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[ Abstract | Objective  To determine the expression of cyclooxygenase-2 ( COX-2) and membrane
associated prostaglandin E-1 (mPGES-1) in a rabbit model of atherosclerosis and determine the effects of ator-
vastatin on the expression. Methods  Forty male New Zealand rabbits (3 months old) were fed with normal
diet ( blank-control group, n =8) and high-cholesterol diet (n =32) respectively for 8 weeks. Then, the high-
cholesterol diet rabbits were subsequently assigned to receive non-treatment ( simple atherosclerotic model
group) , and treatment groups with atorvastatin at 2.5, 5 and 10 mg/ (kg -« d) respectively (n =8 for each
group ). Six weeks later, all rabbits were sacrificed and their coronaries were removed. The expression of COX-
2 and mPGES-1, and serum levels of total cholesterol (TC) , triglyceride (TG) , high-density lipoprotein cho-
lesterol ( HDL-C) , low-density lipoprotein cholesterol ( LDL-C) and very low-density lipoprotein cholesterol
(VLDL-C) were evaluated respectively. Results  Compared with the blank-control group, the expression lev-
els of COX-2 and mPGES-1, and the serum levels of total TC, TG, LDL-C and VLDL-C were all significantly
increased, and HDL-C was significantly reduced in model group( P <0.05). After being treated by atorvastatin
with 5 mg/ (kg + d) and 10 mg/ (kg - d), the levels of COX-2 and mPGES-1, and TC, TG, LDL and VLDL
were significantly decreased, but HDL was increased compared with the corresponding values of the model rab-
bits (P <0.05). Conclusion  Atorvastatin may play anti-atherosclerotic inflammation role through down-reg-
ulating COX-2/mPGES-1 and reducing blood lipid.
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x2 AEFEMELMBITFR 6 AR, &AK%MEF TC TG .LDL-C VLDL-C HDL-C K EHRETLR I (n =85 5)
TC(mmol/L) TG(mmol/L) LDL(mmol/L) VLDL(mmol/L) HDL( mmol/L)

0 8 JH 14 0 8 JH 14 0 8 JH 14 0J 8 JH 14 0 8 JH 14
AL 1732026 1.75+0.73 1.73+0.79 1.0720.5 1.11+0.38 1.09£0.47 0.60=0.17 0.64£0.12 0.62+0.16 0.54%0.21 0.52+0.24 0.56+0.18 1.05+0.12 1.070.09 1.04+0.14
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BRI 1.8620.25 26.46 +£0.872 26.46 +0.872 1.08£0.52 2,03 £0.212 1.9 +0.228 0.6920.15 15.32£2.792 15.97 +2.102 0.52+0.23 1.28+0.092 1.27+0.102 1.0320.14 (.58 £0.052 0.59 +0.062
T 1.84+0.27 27.08+0.232 25.26+1.98 1.05+0.66 2.02+0.23a 1.97+0.20 0.70+0.13 14.98 +3.012 14.79+3.23 0.56+0.19 1.26+0.10a 1.25+0.11 1.06+0.11 0.59+0.032 0.56+0.07
BRI 1.82£0.28 26.32+0.712 21.32 0. 13D 1.10£0.32 2,04 £0.182 1.86+0.19P 0.65+0.20 14.67 +2.992 12,01 +2.13b 0.51 £0.20 1.27+0.082 1.04+0.12b 1.02£0.15 0.56 £0.092 0.62 0. 15>
TEITMAL 1.85+0.25 27.11 +0.192 20.08 +0.09b 1.06+0.63  2.02+0.208 1.79 +0.12b 0.72£0.09 14.98 £3. 118 10.87 £1.99b 0.55+0.17 1.26+0.112 0.77 +0.14b 1.03+0.11 0.60+0.032 0.69 +0.00b
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