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[ABSTRACT] Aim To nvestigate the effects of celastrol on the collagen m acrophage m igration inh b itory factor and
m atrx m etalloprotenase-9 expressions m the plaque of apoE gene knockoutm ice gene knockoutm ice M ethods 8-
week old apoEl gene knockoutm ice male, were divided randan ly into atherosclerosis model group and celastrol treanim ent
group( n= 6 in each group). 8-week old male C57BL /6] m ice were the nomal control The m ice in celastrol group
were given celastrol2mg/( kg® d) by mitraperitoneal niection for 4 weeks them ice i control group were only given e-
quivalent anount of dim ethyl sulfoxide (DM SO), and the contents of collagen m the aortic atherosclerotic lesions were de-
tected w ith Picrosirius Red staming  The expression of m acrophage m igration mhibitory factor and MM P-9 were detected
by mmunolgical histochem icalm ethod Results The area of lipid plaque in the mice treated with celastrol was
4270 74 1027 64 Bm’, sienificantly snaller than that of the model group 8971 19 1665 76 Hm’ (P < @ 01). The
contents of collagen n the atherosclerotic plaque was significantly higher m Celastrol group canpared w ith model group
(mean optical density Q 0275 +Q 0068 vs Q 0142 £Q 0054 P < Q 01). The expression of matrix metalloproteinase-9
was significantly decreased i celastrol group compared with the model group(mean optical density Q 0054 £Q 0020 vs
Q 0263 10 0080 P < Q 001). The expression of m acrophage m igration mhibitory factor was also significantly decreased
in celastrol group canpared w ith the model tgroup (mean optical density Q 0114 £Q 0016 vs Q@ 0227 £0 0039, P <
Q 001). Conclusions Celastrol can inhbit the progress of atherosclerotic plaque and pranote the stability of ather

(iR HHEI ] 2008-06-24 (MEEEHH#I]  2008-10-15

[(E£TIH | EFXARBFEEEIIA (30770851)

MEZRN T F4&F. WLt A, 236 B IW. BF 5 77 10 S 30 ik ok B 58 A 1t 2R Al 5 1 R, 186 &R B3 24 15811500527, Emaily raisesun@
163 can. BINAEZREIR, L, 8 = AT E I, 8342, LA 0 AR 50, 3 2 9556 0 9 R 9 WL 5 B 6 0F 9L, Bk & did o 023-
68765167, Email’l houyuanhu@ medm ial can. 2%, W 0F 502, 32 9R B2, WF 50 J7 180 A 5 Bk o6 4 0 4k 10 B 7l 5 16 PR, Email iy
08 cheng un666@ sma can.



802

ISSN 1007-3949 Chin J A rterioscler Vol 16 No 10 2008

oscl erotic plaque n apoE gene knockoutm ice, whichm ight be relative to its mhibition on the degradation of collagen and

expression of m acrophage m igration mhbitory factor matrx metalloproteinase-9 i atherosclewtic plaque of apok gene

knockoutm ice
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