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Table 1 Main components and nutrient

contents of Western diet

J L % BIRER i/ %
Sl ) el 81.85 el 15
bRl 18 KA E Y 47
JIHL [ gt 0.15 A& i 21

x2 WMEAHRCTNRARMFIEANREFRSE
Table 2 Main components and nutrient contents of

standard diet and C57 mice diet
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Table 3 Comparison of lipid levels in sera

among the 6 months old mice

4 5 TC TG HDL-C LDL-C

H6 21.30+0.86" 0.87%0.09 3.13+0.16*  5.16+0.75°
M6 15.60+2.01" 0.92+0.25 2.34x0.33>  2.50+0.72"
WT6 2.88+0.85° 0.98+0.29 2.19+0.95°  0.16+0. 06°

T A TR A JU 2422 57 (P<0. 05)
Note; Different uppercase indicate significant statistical difference
between at the significance level of 0. 05
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Table 4 Comparison of lipid levels in sera

among the 7 months old mice

ik TC TG HDL-C LDL-C

H7 20.45+3.83*  0.96+0.21  2.82+0.25" 4.70+1.13°
M7 15.30+1.61"  1.53+0.34  2.62+0.50* 2.30£0.31"
WT7 1.61£0.25° 0.83+0.15  0.96+0.23° 0.30+0. 25¢

T AR B AR BA GE it 2 2 57 (P<0. 05)
Note; Different uppercase indicate significant statistical difference
between at the significance level of 0. 05
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Table 5 Comparison of lipid levels in sera

among the 8 months old mice

20 51 TC TG HDL-C LDL-C

HS8 27.33+5.23*  0.91+0.18  3.32+0.30° 7.75+2.81°
M8 16.00+1. 19" 0.95+0.26  2.25+0.27" 2.67+0.51"
WTS 3.13£0.25°  0.83+0.13  1.82+0.22° 0.40x0.07°¢

I AR AAR BA G2 2 57 (P<0. 05)
Different uppercase indicate significant statistical difference between

at the significance level of 0. 05
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Fig.1 HE staining of 6 months old mice

Note: A. no lesions of aortic arch in WT6 group ;B. atherosclerosis in part of aortic arch in M6 group; C. atherosclerosis occurred mostly in H6 group
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Fig.2 HE staining of 7 months old mice

ote: A. no lesions of aortic arch in group ; B. atherosclerosis in part of aortic arch in group ; C. atherosclerosis occurred mostly in Tou
Note: A 1 f aort h in WT7 group;B. atl 1 part of aort h in M7group; C. ath It d tly H7 group
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Fig.3 HE staining of 8 months old mice

Note: A. no lesions of aortic arch in WT8 group ; B. atherosclerosis in part of aortic arch in M8group ; C. atherosclerosis occurred mostly in H8 group
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The Effect of Western Diet on the Apolipoprotein E Gene Knock out Mice

YANG Lin"?, LI Guiling', LIU Ke', DAI Lulu', LI Jinfeng', ZHU Yemeng', KUANG Shaosong'
(1.Guangdong Medical Laboratory Animal Center, Foshan 528248 ,China)
(2.South China Agricultural University, Guangzhou 510642, China)

Abstract. Objective To study the effect of western diet and standard diet on the blood fat and aortic arch
pathology of apolipoprotein E gene knock out mice. Method We feed 3 months old ApoE™" mice with western
dietary or standard diet for 3 months, 4 months and 5 months, respectively, then collect peripheral blood and aortic
arch. We use Automatic blood analyzer to detect lipid level in serum, and observe the formation of atherosclerotic
plaque through sectioning and staining.Result On the blood lipids detection, total cholesterol (TC) , low-density
lipoprotein cholesterol ( LDL-C) and high-density lipoprotein cholesterol ( HDL-C) in serum of mice feeding
western diet and standard diet were significantly higher than the control group. In addition to HDL-C mice 4 months
feeding, the lipid index of western diet lipid groups are significantly higher than the standard diet group on the same
age. On the stained sections, western diet aortic plaque and incidence of atherosclerosis are significantly increased.
Conclusion Both Western dietary and standard diet can induce ApoE™" mice showed AS symptoms, the effect of
western dietary is more obvious.

Key words: Atherosclerosis; ApoE ™ mice; blood lipid
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Comparison of the Viscera Coefficient of CMU/1 and CMU/2 Inbred Strains of Gerbil

MA Lanzhi', LI Ying'®, SHANG Shichen', HUANG Bin',

SHANG Yupu', WANG Dongping', CHEN Zhenwen’
(1.Academy of Military Medicine Laboratory Animal Center of the Academy , Beijing 100071, China)
(2.Department of Laboratory Animal Science, Capital University Medical of Medical Sciences, Beijing 100069, China)
(3.College of Animal Science and Technology, Jilin Agricultural University, Changchun 130118, China)

Abstract; Objective To determine the body weight and main organ weight of inbred CMU/1 and CMU/2 inbred
Mongolian gerbils, and to explore and establish the biological index system of main organs of Mongolian gerbils. It
provides the necessary parameters for animal experiments. Method The body weight and organ weight of the 3~4
month-old gerbil in the inbred line were analyzed statistically. Result The difference between lung coefficient
CMU/1 and CMU/2 inbred gerbils significantly, other no significant difference; Kendall coefficient (W) close to
1, the main organs of the overall development of better coordination; linear regression equation, the CMU/1 P<
0.05,CMU/2 in the liver, thymus, lung P<0. 05, two of the sample had a linear relationship between. The thymus
of the liver, spleen, adrenal gland, ovary, pancreas and CMU/2 of CMU/1 was positively correlated with body
weight. Conclusion There is significant difference in lung organ coefficient between CMU/1 and CMU/2 inbred
strains of gerbil, and there is no obvious influence on the organ coefficient of the gerbil in the inbred line.

Key words: Mongolian gerbil; Inbred line; Organ coefficient



