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[ ABSTRACT ] Aim  To construct the apolipoprotein CIl ( ApoCIll ) transgenic mice, and to hybridize with low
density lipoprotein receptor ( LDLR) knockout mice susceptible to atherosclerosis; To obtain the ApoCIll transgene + LDLR
defect (ApoCII + LDLR /) mice model; To study the effect of ApoCIIl on atherosclerosis and its potential mechanism.
Methods ApoCII + LDLR " mice and LDLR "~ mice were fed with high fat diet for 3 months.  Plasma triglyceride,
total cholesterol, lipid peroxidation products (8-isoprostane, malondialdehyde) and glutathione levels were detected.  The
whole aorta and aortic sinus of the mice were stained with oil red O and dihydroethidium (DHE). The RNA and protein
in aorta were extracted and the expressions of related genes were analyzed. Results  After feeding high fat diet, plas-
ma triglyceride level in ApoCIl + LDLR " mice was apparently higher than that in LDLR " mice, but there was no sig-

nificant difference in total cholesterol levels. ~ Whole aorta and aortic sinus dyeing showed a significant increase of athero-
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sclerotic plaque.

idant glutathione reduced significantly in ApoCIll + LDLR " mice.

oxygen species increased significantly.

doplasmic reticulum stress were significantly increased in the aorta.

Plasma lipid peroxidation products (8-isoprostane, malondialdehyde) increased significantly and antiox-

Aortic DHE staining showed that the level of reactive

The mRNA and protein expressions of the genes related to oxidative stress and en-

The results prompted that ApoCIll could increase ar-

terial oxidative stress and endoplasmic reticulum stress, thereby promoting the formation of atherosclerotic plaque.

Conclusion ApoCIll has the role of promoting atherosclerosis, and its mechanism may be related to the increases of over-

all oxidative stress level and arterial wall oxidative stress, endoplasmic reticulum stress level.
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Figure 1. High fat diet induced the increase of plasma TG
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Figure 2. High fat diet induced the increase of atherosclerotic lesions in total length and outflow tract of aorta in mice
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Figure 3. High fat diet induced the changes of plasma oxidative stress indexes and aortic ROS level in mice
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Figure 4. High fat diet induced the changes of oxidative stress and endoplasmic reticulum stress (mRNA and protein expres-

sion) in the aorta of mice
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