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Application and Moeodel of Arterial
Stenosis with Smooth Muscle Cell Pro-
liferation Induced by Injureing Vascula
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ABSTRACT

are essential events initiating restenosis after balloon-

Endothelial injury and thrombosis

ing argioplasty. An arterial stenosis model was es-
tabished in New Zealand rabbits by external crushing
of the ear central artery. Vascular endo-thelial
growth tactor and hirudin were injected subcutaneous-
ly in the vicinity of and retorgrade, intra-arterially
distal to the crushing sits. The cross-sectional per-
centage of stenosis, calculated by measuring the areas
of the patent lumen and neointima on sections with the
most prominent smooth muscle cell hyperplasis, was
compared between the study group and contrel group.
No signiticant difference was found (P > 0. 05). The
faiture of the treatment was discussed.
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Figure 1. Merphology of the non—lnjured ear ceniral
artery in rabbit. Stained with movar, x40.
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Figore 2. Morphology change of the injured esr cem-
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Figure 3. Merphalogy changs of the inmjusred car ceu- Figswe 4. Morphelogy change of the lnjured car cem-

tral artery ln rabbit (sesemd ). Scained with movet, X 100,

tral artery Im rabbit (third), Stsined with movat, X100,

Table. Efficacy of the combined therapy by vascular endethelial growth facter and hirudin

on experimental arterial stenosis.

G the cross-nectional percentage lumenareas necintie arees mapintima aress/ares of
rou

4 of atenosian {10 pm?) (X 10 =) medic-mamirrans
contral 43.90+28. 30 57.24431.27 51.94+44.36 0.8240.2¢

experiment 55.94+26. 35"

85.23+19.37°

50.70+32.12° 0.532%+0.21"

® P>0.05 compared with control group.
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restriction fragment length polymorphism, RFLP

cholesterol ester transfer protein, CETP

familial defective apolipoprotein Byos» FDAB

REFBRKELEHE

RE B S me iz |

F R ¥E B IE B B0 5 familial hypercholesterolemia, FHC
FEERIEE D BioREE

P ) 8L 5 Bk 4 Ak retinal arteriosclerosis, RAS

i 7 Bk o {k encephalic arteriosclerosis, EAS
EXEAamILEA lipoprotein-processing protein, LPP
fEEQERmEA lipoprotein transport protein, LTP
RHEBzEEEE lipoprotein transport gene, LTG
EQ%RHE proteoglycan, PG

B A& heparan sulfate, HS

WmsEE chondroitin sulfate, CS

FiMmHHE BEIBRERE dermatan sulfate, DS

& IR L3R platelet rich plasma, PRP
BRELLERE glycosylated insulin, GI

S Ry sudanophilic lesion. SL

6 5 A MY L AT DR

proliferative cell nuclear antigen, PCNA
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