45 kb KB DNA S A8
FHe/ARARYT, BT, A HVI-1 B8 H % A+ AL
BFRARER DNA2KGAEKNE,E mdx MEF
BRI LR mMBERERAD, H HVI- R &
B 4 4 B 41 B 4 K B F (basic fibroblast growth fac-
tor,bFGF)#J & X ODN %3 A\ VSMC ¥ 5HE T8
ML A ODN B BN £ X, B/ VSMC
DNA &M 75% % Lk ODN MR EA 510 0.1
umol /L, 10 gmol/L f 20 pmol/LI3, & W HV]-1 5K
k% ODN HIf % DNA BB AR Y. A HV]-1 18
SR P N T K % B Cribozyme ) B0 S A BB, 2% B A IR
AAFEARAEN G IgM®,
1.2.2 A msharayFEan HRBEM
RBAKE RS HEEL HVI-IEHKK 10 min, &
B EEEBERAREY., SHBREML. ZH
Ko EdNEER A FE. 5% Evans 255
BAER G (M HVDIB E MR 2 PR R pr g fa, 2R
XAHFEREATERBERERML. 2 FNARESM

A DNA %20 i HV] S E A S . Dzau %00
3 2B B8 IR 1k B B AR B AR R P AR I AL M B TR T
BEBRLER. EFHFEHEHNBRLERET S
WHEEEEEM. il B 8 E 280818 R 8 W
HAREMANFERIAR W, HE TIERE &
EEAERARTASBRERE,. AR, XFERA
RO ENERAERSBHEN. BT, (156 7THE
FHV-EFR&,FERBE T HV]- R REMAE T
¥ It B (GIBCO/BRL A 8 {4k P S L R BB B R it
TFTHE. EWIZRS,HET HVJ-HEJﬁﬁiﬂE‘é‘%
BRERAETFHVI-ERENEREEBL MEETF
HVI-iE R EER TSR FHELERERT.
1.2.3 AWRAMAKSREE KIS HV]-
BRERERED EENHRRG, kAN ETRRE
MERBENTERY. S AR PRIIBIKAES
10%° ~ 10" HVI-8 iR & T8 ok W4 o o 46 34 &9
HUO BRAWEN R HVI-Ig Rk i 4 FEEE M
ST HV) EA SREFR AR R AN KRB aE.
FEb, AT EUE R RS ERXT HV] KiG MBI,
R R M T HVI-A5 R Ay 78 6 51 IR K BT
oSt HVI-IBRE 1 AR & & M E R HY) Sk,
TS HV]-IBREE 7 REES&IREEE W HV]-
R, 5 —WH HV]-IE R E E M6 b, fric 2
EHHREAEE. BR.XT HVI-ERAE M4
HEREREGCETEFMANHHREEELHT
fE.
1.2.4 RTEBRAGEYHKE B AT A9 HV]-f8 R i&
REM— 1T TERBERFERANEE. BiL,Dzau
ZUHEBRENERAFEBR B KB T AKE
BElfk iR . ET EBHHEM Ori P /FFI M EBNA-1
EBXMELCHBEER HBFLNEARSTE
HHRARBERBERRAZRE. FOLEBERE
30 A 41 IR (Hela F1 KEK293) 1 ik 7F HVI-i§
R 5 R R O I L 4 3 24 T 388 00 . Southern blot
AP M A DNA iFB L, S EHEBRER
Bl ERRBEREA ARG ARSEHTH.E
HEFEEAN. YL EBRETHBEBA HVI-IBR
REANKBRIFRN, XXEEEFRE 1+ AU LTRW
B, BREKEHE. IMBHALERERE AEA
HVI-IERGHERGAREXRERERHFRI.
Dzau ¥ ERMHNAPIRFEARHTRARASN
MR TEFRRGTREXS ENEXRD
FRAFHNERARIFRAFERNERES.
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2 MERREBERGEERATEERENE
ERPEIE A

2.1 MEMEEERREHRE
2.1.1 RXE=%  HRELERERATRIDKE
BFHEETRZ—. BE . MEREREH 30%~40%
BRAREBERE. BREN DM EERSMERFA
Bt A R IE R B VSMC MR ERMMTE.
ZRHEKETEE5T VSMC M. AREAMETER
RAoRBEHARAHETEREE. AWE T8
o 100 ] 40 B P 4R Y R 3 SRR T IR FE (R VSMC i
BB MY B . Morishita 2R BEA Y F R
40 iU #% $1JR (proliferating cell nuclear antigen, PCNA)
M cde2 (RS B R 2) BEFH K X ODN ] 11 1 1
FERIBE AR VSMC #1385 R BE odc2 BB
Cyclin Bl LA B cdc2 ¥ A CDK2(Cyclin 4 %14 ¥ B
2)#9 K X ODN A 5% 4= il L 75 %1 % # DNA &3,
FH REEIE B8 T P VSMC 248 & i, Dzau
%0h@E o HV]-J8 B (K 4 PCNA 1 cde2 #EFHY R X
ODN B ARBHUGHEE KR IEK., gRELH,
K X ODN ¥#¥ /5 2 FH AME g2 i#: — K%
REMMEHNEREE A, HE, BREXR.IEX
ODN JE B %I . 7ML E R SRR
& BE A W cde2 ¥ EE 0 Cyclin Bl LA & cde2 ¥
CDK2 @7/ X ODN 75572 7 Py IRad J8 38 A i ] .
2.1.2 HXBEFT“HKE"E%  PCNA.cde2 HEFM
c-mycic-myb SRR BRMHERBP LB HERE T
E2F ¥ i&. 7E# L# VSMC,E2F 5 pRb (¥ B i3 4
WEEMAE &Y. EEKEFRHT,.oRb B8
#,E2F AEGYHTRE. 2R 5 L AREAHERY
BHTFREES . MELER. CHFFEF 55080
$LH 51K TTTCGCGC., (5 i 11 ] 4 Ffd 44 391 ) o s 8
R4 MM HE S TTTCGCGC F3 i W4 ODN fE 4
— A, LR R R E2FY . Dzau FPIE &1
T &% #ATHI 14-mer I 30-mer Y X EE ODN, [
PR AL T B , F H BE ZURF 3K E2F,
F HVJ-B8 Rk fE B4k ¥ E2F“B545"ODN § AR # 1
VSMC B 52 4 1 ] 0L 7% I 9% 89 VSMC B85, 15
PCNA 1 cdc2 ¥ K o BRAK . M0 H5EC “i5 48 " 01 &
T XSRS R, fh 1 XA T E2F“iEE
TR B A E RN . N HVI-BR
EF“HH" S ARBRRGEH BRI, & %K,
REHUHE 2 & B oy B L B 3 1 ), T S AC L AL AT =X

