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ABSTRACT

random to two groups; the experimental group was

The C57BL/6] mice were assigned at

fed cholesterol-rich diets; the control group received
normal mouse chow. Mice receiving normal diets were
completely free of atherosclerotic lesions. In mice fed
cholesterol-rich diets for 16 weeks, the lesions of the
aorta and coronary arteries were observed by laser
scanning confocal microscopy (LSCM). The typical
atherosclerotic plagques, which consisted of amounts of
foam cells, were formed near the aortic valves.
Roberts & Theompson remarks were 8. 0+ 1. 2. The
atherosclerotic lesions were verey similar pathological-
ly to those in the human. The plasma total and free
The ob-

tained results suggested that an atherosclerotic murine

cholesterol levels increased progressively.

mode! be successfully established. It may provide an
avallable experimental model for further investigation
into the molecular mechanism of atherosclerasis and
screening of antiatherosclerotic drugs.
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Table 3. The changes of blood lipid in CS7BL/6J
mice fed with control diet or cholesterol-rich diet for
16 weeks (743, g/L).

Group TC FC TG

A 1.68%0.32 0.18+£0.17 1.25%0. 30

B 3.6940.78" " 1.73+£0.46"" 3.0710.62"°

A, control diet group; B, cholesterol-rich diet group. TC,
total cholesterol; FC. free cholesterol: TG, triglyceride. »
# P<0.05 va control
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Figure 1.  Light micrograph of sortic wall from the
valve cusps mear the sorta simus in the 26-week-old
C57BL/6J mice fed with cholesterol-rich diets. (10X
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