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ABSTRACT

In this studies, we used the plaque grades, the en-
dangia thickness of aorta as Criteria to estimate the
atherosclerotic lesion grade in Quails and to choose the
best modeling time. At the saml time, we have also
studied the relationship of the atherosclerosis, choles-
terols and the membrane fluidity of peripheral red
blood cell. The results showed that the modeling time
was the retated the grade of atherosclerosis. It was ide-
al to model for 16 weeks. Plagues existed on the en-
dangia of the aorta, and the endangia thickened under
a microscope. The pathomorphologic changes were
similar to that of human being. The membrane fluidity
decreased. The animal’s model may be useful in the re-
search of atherosclerosis in human.
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Table 1.
after the experiment(g, r=+s).

The change of Quails weight before and

Groups n before after
ordinary 10 118.8+5.9 134.3+15.5
modeling 30 119.0+9.2° 134.9+8.3"

# . P>0.05 compared with ordinary group.
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Table 2. Content of cholesterol in Quails (mmol/L,
zts).
Groups »n before after
ordinary 10 4.240.4 4.5+1.2
modeling 25 4.610.4 11.445.4°

* ; P<0.001, compared with ordinary group.

Table 3. The membrane fluidity of red blood cell in

peripheral circulation (z+5s).

fluorescence microviscosity

Groups n

polarization (FP) )
ordinary 9 0.2140.05 1.6440.26
modeling 24 0.25+0. 02 2.401+0.08"

* ; P<0.05, compared with ordinary group.
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Table 4. Influeme of cholesterol on atherosclerosis in Quails(r=+s).

As grade 1he endangia thick
Groups
0 05 1 2z 3 4 sum (pm)
ordinary 9 2z 5 2 0. 5040, 35 26.97410. 28
modeling 25 11 6 6 6 1.96+1.02° 35.75+14. 96
for § weeks 4 31 1.25+0.5* 28.63+13. 32
for 16 weeks 7 3 2 2 1.8630. 90° 39.43+9.99*
for 32 to 36 weeks 7 1 1 3 2 286+)L07 46.79+18. 84*
non-cholesterol 7 4 2z 1 1.5740, 76 25. 115, 298

<

Figure' 1. The animal's modeling time is 6 weeks. Figure 3.  After 32~~36 weeks, fabric multiplied and
There are light changes and a few foam celis on ia of er There are many cell necrosis and

the aorts through a microscope. (10X 20). the area of necrosis. (10X 20)

i

Figure 4. After 4~ 6 weeks, it didn’t feed on choles-
terols, foam cells decreased and the space among cells
increased. It shaws that the cholesterol crystals still re-
mains. (10X 20)

Figure 2. After 16 weeks, the endangia of the morta

2ot thick clearly and thiere are a lot of foam cells on it
(10X 20).
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