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Table 1 Indexes about lipids of the model group and the control group(x+s)
43 # (Group) K6 48 Fk (Index ) TC HDL LDL TG
IR Pre 2.60+2. 13° 1.48+0. 48" 1. 170. 90" 0.58+0. 39"
FERIZH 44 A 4 months 14. 48+7.75" 2.17£0. 47" 13.55+8. 12" 0.69£0. 59°
model group 8 1~ H 8 months 12.51+6. 20" 1.96+0. 76" 11.63+6. 82" 0.96+0.99"
(n=435) 124 12 months 13.35+7.32" 1. 86+0. 69" 11.90+7. 56" 1.25+1.40"
184 H 18 months 10. 71+5. 74" 1.770. 68" 9.78+5.96" 1.22+1. 72"
ST Pre / / / /
it B 41 41 H 4 months / / / /
control group 8 1 H 8 months 2.2520.53° 1.3120. 46 0.95+0. 34° 0.92+0. 45°
(n=369) 124 H 12 months / / / /
184~ 18 months 2.4220. 54° 1.3420. 42° 1.17+0. 38" 0. 88+0. 58"

{E:TC, HDL, LDL, TG B340 mmol /L, [R5 5B [ 378 22 5 A 3 (P>0.05) , 5B ] 378 22 5 ) 2 3% (P<0.01)

Note : The units of TC, HDL, LDL and TG are all mmol/L, The same letter in the same trade means no significant difference ( P>0.05) , while

different letter means significant difference or extremely significant( P<0. 05,P<0.01)
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Establishment and Analysis of Hyperlipidemia Model in Cynomolgus Monkey

YANG Yongli, LI Feng, WANG Yunlong, LIU Faqin, ZHOU Guochun,

GAO Shiping, XU Zichen, XU Yongde
(Kunming Biomed International, Kunming 650550, China)

Abstract: Objective To establish Cynomolgus monkey model of hyperlipidemia. Method Cynomolgus were feed
by high fat diet, the levels of total cholesterol ( TC), high-density lipoprotein ( HDL) , low density lipoprotein
(LDL) , triglyceride (TG) of the Cynomolgus monkey were determined at 4, 8, 12, 18months for analyzing the
trend of each paramaters above. Result ~ When it was 4 months, the level of TC, HDL, LDL were higher
significantly than that before feeding the high fat diet (P<0.01). When it was 8 months, the level of TG was higher
sifnificantly than that before feeding the high diet( P<0.01). And the levels of TC, HDL, LDL and TG of model
group were significantly different from that of the control group (P <0.01) at 8 months, 18 months. At this
experiment, TC, HDL,LDL, TG all showed a increase trend, expecially the levels of TC and LDL much higher than
the normal levels of Cynomolgus monkey. Conclusion Cynomolgus monkey of the model group has the feature of
high total cholesterol and high low-density lipoprotein cholesterol, the method to establish Cynomolgus monkey
model of experimental hyperlipidemia was feasible.
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Establishment of Hepatic Fibrosis Model Induced by CCl, in Inbred C5S7BL/6 Mice

LIU Susu, HUO Guitao, WANG Chenfei, FAN Changfa

( 1.Institute for Laboratory Animal Resources National Institutes for Food and Drug Control, Beijing 102629, China)

(2 National Center for Safety Evaluation of Drugs, National Institutes for Food and Drug Control, Beijing 100176, China)

Abstract. Objective Compared the effects of different doses of carbon tetrachloride induced liver fibrosis in
inbred C57BL/6 mice, in order to established a stable liver fibrosis model for the study of liver diseases and related
drug mechanisms. Method The 5-week-old C57BL/6 mice were subjected to high, medium and low dose by
CCl,, after the experiment collected blood and liver tissue to detect the levels of plasma alanine aminotransferase
(ALT), aspartate aminotransferase ( AST) and liver pathology. Result After the induction of inbred C57BL/6
mouse drug, the medium and low dose group could survive for 8 weeks, the increase of serum transaminase content
and the pathological changes of liver tissues had a dose-time effect, and the mice with severe pathological changes
had a large area of liver tissue necrosis and were wrapped by fibrous tissue. Conclusion Eight weeks after
administration of 10% carbon tetrachloride , inbred C57BL/6 mice were induced to form a stable mouse model of
liver fiber.

Key words: Inbred C57BL/6 mice; carbon tetrachloride; Liver fibrosis



