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[ ABSTRACT] Aim To study the inhibitory action of Oyster Extract (OE) on atherosderosis and it’ s mechanism.
Methods The model of experimental atherosclerosis in quail was established by hyper lipoidal feed.
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The content of serum lipid
and apolipoprotein was detected with enzyme method and immunization photoextinction.  The atherosclerotic plaque lesion of aort-
ic and coronary artery were observed by eyes and through light microscope. The serum superoxide dismutase ( SOD) and malondia-

Results Oral administration OE 10 g/ (kg*

d) for an 8 weeks period significantly reduced the degree of atherosclerotic lesion in aortic and coronary arterious endothelium in

dehyde (MDA) in quail were observed with microcontent fast detecting method.

OE group. The serum total cholesterol (TC) , triglycerides (TG), low density lipoprotein cholesterol (LDLC) and apolipoprotein
B (Apo B) are 17.47%0.78, 1.16 £0.35, 10.94 £3. 17 mmol/L and 2. 47 £0. 78 g/L respectively in OE group at 4 weeks,
and were less than model group (P< 0. 05, P< 0.01) . At 8 weeks OE marked reduced the TC, TG, LDLC, and ApoB in serum
and TC, TG in cardial muscle and aorta ( P< 0.05, P< 0.01).

48 k u/L in OE group. It was higher than model group ( P< 0. 05) .

opment of experimental atherosclerosis lesions in quails, the mechanism may be related to regulation of lipid metabilism and antiox-

At the same time and serum SOD in serum was 415. 55 £72.
Conclusions OFE has an mhibitory effect on the devel-

idation action.
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Table 1. The effects of OE and IH on serum TC, TG, LDLC, and HDLC.
TC TG LDLC HDLC
Group
4 wks 8 wks 4 wks 8 wks 4 wks 8 wks 4 wks 8 wks
Control 5.5%0.5 5.3%0.7 0.8%0.3 1.0%0.3 3.2%0.5 4.1%0.9 1.9%0.3 1.6%0.3
Model 31.7%2.3° 32.2%4.9° 3.7x1.1° 3.0%0.5° 18.2%3.5° 21.6%4.3° 3.4%1.2 1.8%0.4
HI 25.1%6.1 24.4%4.0 2.3%0.5 2.1%0.8 13.3£3.5  14.7F2.1° 7.4%2.1> 2.3%0.7
OE 17.5%0.8°  23.9%4.0° 1.2+0.3>  1.8%0.6" 10.9+3.2°  13.0%2.5° 3.4%0.4 1.8%0.5
a: P< 0.05; b: P< 0.01, compared with model group; c: P< 0. 01, compared with control group.
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Table 2. The effects of drugs on serum Apo A and Apo B.
Apo A Apo B
Groups
4 weeks 8 weeks 4 weeks 8 weeks

Control 0.39%0.01 0.66 0. 10 0.28 0. 05 0.610.3
Model 2.3%0.4¢  2.9%1.1¢ 57£1.6°  6.3%2.0°
H 2.2%0.4 2.8%1.2 4.8%1.8 8.212.7
OE 2.1%0.8 2.5%0.7 2.510. 8 4.9%1.1

a: P< 0.05, compared with model group; ¢: P< 0. 01, compared with conr

trol group
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Table 3. The effects of drugs on TC and TG of cardial muscle
and vessel (x s, ¢/1).

TC TG
Groups
CM Vessel CM Vessel
Control 5.97%0.6 7.5312.0 8.9+2. 3 28 +7
Model 13.4%4.2¢  14.6%3.5° 11.6x1.7° 56 +15°
H 8.7%1.7° 12.2%4. 1 4.9%2 0 30 £10*
OE 8.9%2. 6 10.1%1.5 7.81%2.9° 38 t14°

CM: cardiac muscle. a: P< 0. 05, compared with model group; ¢: P< 0.

01, compared with control group

. EFKAREFEHREE.
Figure 1. Microscope graph of aortas lintima.

A: OE group (HE x 200) ;

B: model group (HE x 200) .
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Table 4. Effects of drugs on atherosderotic plaque of aortic and coronary artery in quail.
Aorta ( Grade) Coronary artery ( Grade)

Group

0 1 2 3 4 total 0 0.5 1 2 3 4 total
Control 1 15 0 0 0 15 12 4 0 0 0 0 2
Model 0 1 8 6 1 39¢ 3 2 7 2 2 0 18°
H 6 3 4 3 0 20 8 8 0 0 0 0 4
OE 9 4 3 0 0 10° 13 1 2 0 0 0 2.5"

b: P< 0. 01, compared with model group; ¢: P< 0. 01, compared with control group.
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Figure 2. Microscope graph of coronary arterios lintima.
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Table 5. The effects of drugs on serum SOD and MDA.
Group SOD (kNw/L) MDA (mmol/L)
Control 451.6£35.6 116.4*17. 4
Model 284. 51351 626.8 £131.3
H 289. 8 £66. 6 605.6187.4
OE 415.5%72.5* 650.8£79.7

a: P< 0. 05, compared with model group.
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New finding on the pathogenesis of atherosclerosis.





