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[ ABSTRACT ] Aim  To investigate the effects of nicotinic acid on the atherosclerotic plaques formation and os-
teopontin (OPN) mRNA expression of aorta. Methods 16 New Zealand white rabbits were fed with high-fat diet for 8
weeks, and then were randomly divided into two groups: (1)hyperlipidemia group (n =8) ; maintained high-fat diet for 6
weeks; (2)mniacin treatment group (n =8) : the same fat diet supplemented with niacin [200 mg/ (kg - d) ] for 6 weeks.
Control group (n =8) was fed with normal diet for 14 weeks. At the end of the study, all rabbits were sacrificed to detect
the histopathological changes and OPN mRNA expression of the aortas. Results Rabbits fed with high-fat diet showed
more aorta endometrial thickness, plaque area and OPN mRNA expression (all P <0.01). Compared with hyperlipi-
demia group, rabbits treated with niacin showed less aorta endometrial thickness, plaque area and OPN expression (all P <
0.01). Correlation analysis suggested that expressions of OPN mRNA (r =0.888, P <0.01) and OPN protein (r =
0.821, P <0.01) were positively correlated with area of atherosclerotic plaque, expressions of OPN mRNA (r=0. 874, P
<0.01) and OPN protein (r=0.818, P <0.01) were also positively correlated with intimal thickness of aorta. Con-
clusion Niacin’s role of anti-atherosclerosis not only is due to its lipid-lowering effect, but also may be related to its OPN

expression-lowering effect.
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Table 1. Changes of area of atherosclerotic plaque and inti-

mal thickness of aorta in three groups (x =s)
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A IEHF A IRZE B SR IR MUAEZH , C o IARR AL,
Figure 1. The aortas of rabbits in three groups dyed by HE stain ( x100)
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Figure 2. The expression of OPN proteinin in three groups (immunohistochemistry, x 200 )
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Figure 3. The expressions of OPN mRNA in three groups

a N P<0.01,51E% %}

8 y=10.452x-19.345
80 R2=0.6734
r=0.821
P<0.01

‘e * 0

OPNZEH

1200 y=11.992x-13.388
R2=0.6686 R
100 r=0.818 .
i 80 P<0.01 , s
4';;.( 60
£ 40 *
20 .
0 : ¢
0 2 6 8 10

4. OPN EERIZESE B ERE A IEEENEX S

Figure 4. Correlation analysis between expressions of OPN protein and area of atherosclerotic plaque, intimal thickness of aorta
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Figure 5. Correlation analysis between expressions of OPN mRNA and area of atherosclerotic plaque, intimal thickness of aorta
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nase, MMP) ;=4 | E— 25 UK RAE R ) L, P it T
As I RAFIRRE

FARR T 95 OPN 2R3A pHLa H |if i A 58 4
ATEES LT A K (1) JHRR A AR 1T, JA R
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£ H 1 ( monocyte chemotactic protein-1, MCP-1) | Ifil
BRI EL 53 T 1 ( vascular cell adhesion molecule-
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sion molecule-1,ICAM-1) . HAaEAA £ 1 (interleukin-
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