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TRIpiE . TR, AR T R S Ik (0 B A0 3 ) S 32 A R O AL
1K BB I AT TR B PTCA J& -8k 2 U O i H AT
B AT WO O LI IE & (transmyocardial laser revascu-
larization, TMLR) B4R €\ % A& PTCA A1 CABG I E B4 78, €
WOt RS A B & SO T RORIT . A AR
[Al-F( vascular endothelial growth factor, VEGF) 423t J1 83Kk & H1L
O — PR ER 1, R e O e Bt UL P R A D 23 SRR B
REWFIEY], VEGF #8 A Rt 42 32 & 1 X M AL 76 #)
FET, R L P R R AE R, A R T RO RS E 1
B2 Ak, FEAC R R 1O LB T AR ML B PTCA )5 7 8% 4 4
75 TMLR 97 %77 THI ke 5 224, 72 56 000 VR 9T o R It 5
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1L Py R A I F (VEGF) 5 % 4% VEGF-A L VEGF- B,
VEGF-C.VEGF-D #1 VEGF-E, & % FT Uit 1 VEGF & #§ VEGF-
A. VEGF 2—HMBEE D, 7 F 24 45 kDa, N [F B = R4k,
4% VEGF RIFERAL T 6p21.3, HH 8 MME T M T ANET
SH AR ZL B[R], 754 R0 B ok AR @ AN [ 1 B 82 U NP
ANHKZE D KA F T VEGFI21. VEGF145. VEGF165.
VEGF189 #1 VEGF206, 2 o VEGF165 4 & B (1) 4 ¥ 3 14 &
3. VEGF BEBE /IS M B B2 ()3 3, IR SRR A I 25 il 3
[KF( vascular permeability factor, VPF) . VEGF LA 5% 4 WA 1 H
g3 77 2, 18 = B A S S R S PR IR B2 A Fle 1. Flke- 1/
KDR 0 Flr-4, 5 57 v Hh A FH T $04H . — 8 P9 52 28 I8 (vascur
lar endothelial cell, VEC) T & #HAE /MM,
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5 CABG AEXT Bz, JE K ¥ 97 {2 33k R 1 X 00 A% 1 34 1 4
S, FRAC EERFERE o TR S AR . B RTEESE
B2 M VEGF | B 2F 48 41 i A & A 7 i 4% 46 i &, VEGF
Bx VEC HAG = 2 4 5 M 4, 38 B 2% DUR 45 25: VEGF 7T Ji
o B 2R 45 A s 55 4T B 2 TR 400 L U R AR R AT R 4
LK AR T 8] VEGE 32 323 3t 5% 43w 75 ke AR A, 3B AT 3
i [ 4w 77 AR F, B VEC 7] 43 VEGF I 5 Sk fF Al T
VEC, f VEGF [f 15 F AR5 ot JUL AN B 8 UL B ofn i AS X
VEGF i L4, Bl X VEC L/ VEGF 52 4 3% 15 1%
SR XA VEGF 7E¥E X B K 1 B4 10 2% 57, () B AT 38 4
B2 WA L VEGF R ) 88 TR FE Rl 7 a H0, 4
ZHHEFEFH VEC T 2 X} VEGF {23 VEC 845 )
T ANTE; B WU WL I N, 7E 5 3 41 I 5 IR R+ 2k
KRR X e P Rk E T VEGF T IR 9T G i o
5 BT T R

L [ i 0538 440 M8 L 57 Tener #IR SN E MR E
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S i, X0 498 A 04D ST, I il e BRI X I . 4 55 [ 24
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15 #< 20% 2 —F Bk
2.1 1 hVECF165 % B B & ki ( phVEGF165) i& 97 =& i
:}%| 13, 14]

20 AF4r 084 2 4: 125 Vg phVEGF165/ A 40 Al 250 Vg
phVEGF165/ A\ 4, 2RI EE 4 8¢ 5 e 440 0 (8~ 10 em),
TAEOERBEEES 4 SO UIAEES, B S0HE 1 an, SR
FroR 2 8 M DU v S B s BE AL . 5 R T T
KRB 18] 75 min, A JG R EHS (8] 15~ 20 min, O ULE S B0
1 Fif 30 ik TG 808, AN D B & 1 LS, B A
WIAEZE, R 2l < 50 mL, & 51 & 148 £22 mlL, 3 1E
BEBS 8] 3.9 d; Il VEGF /K-FAJE T, 14 d ik =g, KJ5 90 d
MRz IR ARG 60 d, BT B & LEIMEM, NG 6 ™ H 70%
RN D EURIE 9, RJG 30 d.60 d.90 d F1 6 H Wi H it =
AR AT BRI D O A% B T LR B AE 52O LR I
B SR, e SR 670 T B O I B AR AR Bl ko B R
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LA EL A E3 X 62 () 5 i) s B B 86 20 0 B I s 34 N
# ik, LA hVEGF121 cDNA 1E2y H IR, [FRE W] 2 8t 7t 0 7
23 AR B KM BRI 37 o Rosengart 25015101 21 A 43
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B EE R VAT o Co7 B 7 VR R 4%, 1 N BB R i Ak
5 hVEGF RI697 i 009K « VIVA Trial N— % 0 W B
Bl %2 B30 B 36, 22 hVEGF165 X AN i&E & PTCA B,
CABG 155 BV O EO B8 1097 30 TR BB 53 B 22 B 77 %o
TR ZHANAS [ 57 & 9 VEGF 4H[ 17 ng/ ( kg® min) F1 50 ng/ (kg*
min) |, B J AR AR E 10 min, B4 5)F 3.6.9 d J5 # ik
HE 4 he 60 dJ5, AN Z RE, (H 53 BA L, BT
OB R OGE, B3 & 1NN 2, BUN %R
THELHLIT 2 18 5 ARG L 4R 3 5% Wk 0 JUL S5 1M G B R 9 4
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3.1 MEREEKEFHR PICA FEHREMIIE

