CN 43-1262/R # EF)fkhE b 44 & 2006 5 14 55 9 775

[XEHS]  1007-3949( 2006) 14-09- 077503 « SLIGAAZT.

A% I TR A 2 e i AR /DS BRRY B 1E Bh ik ks i A4k

FieHE, ERE, KERL, XIEX
(AFKRFEFHRSLEFTAN, 2T aEFHFHRETLRRE, LFTTF 100083)

[X817] »EFLHREAMS, HABEFOELARHKBIR;, HHZm FHREERNL, BEORGE

[ FE] HE AHTS OB ENaRBERedn 22 THEOBEREE &S E AR

éﬁ/mgﬁmﬂ'm BsAn e B EE dn JE SRR, Bk R TREARUBERBEG E L B8 R 090X dh
g, RRBEEAGEEAREQRBEEGKT, AN E LT IR ENRALEAETTHRBERLAT T ER

M, LR RKAMABHG DR LR T HEZBRAMEE S E L RS K69 3.8 45(5.904 £0. 505 b 1. 536 %0.

860 g/L), ok E e B B L wh A 3 G E A& QAR AN T £ R, A J‘mﬁﬁlﬁ]ﬂf]ﬂ/i‘%ﬁmuﬁkiﬁf

BB AEE AR AL, BES @ AR b A BN AR89 37.2% £10.7% ¥ 44.6% L18. 1%, 2z ML R F 2 %. & HEE

E AR H s 405 & G B Iy B 5 1 B AR TT A I b 3 o b = 8538 5, faﬂ}ikﬁﬁ%ﬁimﬁiﬁmﬁﬁﬂﬁ X T fE ’3

A0 F B B3R AR & & N6 B B 0 E PR AR R A K A S R R B AR AL A R VR A K.

[FESES] R363 [ SCRAFRIRAS] A

Development of Spontaneous Atherosclerosis in Inherited Combined Hyperlipidemic Mice
WANG YaNan, XIAN Xuwr De, ZHANG Xiao-Hong, and LIU Guo Qing

(1. Institute  Cardiovascular Science, Key Laboratory o Molecular Cardiology, Ministry o Education, Peking University, Begjing 100083, Chi-
na)

[ KEY WORDS]| Apok-deficient Mice;  Triglyceride;  Atherosclerosis;  Lipoprotein Lipase

[ ABSTRACT] Aim To study the development of spontaneous atherosclerosis in combined hyperlipidemic mice. Meth-
ods Comparison of apolipoprotein ( Apo) E/lipoprotein lipase ( LPL)-double deficient mice with ApoE- deficient mice on the plas-
ma triglyceride (TG) , total cholesterol (TC), high density lipoprotein (HDL) as well as the atherosclerotic lesion area of the aortic
root and the whole aorta. Results  ApoE/LPL- double deficient mice had an approximately 60% and 380% increase in total
cholesterol (7.237 0. 448 and 4. 435 1. 892 ¢/L) and triglyceride (5. 904 F0. 505 and 1. 536 0. 860 g/L) respectively, but
high density lipoprotein was not significantly different from ApoE deficient mice.  The atherosclerotic lesion area of the aortic root
and the whole aorta were also not significantly different between the 2 groups of mice. Conclusion ApoE/LPI: double defi
cient mice display significantly higher plasma TG and Ch levels than ApoE deficient mice but the spontenous atherosclerotic lesions

are not different.
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