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Fig.1 The mean body masses of the two groups throughout the
study
O——O: control;, @—@: HFHC.
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Fig.2 Changes in plasma TC concentrations in high fat/
high cholesterol (HFHC) and normal control diet (CD)
fed minipigs examined at every 2 months
*P<0.05, compared with control group.O——O: control; @ —@:
HFHC.
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Fig.3 Changes in plasma HDL-C concentrations in high
fat/high cholesterol ( HFHC) and normal control diet

(CD) fed minipigs examined at every 2 months

*P<0.05, compared with control group. O——O : control;, @—@ :
HFHC.
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Fig.4 Changes in plasma HDL-C concentrations in high
fat/high cholesterol ( HFHC) and normal control diet
(CD) fed minipigs examined at every 2 months
*P<0.05, compared with control group. O——O : control;, @—@:
HFHC.
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Fig.5 High fat/high cholesterol diet-induced atherosclerosis
in Chinese minipigs

(a),(b) representative photographs of pinned-out aorta from HFHC-fed
pigs and control fed pigs.

(@ (b)

-

Fig.6 High fat/high cholesterol diet-induced atherosclerosis
in Chinese minipigs
(a),(b) representative photographs of pinned-out coronary artery
from control fed pigs and HFHC-fed pigs.

(a)

Fig.7 High fat/high cholesterol diet-induced stable
atherosclerotic plaque in Chinese minipigs

(a),(b) Sections (5 wm thick) were taken at the carotid from HFHC-fed

pigs and control fed pigs and stained with hematoxylin eosin.

Magnification is x40.

(a) (b)

Fig.8 High fat/high cholesterol diet-induced unstable
atherosclerotic plaque in Chinese minipigs
Sections (5 pwm thick) were taken at the carotid from HFHC-fed
pigs and stained with hematoxylin eosin. (a) Magnification is x4, (b)
Magnification is x40.
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Fig.9 Histological sections of liver from HFHC group of
animals stained with oil red O
Magnification is x40.
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Fig.10 Histological sections of liver from control group of
animals stained with oil red O

Magnification is x40.
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Fig.11 Expression of ABCA1 mRNA in atherosclerotic

minpigs
1: ABCA1 mRNA in atherosclerotic minpig livers; 2: ABCA1 mRNA in
control group minpig livers; 3: ABCAImRNA in atherosclerotic minpig
aortas; 4: ABCA1 mRNA in control group minpig aortas; 5: ABCAl
mRNA in atherosclerotic minpig intestines; 6: ABCA1 mRNA in control
group minpig intestines; M: DNA marker, *P<0.05, compared control

group (n=5).
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Fig.12 Expression of ABCA1l protein in atherosclerotic
minpigs

1: ABCAL protein in control group minpig livers; 2: ABCA1 protein in

atherosclerotic minpig livers; 3: ABCALI protein in control group minpig

aortas; 4: ABCAL protein in atherosclerotic minpig aortas; 5: ABCAI

protein in control group minpig intestines; 6: ABCAIl protein in

atherosclerotic minpig intestines.* P<0.05,compared control group (n=>5).
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Fig.13 Immunohistochemical analysis of ABCA1 protein
expression in minpigs
(a) ABCAL protein in control group minpig livers; (b) ABCAL protein
in atherosclerotic minpig livers; (¢) ABCALI protein in control group
minpig aortas; (d) ABCALI protein in atherosclerotic minpig aortas; (e)
ABCAL1 protein in control group minpig intestines; (f)ABCAI protein in
atherosclerotic minpig intestines.
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Change of ATP Binding Cassette Transporter A1 Expression
in Atherosclerotic Chinese Minipigs

TANG Chao-Ke, FENG Da-Ming, SUN Wen-Qing, LIU Lu-Shan, YI Guang-Hui, Yang Jun-Hao,

WANG Zuo, Wang Shuang, WANG Zai-Yang, YANG Bao-Tang, YANG Yong-Zong™
(Institute of Cardiovascular Research, Nanhua University, Hengyang 421001, China)

Abstract In order to establish an animal model of atherosclerosis in minipigs and investigate the change of ATP
binding cassette transporter A1 (ABCA1) expression in atherosclerotic minipigs, Chinese minipigs were fed a
normal control diet (CD) or a high fat/high cholesterol diet (HFHC) and carotid overstretch ballon injury for 12
months. Plasma total cholesterol (TC), high-density lipoprotein cholesterol (HDL-C), and triglycerides (TG) were
determined by commercially enzymatic methods. ABCA1 mRNA and protein level were determined by reverse
transcriptase-polymerase chain reaction (RT-PCR), Western blot and immunohistochemistry, respectively. At the
end of 12 months, plasma total cholesterol, HDL cholesterol and triglyceride in atherosclerotic minipigs were
increased. It is obvious that atherosclerotic plaques and lipid stripes in aonta, iliaca anteria and coronary artery of
atherosclerotic minipigs ATP binding cassette transporter Al expression in liver, aorta and small intestine of
atherosclerotic minipigs was upregulated. HFHC may induce atherosclerosis and upregulation of ATP binding
cassette transporter Al expression in atherosclerotic minipigs.

Key words ATP binding cassette transporter AI(ABCA1), atherosclerosis, minipigs
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