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Z(cytokine)2] Fu] 9 thE A=A} Fu] T
2] 71se] Jew, AfotAlES viEel AEe 73
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Table 1. Molecular Therapies for Vascular Diseases: Pathologic Bases and Potential
Therapeutic Targets

Pathologic event

Therapeutic target

Endothelial dysfunction

Endothelial injury

Cell activation and
phenotypic modulation

Dysregulated cell growth

Dysregulated apoptosis

Thrombosis

Plaque rupture

Abnormal cell migration

NO inducer or donor : antioxidants
VEGF : FGF
MEF-2 and GAX modulators : NF-kB antagonists : cell cycle inhibitors

E2F decoys: RB mutants: cell cycle inhibitors

Bax or CPP32 inducers : Bcl-2 inhibitors: integrin antagonists

IIb/Ila blockers: tissue factor inhibitors: anti-thrombin agents
Metalloproteinase inhibitors : leukocyte adhesion blockers

Integrin antagonists : PDGF blockers : plasminogen activator inhibitors

Matrix modification
modifiers

Metalloproteinase inhibitors, plasmin antagonists

: matrix protein cross-linking

HEME FME2| X8 (Modulation of
Vascular Cell Phenotype)

Neointima & ¥4sh= HWHLIAEE FHYo]

el qlch olwlje] M¥= myogenic differentiation
3} g AARIRL F7kEo] ot AARIAL HlEa
Ast BAH {A2L integrin, AFE7] whi, hal ey
4 So| AMMHeE Zvlslo} QoY Wbl €AF
a3 A E(medial smooth muscle cel) 2 F#A] F
%)= homeobox gene Gax A= ¢Als]o] §lch
ZEAYA FAAEE T Gax RS IR
SANFol| Febn HAFHTAIES] FHE A
neointima A& ¥FASkH?. whlE muscle Solf
ARE 2Ashe AARJARI MEF2E  Fdshd
neointima 843-g- F23c} 12|08 FYIMES] B
dge 2Ashe AARIAE 249 5 Yok "3A
3ko) X gs A & 5 doka Asdd’

B, sipsalgel IR0 Chgt %] THut
1 YK Future Directions and Challenges
in Vascular Therapeutics)

7 o] Al=E R Sl Hishd Yage] XEe
ol Algm Fahgell F4E Y2 B o

H 3 T A 28 R]olel ae AleF 3~6
1 F-2 g duiel] 30~50%2] 73-%<l necintima &
4, gAY YA oz AFRe] Jehdole Hol FAllch
Table 1 3 A== e G X 8ol gt o3
7HA EA AEEE Y 9 o eSS vy
Aot o] A+ AEHHQ X gy R 34 Al
7ol 57| A 22 A=t el FgEkE
o Ay ul AP AAYs| A7IZE Asct 2o
o|EH o oA’ Xavt 57| AME WS
F A9l 27| dAlel] Fa.3 ApHEE Alsle] A&
Al 53 el ske Zeolck

A AR e X8 F 3 7HRe S48
& AA Aol AT SdElng YA
Fdlrl WAE= NO synthase FA2HES T448e
2%l sl Wlelcl. o|gA sPH FAAHow
NO7} 4|3 olwll A8AE NOoil 2|3l Hbg g4
Zeo] FAAA 9 o] FHA| neointima FAell L%}
713 Aol AAHY Y. 19)9] M ERE Herpes
simplex virus thymidine kinase(HSV-TK) #Az}5
¢4k Hejoll F9bska ganciclovirg B-8A|719 o
A] neointima AL AT 4 Yob”. zExm
proliferating cell nuclear antigen (PCNA), Cdc2,
C-Mybg} C-MycE Allsl antisenseoligonudeotide
2 T4 o7 FQlele] e AAE £ F g w
g A EF7] 2A-ol Hodsli= E2F AR it
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“decoys”(E2F cis element sequence & E¢3} double

strand oligonucleotide) $ &% 722 HAE & < gl 7.

o0, p21(dominant-negative Ras mutant) 5-& o]85}
AR e ATE AL 5 U ol4g Filslod
£ o) WA APR WAE 7] A ZIPEL
A| % %= intravascular stenting 3 $JollA] AFE F41Y
AX] S(antiproliferative therapy)%&-2] sh}g A|Esl=
Aoz Az
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