KERARY, s L3 iking 50 & & =M, 2&—
MEROENFERE, BE2HEAESE, b A 408545
RERENGHRE. K, 23 PTCA J5 3145 P 1 i IRk
185 F A fE BT AR A

M AN AR T (VEGF) 88 i 20 4 7 LR 1 VEC (1)
SYZANIET, BRI T M P9 B K S AR 0 e RE s BB A
Ji 8 3K BE R F-a. H 0, F1BR 425 2 Fh IR K % S (1 VEC 7
T1OT nsE A5 P R A8 R B AR R VEC 43— S R
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5‘?.' 20- 24]

AR 2 2 I P R EE ) i B S5B0 Bk S 39 5 Ak S A% 3 K
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X ) 52 il ke B B B 4H O BY IR B BB A 3 1) hVEGF165
(A, SR FBAEN Palmaz Schatz 4%, W% 3~ 4 . XA
A EL, AT AH (M B HT A P R TR A2 450 P4 S T A B S 348 o,
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P 2 32 W S D P R T R e R T A B R P VR B L R
H L B R R s e A R T O SRR 100 I B R TE
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ME. —RKRHMBHY SLL R B, VEGE fig T B 52 46 14 i 2 ik
TEAR G FHARA
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KUOPIO Angioplasty Gene Transfer Trial( KAT Trial) & 7E 35
2 HATHIBEHL XU « 2B 7 BRAREE o 95 AR FRHE A 30
~ 75 %, R Lgm, EERRIIKEREEE 60% ~ 9%,
AL AR 3.0~ 4.0 mm, 3 48 L5 AR AR I PICA, Jo M A
RGBT R SRE . A 5RI8 VR AS; 22 556 Ik 3h fik
P 28 B ML AR TR Fis FF A3 A8 e AR 20 Bk i 1 52 2% 49 LAk
A BRAERBKE > 2 om; 2EOUUESEEA FR 2 O S
WE IR I5; Gt MR B oh e 15 N0 2 4H: VEGF H( n
= 10) F 1 mg Bk JIG BN T8I VEGE B %R (n=

5) F 1 mg Fii/ JE R R A T 00 B 2 U0 TF I R sl ALER 3R 9
. PTCA JE@iT 5 #EEERE (6 N KA K 10 min) #E47FE K
eRs, MER T IR N A, B 48 h, FEVF 6 A
Ho SRR ARG 2 d, B C IRME AT T A /MR
— b MR Ah, A IE R RS M phVEGE 58 & B 5% & B B 1
ARG %0 A 1l VEGF IE%# ; KJ5 48 h W R ILE O & &
PO WUREFE | i 18 35 4155 I R AE A R B2 PTCA B ZI f1
RJG 6 H RS HkGE S, wf BA RG2S AL
RER, VISR RELHRESEHTERIKANEE
hVEGF165 ZE K B PTCA J& B4k 78 /& %24 1
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Wole 0 UL I 2 B (TMLR) 8 97 768 0 978 19 7] g ML il A
i WOGRTT H B R TE S AN 7 O 2 B TR R O LR T oE
TH 5 O I T R O AR R B A IRIE I 5 R R VEGR
mRNA 35 E A 5120 SOk B 802 1 4 DO AR g
TR R, WOLRRE R 5 W&, B4 ny.0 WL/ i
T AE LA R R, 1T VEGE — 7 T g {2 30 O i@ 18 8 Bl %
R 22 (AT AR LA, 57— THD I A Y T R AR N AT
T L P ELO (VIR P4 0B W] {8 )= 3 VEGE 56 K 4 4% Al
RiEg BT, H, =& BEWEEM.

Shah 517Kt 5% FF i 5 T 22 1B J5E S 4R &6 7 B 3 ik 45 A2
IR, 6 JJG 540 1 dH gttt B 4H; 2 2469 TMLR Kb 3 41
N TMLR + B FL 05 & 2L K (100 Vo) o3 H; 4 H A
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Ug) AbFREH; 6 2N IEH X84, phVEGF165 BY B L4 4 &
(K43 3 S50 S [A) BR V5 T WOG R E A Bl 4 mm 4k 6 B E&
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R e iR K — ) L) S B
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