BRRECHHYEHE T HNEER LK. BEBOE,
HOR R E2F 487 7= A4 K 3T 79 BTG AL 0 o S0 e
K8 M.
2.1.3 ABR&HHHL  FNA HVI-IRFEEY B
DNA [ #8710 5 5 o9 R R, — BB Rk R —
& 4L A (nitric oxide, NO) T 4 5 /X &I .22, im NO
W & VSMC 38R MTH . £ 85N NO & B8
(NO synthetase, NOS) ¥ 1 7 5] An iR 3 Bk 3 & &tk
(atherosclerosis, As)RAE R, MGBOE RV,
W, IR NOS i B RATREN — AR ERH ]
RS, i1 HS N AR NOS BERMREAREEYR
REBMGH KRB K. HVI-IER &N SFH N EAMR
NOS BEH#H/E 4 K. RMBINEAMRNOS EANE
IR Pk, MR, 45 3Bk NO PR, WK
M NOS EEEB 2 AE AAE4HMER, SXFE
e oy A0 BB Hh, SR B Bk ) I AR M A 7094, T
FTHREFLAZHRGIKOANBETR S RERARL
. BT NO X M 38 2 A & Fh U (R 3 A &F 5K .
4] (/)N AR SR 4 PR OE 3 4 B R B LA R M VSMIC /Y
MR E ), B, B 74 0 NO = A2 6 3 B 3407 3R
B ] BB N R RIT A K U LA R .
BRERTFHZ—ATEEFAEZMIRMEN
ik, BRAEM—EEF RN EARAER BT
% BT 40 B 4 & ] F (hepatic growth factor, HGF)
H ¥ B N 4R A& K B F (vascular endothelial
cell growth factor , VECGF) & bFGF H ERII M K1k
EHER . B, 5 bFGF K ,HGF F 3§ VSMC
W . I Dzau 042 1N R X BEIE B NOS 2 H
BB H VSMC #E R8-S HGF ZEE# LA
P B 40 B S T 6 B TR T B R B R AT R R .
2.2 BEIELHEKBHEADRIKBHEELEA
KEag bk B Ay R AT N ERE RS
ARERE. BEREI0FRY S0 U LA HkEHE
PR, FEIESF IS OB E L., HBH
NENBKIE » B T 1 P PR 3 v B 48 o ok o) 035 7 A
WMIEHFRBETEREE, EERTER As B/, BE
SHEBH LMW . Mann E51E T T — MR L K LIE
X2 HEBHAGHIEMERN, BEYOET A
GHEHRIEMATMAPEEELRE. BFEXRIR
Bk, F§ PCNA # cdc2 # 8 f &z X ODN £ HVJ-f& R {%
BREREEASEK. %K X ODN 4B #HKEE
Yy 5 9 BRI R A2 B 100 AY Bt [RI 3X 10 D, (R B e R
BEJEL . 24 ) HE [ B m MR e B, SR AL FEZH AHE C ODN 4k
T4 R K L As R4k, i BEER Y AL F B R A R R VA 5
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i X ODN 4t P e @ ik B R R BEHIE L, XL TG HH
BHEWARRE., XHRELREYBRIENTHEZ
ST A EEE, DA B E T M R Y
K,
2.3 'B/hEREEILIE

Dzau U0 ] E2F“BH"EB HF B URE T/ R
FENMENGRDYRE P HREYE . 45 Thy-1
ARG SR E AN, 5B AT DRFEE,
ZETHHKMEE HVI-BEEE 6% (& 14-mer
E2F M “i%F{H"ODN), BrdUrd £ A F1 5 % /DR A
M REY, ZEMHR Thy-l S RABEMAK
WA, F5 X HEETE MR BN R AR
A4k B IgA B A SR BRI RIS /N R AL

3 RENHARFER

Rl R R B R R kU A B R B AR AT
ARTR. BRINA®A HVI-RRGEZ &Y, RER
HEHAEOFTRERIGA THEFHHE. 5.8
HERRUBEREEGOHNIET ARG RE
HE A £ KT R R A 2 AU Rk
Fom. HTREARNRENERTREORSE, L
FAEEREeE, FLERPRIERKENHV] 5
W&t SRR iEH L 2R HVI-BREE 59 &
#FYE. HVI-IB R RE v M R BER R THE
RTR. RSN YHERHERE i KER GIT RS
ZeRENENRERET %,

i ARBNERAR ZWAPLFIRERALK
xEHER, FRETFIFLE,

&8 Tk
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