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ZH(B ZH) .apoB-100 2 IKZH (C 41) , B340 12 K, B .C /NS TR Z IR T T e i 48, A 4/ T R S S5 AR g A 3
K, AN R SE 25 JH J5 2F bS8 ELISA KR FME 1oG BUORm I, AR AR ASUR I 454 /0N BT 37 68 T 1 2 total
cholesterol, TC) . H ¥ =ik (triglyceride , TG ) %5 & AR A B (low density lipoprotein cholesterol, LDL.-C) A= e =
[& B (high density lipoprotein cholesterol , HDL~C) 7K, 4L O Ye a5l 32 sh ik AS iR BEHe AR A H S48 B TR AW FUE
S5 (1)B 4R C 20 B R A8 Jm P A B 48 2 TR (1:962.5 vs. 1:0.121 1= 9.522, P=0.000; 1:1108.3 vs. 1:0.121,1=7.531,
P=0.000) , 22 5 B A Geita# 5 ;B 4R C 20 YR S I 7 S0 AT B 120 T A BT (103 582.9 vs. 1:0.121,¢=11.972,P=
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95 e R IA G X (1=3.522,P=0.009;:=3.179,P=0.007) , (2)B ZHIXIILHE TC(16.03 = 1.49) TG(1.72 + 0.12) LDI-C(2.15 =
0.16) 7K FHMET A 41(23.44 +1.72.3.01 £0.26 3.04 = 0.28) ,HDL-C 7K (2.87 £ 0.17) 55T A £H(1.82 + 0.11), Z R4 51T
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Effect of apolipoprotein B—100 subunit poly peptide immune on levels of lipid

and areas of atherosclerotic plaque in ApoE—/-mice
Li Yongqiang, Wang Lixia, Wang Shanling, Qian Peng
(The sixth Department of Cardiovascular ,Henan Provincial People’s Hospital)
[ Abstract] Objective:To observe the influence of apolipoprotein B—100(apoB-100) subunit poly peptide immune on atherosclerosis
(AS) of ApoE-/-mice. Methods: ApoE—/-mice were randomly divided into three groups:group A(model control group) and group B
(apoB-100 p45,apoB-100 p143 and apoB-100 p210 mixture group),group C (apolipoprotein B—100 intact peptide group),with 12
mice in each group. Mice of groups B and C were given polypeptide subcutaneous immunization while those in group A was given
normal saline with same volume. All animals were executed after 25 weeks’ high fat diet. Enzyme linked immunosorbent assay was
performed to detect specific IgG antibody. Total cholesterol (TC) ,triglyceride (TG) and low density lipoprotein cholesterol (LDL-C)
high—density lipoprotein cholesterol(HDL—-C) levels in serum of experimental mice were detected by biochemical analyzer. The ratio
of AS plaque area against lumen area was measured by image analysis software after HE staining. Results; (1) After the first immu-
nization , group B and group C had significant higher level of antibody than before (1:962.5 vs. 1:0.121,:=9.522,P=0.000;1:1108.3 vs.
1:0.121,1=7.531,P=0.000). After the second immunization, group B and group C got significant higher antibody than before (1:
3582.9 vs. 1:0.121,:=11.972,P=0.000; 1:3824.8 vs. 1:0.121,:=8.220,P=0.000). After the second immunization, group B and group

C got higher level of antibody than first immunization (1=3.522,
P=0.009;:=3.179,P=0.007). (2)Serum TC (16.03 + 1.49),TG
(1.72 £0.12) and LDL-C(2.15 £0.16) were significantly lower
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in group B than in group A (23.44 +1.72,3.01 £0.26,3.04 £0.28) while HDL-C levels (2.87 £0.17) was significantly higher in
group B than in group A(1.82 £0.11) (¢1=3.289,P=0.027;:=2.766,P=0.031;:=3.025,P=0.029,:=4.187,P=0.001). TC(17.94 + 1.55),
TG(1.88 £0.15) and LDL-C(1.97 £0.14) were significantly lower in group C than in group A while HDL-C levels(3.01+0.39) was
significantly higher in group C than in group A(1=4.209,P=0.001;¢=5.116,P=0.000;:=6.025,P=0.000;¢=3.157,P=0.026). (3)AS sever—
ity was lighter in group B and group C than in group A and ratio of AS plaque area against lumen area was lower in group B and

group C than in group A(4.59 + 1.41 vs. 17.6 +5.36,1=3.465,P=0.021;3.87 +2.05 vs. 17.6 + 5.36,1=2.992,P=0.030). Conclusion :

apoB-100 subunit poly peptide immune may regulate the formation of AS by adjusting the blood lipid metabolism of ApoE—/- mice.

[Key words Japolipoprotein B-100; atherosclerosis ; ApoE~/-mice

AR TR o i I 7R A i 25 4 T
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B PUZS-300) 2 /)N BRI HH i 37 S IE 5T (total cholesterol ,
TC)  H ¥ =B (wiglyceride, TG) 1% % FE Big 25 11 L[5 B (low
density lipoprotein cholesterol , LDL~C ) Fll =% 3 JIg 8 11 JJH 3] fit
(high density lipoprotein cholesterol, HDL-C) 7K,
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Fig.1 Comparison of arterial cross—sectional atherosclerotic lesions of ApoE—/—-mice in each group ( oil red O staining,200 x )
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