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[ ABSTRACT]

(ApoE" /7 ) mouse treated with piogitazone.

Atheroslcerosis;  Adiponectin;  Piogitazone

Aim To investigate the change of aortic atherosclerosis and plasma adiponectin of apolipoprotein E knockout
Methods 9 male mice of C57BL, 17 weeks aged, were fed with common food
for 4 weeks as simple control group.  In addition, 31 same age male mice of ApoE~ '~ were fed with high fatty food for setting up
atherosclerosis animal models, and these mice were divided into three groups at random including: model group only receiving high
fatty food for 4 weeks, low-dose treated group receiving piogitazone administered via gastric tube at 10 mg/(kg®d) for consecutive
4 weeks, higlr dose treated group receiving piogitazone administered via gastric tube at 20 mg/ (kg*d) for consecutive 4 weeks.

Results The

plasma levels of total cholesterol, low density lipoprotein cholesterol and high density lipoprotein cholesterol in all Apok™ "~ mice

The change of aortic atherosclerosis and levels of plasma adiponectin, plasma lipids of all mice were analyzed.

were significantly increased than those in control group ( P< 0.01) ; The plasma adiponectin level in model group was significantly
decreased than that of control group, but the plasma adiponectin was elevated and the lesions of aortic atherosclerosis were inhibit-
ed in two treated groups, moreover, these change were more significant in higlr dose treated group (P< 0. 05) . Conclusions
Pioglitazone inhibits aortic atherosclerosis in ApoE” "~ mice, and these effects may be related to plasma adiponectin level -

creasing.
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fna i mENERA&WE AT ETH
BRGARANE KA R ZEEFRERAEYE =
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MR, RANBYA;, FR3 AEARBEEEEES
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HEEE (P> 0.05, % 1),
2.2 IMEREEZRKFE

BRI 35 MR B R K P B BT X R, 2 R
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x1. REFETHERMAE. MEBEREKRKE

gy 4l WEREIN (g) TC (mmol/L) TG(mmol/L) LDLC(mmol/L) ~ HDLC(mmol/L) ARG 25 (Ug/L)
X HE 20 2.42%1.87 2.74%0.71 1.22%0.55 0. 84 £0. 47 1.38 £0.29 18.96 4. 89
HLYZH 2.32%1.80 21.98 4. 20 1. 36 £0. 62 15. 59 *6. 64" 3.37%1.32% 12. 41 £3. 84°
T E T A 3.00%1.52 23.6117.18" 1.36 £0. 49 16. 82 19, 43 4.15 £0. 29" 18.78 £7.24¢
IR IT 4 1.68%1.42 25.58 £5.70 1. 83 £0. 57 20.32£5.25" 4.33%0.91 24. 00 *4. 717

a A P<0.05 b N P<0.0l, 5XIBAIL; ¢ P<0.05 SEAILALL; d N P<0.05, SIKFIERITLLL.
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