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[ ABSTRACT]

low- dose aspirin on atherosclerosis progression in an apolipoproteir E knockout ( ApoE’") mice model.

Inflammation; ~ Atherosclerosis;  Specific Cyclooxygenase-2 Inhibitor;  Celecoxib;  Aspirin

Aim To observe the effects of treatment with celecoxib, a specific cyclooxygenase 2 inhibitor, together with
Methods & week-old
ApoE"™ mice fed on a westenr diet were devided into group aspirin ( n= 10), group aspirin+ celecoxib (n= 11), and group
placebo (n= 8). Aspirin, aspirin+ celecoxib and placebo were given respectively by oral gavage. ~ Wildtype mice fed on a
normal diet were as normal control group ( n= 6) . At 16 weeks of age, serum total cholesterol (TC) and triglyceride (TG) were
Results
TC and TG levels was found either in group aspirin or in group aspirin+ celecoxib compared with group placebo (30.2 5.5
mmol/ L and 28. 6 £6. 2 mmol/ L vs 37. 8 8. 1 mmol/L, P< 0.05, P< 0. 05); However, there was no significant difference

Oil red O staining showed that mean plaque size in arotic root was significant smaller either in

determined, atherosclerotic lesions in arotic root were evaluated by oil red O staining. A small difference in serum

between the two treatment groups.
group aspirin+ celecoxib or in group aspirin compared with group placebo (P< 0.01), and it was much smaller in group aspirin
+ celecoxib (0. 042 £0. 026 mm? vs 0. 068 £0. 022 mm?, P< 0.05).

level of TC in ApoE” mice; Celecoxib, together with low dose aspirin, can reduce the progression of atherosclerosis to a much

Conclusions Aspirin can slightly decrease serum

more extent
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Table 1. Serum lipid levels of mice at 16 weeks old

5 A JIFL [ H i = B
1E & X A 2.34%0.63 0.48 0. 32
Edmbilpopictsl 37.75£8. 14 2.32%0.67°
R =] VAR 4. 30. 16 £5. 50t 3.38 £0. 52
UM JE . .
BIALM R g 6046, 16™ 2.97 0. 61

H A

b: P< 0.01, 5IE# X HBALMEL; ¢: P< 0.05, 52 B 75 B M.
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HERAEERK, WA EEY R ZEFINEA BERKP H< 0.01, % 2, Table 2)

% 2. B R EFH AR BFNBCE B U XS B EE 5 H1(mm)

Table 2. Quantitative analysis of atherosclerotic lesion in aortic root of mice)

S A LR HIR JEE T AR RAE e B B A S5 s T A
WEH U 0.00 0. 683 £0. 129 0. 683 0. 129 0.00
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Figure 1. Atherosclerotic lesions in aortic root)
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