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[ ABSTRACT]

Pathology;

ferent periods and explore the influence of different diets on As progressof ApoE™ mice.

Apolipoprotein - Knockout;  Atherosclerosis;

Fatty Substance Metabolism;  Plaque Areae;

Aim To acquaint with atherosclerosis ( As) progress of apolipoprotein E~ knockout( ApoE™ ) mouse in dif-

Methods 40 ApoE™ mice with 6

week age, 20 mice among them were given west food diet and 20 mice were given common diet, 4 mice were randomly chosen in

each group at the period of 15, 19, 24, 28 and 36 weeks and sacrificed for pathological determination.

Results As of

ApoE™ mouse gradually aggravated with time passing, undergone a typical pathological course from fatty streak to atheromatous

plaque; As of ApoE™ mice with high fat diet were more severe than As of ApoE™ mouse with common diet.

Conclusions

ApoE™ mouse was a reliable model for As research; west food diet could accelerate As pathological progress of ApoE™ mouse.
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Table 1. Changes of lipids metabolism in the different diets and time of ApoE~ mice

a4 A n TC (mmol/ L) TG (mmol/L)  HDLC (mmol/L) LDLC (mmol/L) VLDL (mmol/L) TC/HDL
THEmad 15H 5 6.2010.63 1.0010. 41 1.48 10.27 1.31%0.41 3.4110.05 4.1912.33
19 4 5 12.08 £1.28 1.13%0.26 2.48 10.41 2.75*0. 47 6.8510. 40 4.87%3.12
24 4 5 12.74%1.52 1.05%0. 44 2.25 0. 46 2.24%0.78 8.25 0. 28 5.66 3. 30
28 A 5 13.78 £1.58 1.08 0. 21 2.1610. 14 2.97 £0. 38 8.65£1.06 6.3713.85
36 5 16. 06 £0. 56 1.75 %0. 25 2.38%0.48 3.79E1.02 9.8910.94 6.74%1.16
R 18 M 5 11.58 1. 16 1. 03 0. 42 2.28 0. 83 3. 89 +0. 84" 5.41 %0. 51° 5.08£1.40
19 5 14.56 £1. 11 2. 00 0. 29 3.59 £0. 28 4.53%1.14° 6.44 %0.25 4.05%3.96
24 5 18.10%1. 11" 2.28 %0. 50° 3.62%0. 11 4.34 %0. 83" 10. 14 0. 17* 5.00%1.09
28 J 5 19. 89 1. 06° 2.15 *0. 35° 3.26%0. 16 5.37 0. 58° 11.26 +0. 32 6.10%3. 36
36 5 23.08%1. 58" 2.53%0.17° 3.78 0. 26 5.94 0. 94° 13. 36 0. 38" 6.10 2. 07
a: P< 0.05, b: P< 0.01, 5[H &5 @E KA.
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Figure 1. Full diet apolipoprotein E= mouse As patho- advancement ( HE x 200)
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Figure 2. High fat diet apolipoprotein E- mouse As patho advancement ( HE x 200)
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Table 2. Changes of lumens areas and plaque areas in the dif-

ferent diets and time of ApoE~ mice

o g . MAEFEER PR M T AY
(mm?) (mm?) PRI AR
EEmadl 154 5 12.17%1.00  0.48 £0.03 0.0310.01
19 & 5 15. 12 0. 60 1.2530. 12 0.08 10. 01
24 J& 5 14.37%0.88  2.19%0.61 0.1510. 04
28 A 5 14.71%1.40  3.14%0.21 0.21 30.02
36 )& 5 15.25%1.06  4.22%0.94 0.28 £0. 07
mRRE Al 15 H 5 13.6730.67  1.2530.14*  0.0930.01
19 A& 5 1492117  2.4530.11°  0.16X0.01"
24 J& 5 15.1830.72  3.3330.41*  0.2230. 02"
28 5 14.6510.99  4.1430.43*  0.29 %0. 05
36 A 5 14.83%1.51  7.4630.46"  0.51 £0.07"

a: P<0.05, b: P<0.01, 5[ EREHLE.
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