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Fig. 1 The design of pressure making atherosclerotic

plaque rupture

1.6 EMAKMSHERE (L BESRIR SN E 15 47

DAY R 52 i L6 s P S T S PR B B e
L A1 B 5 A BE R &Y 300075 1) 3E g, AR m A
I PR B AR A AT AR5, ) A S0 T B A TR
FAL AL T . FERA E BHRBEATER AR J5, FHIER
P U, TR S ). PR 5k LB
BRAN AN i 5 it 2 589K A S B B A 284 1) 4
AP,

2 % B

2.1 TEHMAE, MEBKFTUERE KR
TR IRFNRIR L S A

SEIG IR HFHC 4181 CD 4134 i) 44 5 J H 3
M Z S B2 (P> 0.05)9. 5 CD 41H6%;, HFHC
2 A 2 B JIH [ B2 (TC) I 3% vy 25 5 i 2 1 I [ 2
(HDL-C) & AR 3 A R4l & (P<0.05), 1ML
FKH M =B (TG) /KM 5 A HRFFE (P <
0.05)8. 7£ HFHC 418 L8k HUashik. #5530
KA AR SIIK AT WL As BEERFN / BTG SRS, A8 LA
JI = S KRR B K B A B 2. CD 41 3230k 3
RBIHK BRI BKFN R S BRI B I As BEHFI /
ol T 4k SO AR (P 2). e AR e R ] 20 0 8 ik

Fig. 2 Atherosclerotic plaque in minipig carotid
Left is control group, and right is the experimental group ( the arrow

show the plaque).

(2) (b)

Fig. 3 The pathological character of the advanced
atherosclerotic plaque

(a) shows the plaque protrude from vascular well and obstruct the

vascular duct. (b) shows inflammatory cells infiltrating into intraplaque.

(c) shows calcific lesion in plaque. (d) shows the multiple lesions in

plaque (40x).



. 198 - £ ESEYYIRHRE

Prog. Biochem. Biophys. 2006; 33 (2)

ASBEHERA7ATIE) Ao, HE Yet)n, 68 N Al i AS
DEYGAT, PN B 0 ) A i N SRS, AR T 4T 4
ML, TR IF AR BAE, BEHe N a] W34
K L S R IR PEAZ A E [ e s o, AT IR 2 1)
TR MO FIOR 5 SRR AN ML, BEHRIEL 1k, B
By Aa i, BEHE ER G, B S T A,

BRI G, T LA e HER L, M, il

EAMEIR R B AN A G A (K] 3). 16 AR WL AS
BEHRANG 4L (K] 4).
(a) (b)

Fig. 4 No atherosclerotic lesions are discovered in control
diet group
(a) 10x. (b) 40x.
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Fig. 5 Pressure change curve of atherosclerotic plaque
rupture
(a) and (b) show two different atherosclerotic plaque.
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Fig. 6 The atherosclerotic plaque dissociated from the

vascular wall media after rupture (40x)
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Study of The Stability of Atherosclerotic Plaque in Minipigs®

LIU Lu-Shan, YANG Yong-Zong™, FENG Da-Ming, SUN Wen-Qing,
TANG Chao-Ke, TANG Ya-Ling, YI Guang-Hui, WANG Zuo,
REN Zhong, WANG Gui-Xue™, YANG Bao-Tang, WAN Zai-Yang

(Institute of Cardiovascular Diseases, Nanhua University, Hengyang 421001, China)

Abstract The atherosclerotic animal model was established, whose pathological changes and the plasma lipid
level are as same as the atherosclerotic injury in human, and then the stability of atherosclerotic plaque was
studied. The miniswine resemble human in the physiology, biochemistry and anatomy. So it is a very appropriate
candidate animal for atherosclerosis study. The miniswine atherosclerotic model by high lipid and high cholesterol
diet was successfully established, whose plaque included a necrotic lipid core, a thin fibrin cap, a lot of foam cells
and inflammatory cells. Calcify and intraplaque hemorrhage might be found in plaque. Based on the pathological
character, the model might be as an appropriate tool for the study of plaque rupture and stability. Atherosclerotic
plaque rupture was the major cause of the clinic cardiovascular diseases. To study the mechanics of plaque rupture
had important significance. The establishment of the appropriate animal model of plaque rupture was the premiss
to study the mechanism of plaque rupture. The established animal model existed deficiency on many aspects, such
as uncontrolling and quantifying the pressure which led to plaque rupture, and whether the rupture was really
existed. A swine model of plaque rupture was established in the experiment, which had much excellences, such as
the pressure which led to plaque rupture could be controlled and qualified in vitro, and the way was very simple.
So it provided a very good animal model for studying plaque rupture and the relation of rupture and related factors
with rupture.
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