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Fig.1 Effect of Naoshuantong capsule (NST) on serum
total cholesterol (TC) in ApoE™~ mice

Note: compared with the model group, ™ P<0. 01
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Fig.2 Effect of Naoshuantong capsule (NST) on
serum triglyceride (TG) in ApoE™ mice

Note: compared with the model group, ™ P<0. 01
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Fig.3 Effect of Naoshuantong capsule (NST) on serum low
density lipoprotein-cholesterol (LDL-C) in ApoE ™~ mice
Note: compared with the model group, ** P<0. 01, *** P<0. 001
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Fig.4 Effect of Naoshuantong capsule (NST) on serum high
density lipoprotein-cholesterol (HDL-C) in ApoE™" mice
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Establishment of Nucleic Acid Detection Method for Experimental Animal Ferret

Aleutian Disease Virus

ZHAO Peng'®, GUO Zhi', TONG Wei', XIANG Zhiguang'
(1.Institute of Laboratory Animal Science Chinese Academy Medicinal Science , Beijing 100021, China)
(2.Beijing City University, Beijing 100083, China)

Abstract; Objective To establish a PCR detection method for Aleutian virus for the detection of ferrets Aleutian
virus in experimental animals. Method A pair of primers was designed with reference to the VP2 gene sequence of
Aleutian disease virus in Genebank. The PCR method was established to test the specificity and sensitivity, and the
experimental samples of ferrets feces were screened. Result The sequencing result showed that the designed
primers can specifically amplify the 531 bp gene fragment of VP2 of Aleutian disease virus; There were no
unspecific amplification when the following experimental animal DNA virus were used as templates in ADV PCR
reaction; mouse Polyoma Virus, Minute virus of mice, Canine Parvovirus, Herpes Simplex virus, Ectromelia
virus, Sendai virus, Mouse adenovirus; the nucleic acid plasmid with a sensitivity of 90. 6 copy/ L was obtained.
A total of 39 samples of ferrets were tested and no Aleutian virus nucleicacid was detected. Conclusion The
current ADV PCR detection method shows applicable specificity and sensitivity, which can be used as a pathogen
detection method in the screening of ferrets Aleutian disease virus in experimental animals.

Key words: Ferret; Aleutian disease virus; PCR; specificity ; sensitivity
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Influence of Naoshantong Capsule on Blood Lipid Levels in Atherosclerotic Mice

LIU Tingting', SUN Fangling', ZHAO Xueqing’, ZHENG Wenrong',
TIAN Xin', ZHU Zixin', GUO Deyu', WANG Wen'

(1.Department of Experimental Animal Center, Xuanwu Hospital of Capital Medical University, Beijing Geriatric Medical Research Center,

Beijing 100053, China) (2. College of Life Science, Beijing Institute of Technology, Beijing 100081, China )

Abstract. Objective To observe the effect of Naoshuantong capsule on blood lipid levels in atherosclerotic mice
and further explore its related mechanism of treatment on stroke. Method Six weeks old ApoE™ mice were fed
with western diet for 12 weeks and randomly divided into three group: model group, Naoshuantong low dose group
and Naoshuantong high dose group. The high and low dose group were given intragastric administration with 1.0 g/
kg and 0.5 g/kg for 12 weeks, respectively. The model group was given normal saline of equal volume distilled
water. After 12 weeks administration with Naoshuantong capsule, serum was collected from the abdominal aorta for
lipid levels measurement. The levels of serum lipids TC, TG, LDL-C and HDL-C were detected by enzyme method.
Result Compared with model group, Naoshuantong capsule low group and high group both could decrease the
levels of TC, TG, LDL-C significantly, but there was no influence on HDL-C. Conclusion Naoshuantong capsule
could regulate the level of blood lipid, and its mechanism of treating stroke may be related to this pathway.

Key words: Atherosclerosis; ApoE™ ™ mice; Naoshuantong capsule; blood lipid level



