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[ ABSTRACT] Aim To establish a novel animal model to study the mechanism of autologous vein graft atherosclerosis and meth-
Methods 30 male New Zealand White rabbits were randomly assigned to normal control
group (rabbits fed by nomal diet, n= 6), vein graft group (rabbits treated by autologous external jugular vein grafting to common
carotid artery and fed by normmal diet, n= 12) or vein graft plus higlrfat diet group (rabbits treated by autologous vein graft and fed by
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ods of preventing vein graft atherosclerosis.
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highr fat diet, n= 12).

vestigated by light microscopy and transmission electron microscopy.
of vein grafts were observed in the vein graft plus highr fat diet group.
eration of smooth muscle cells, the accumulation of lipid and cholesterol and the formation of foam cells.

and the migration of smooth muscle cells were observed in the vein graft group.

veins of the normal control group.
ternal jugular vein graft plus highrfat diet in rabbits.

prevention of human autologous vein graft atherosclerosis.
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Animals were sacrificed at 12 weeks after surgery. Serum lipid levels were measured and vein grafts were -

Results Hyperlipidemia and the typical atherosclerotic lesions

The lesion included intimal hyperplasia, the migration and prolif-

But only intimal hyperplasia
There were no obvious changes in the external jugular

Conclusions The autologous typical vein graft atherosclerosis can be induced by autologous ex-

The animal model was suitable for the advanced research in the mechanism and
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Table 1. Serum lipids in rabbits in three groups (; *s, mmol/L)
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fe & & JE [ B (low density lipoprotein cholesterol,
LDLC) % A Friedewald /~ 3,1+ & .
1.8 RitFEDH

BB M« s &R, &4 H B BR
R B & T £ 04

2 #F R
2.1 —MRIER

FITE ST i Be T . AT Rk AR S
KERIUREBEEG, A0 &4 R,
2.2 HBHAEIMASEEER

B 4H Zh M O\ e I % T I KT T R 3 T 2
12 J8 JG B e 41 TC TG A1 LDLC /K “F B & T+ &,
BESTIEEXRAMBAEREHAP< 0.01), 1M
T Xof P 2EL R0 P 4l R A 2L 5 IO T T i B LU R S
PZ R (P> 0.05; % 1, Table 1)

| n IR [ H i = A e B R A A IE e i R P O
TE X R 6 1.43%0.24 0. 65 *0. 15 0. 53 10. 21 0. 60 0. 11
AR AH 12 1.51%0.28 0.67%0. 14 0. 56 0. 32 0.64%0. 14
iR 2 - 12 22.91 %1, 34% 1. 80 0. 55% 18.39 +1. 59% 1.99 0. 45"

a: P<0.01, 5IE®MBALLE:; b: P<0.01, SHRABHALK.

2.3 RIEBESENRE

2.3.1 KHRLK TE 55 % BB 2H A2 & F548 4H 0 )
FRAINER K SRR B B, B Al RS i 2 SR kR 1 A B
TR IER, B R YT OR, P TR D0 B 0 A A AL
A5 T v i R L 2 200 5 Tk A R ) B AR L 3G )R, Y
JERT DL BRI M B

2.3.2 ABME(HE % &) 15 X R K %57
FELZEL T 250 41 B Pk PN LT, P B 2 P S 8, o S
LR 2 2 k20, HEZ M 6, T BH & I8 o Ui AR (B 1A,

Figure 1A) o 200 F% A8 41 290 5 0k £% 1 40 4 i B . 33
JE, W R, N B R R B R AN B AR T
GE R U0, A Rt B 2
FIE USR] B 2, HEB R, R WL i AR
(&l 1B, Figure 1B) o e 5% HE 25 35 # ik 7 1470 N i
SRS VRS R, PR 40 VA, B = (A R 0
K, RICAMI R 36 2, HE5) 3L 7T K& 3R %
RN 783 8 0T 2 VLR AR B R B M o A T AN
i, 8% Rk N HES, W] R0 SR A TR e o B B



98

ISSN 1007-3949 Chin J Arterioscler, Vol 12, No 1

PR P R L B 5 0 N A A, IR R R A2 AT T
RIZ IR ML 2 18], PEBR < 5 mT WL W7 2 Bl J= ) 37

AYE, PRI VLA 4E R E0E 2, a] DA 1 A g
W33 (B 1C, Figure 1C) o

Bl 1. ZEDEBRKEARHE REATARER

2.3.3 EHEEAR  EEIBALSBEA
P 254 i Rk P R A S B P o g RS S R, o P
TE VL B e o8 A P s D, g & s AR N (B
2A, Figure 2A) . FA.-21 5 AE 20 20085 ik % HEL 4 PN i 14
JE, N B A B 9, RSP LA i E R RS AT N
PRSP R H T LA RS RSP UL A A A

A NIEE XTI ((x 400); B A4 (x200); CARMBEMEA (% 200)
Figure 1. The light micrograph of the jugular veins or vein grafts of different group rabbits
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Figure 2. The transmission electron micrograph of the jugular veins or vein grafts of different group rabbits
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