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Study on the expression of PPARs and NFkB in endothciial cells

of hyperlipidemic rats
HUANG Ying, et al

(Department of Cardiology , College of Clinical Medicine , Chongqing Medical University)
[Abstract] Objective: To investigate the expression of PPARa, PPARY and NF«B in the aortic endothelial cells of the normal and
hyperlipidernic rats and the change of IL — 6 with the treatment of {ibrates in vivo. Methods : The hyperlipidemic rat was established
by feeding the high cholesterol {ood. The expressions of PPARa, PPARY, NF«B and IL. — 6 in endothelial cells located in the aorta were
presented by immunohistochemistry. The alteration among the PPARa, PPARY and 1L — 6 in the hyperlipidemic rat with the treat-
ment of gemfibrate and bezafibrate was observed. Results : There was a weak expression of PPARe, PPARY,NF«B and IL -6 in the
normal rat aorta endothelial cells, which were all enhanced in the hyperlipidemic rat. NF«B was drastically presented. After the treat-
ment of gemfibrate and bezafibrate the expression of PPAR« increased, while that of IL - 6 decreased relatively, but NF«xB expression
was not directly influenced. Conclusion : The expressions of PPARs and NFkB increased in hyperlipidemic rats. Fibrates may relieve

the secretion of inflammation factors in vivo to some degree through the activation of PPARs.
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1.1 44t EH KRR 3 A EH KRB 4 B Gemli-

HEPE Wistar KB, B8 K BERER 2 3485 b0 2 i
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Sigma 2 7] ) s Gemfibrozil (I8 78 5 i #0125 3 A% 15 & BB 2>
Al): PPARa, PPARY NFxB.IL — 6 & s 4K ( £ E San-
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FEAIEER AR T sGN2000 - B B @ B4 537 £
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1.2 Fi#%
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— O EIAIR, I Smine 1000 FEEEHIH DAB 5K, T
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KB, SRR B 30min, B R KBE, LA, S~ 10min.
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1.2.2  SHRIMAF K R R A 2 37
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B #5000 1M A ( TCL TG .LDL HDL) - B F Bh ki &% i
{77 /K% 0 15 1 PPAR«, PPARY  NFiB 1 IL - 6 932
ik.
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diet group) .4 FL B G (R R 40 KRG B R 10 K
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st

B I BBk R A A LA e el BB S ]t i 462 000 1,
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e a—— | 75 1 E A B

Gem 2 Beza #H KR A POgicEis)
TC 1.49£0.03 [.59+0.02 1.6320.03 1.92£0.027 4.4741.50"
TG 0.72+0.13 0.5540.15 0.50+0.18 0.3540.16 0.48%0.15
LDL 0.52+0.10 0.954+0.03% 0.94+0.028 [.24+0.03° 3.62+1.20°
HDL  0.42%0.10 0.3940.15 0.4020.20 0.31£0.15 0.35+0.15

S HAMALES » P<0.05:; SIEE R, Gem. Beza tE 3 P<0.05; SIEH KEA S P<0.05
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BiA EE R 7 = 5 MAE K B

TR B Gem #H Beza ¢4H Xt R 4H
PPARa 0.35%0.05 0.39+0.02 0.60+0.02" 0.62+0.03" 0.53£0.03"
PPARY 0.32%0.03 0.38+0.04 0.54+0.03° 0.61+£0.02" 0.52+£0.04"
IL-6 0.30+0.107 0.53%0.03 0.37%0.057 {).35+0.037 0.60+0.06
NFkB  0.25+0.03 0.49+0.043 0.40+0.03% 0.42+0.03% 0.5720.03%

F:HESKRILE SP<0.05; 5% B4 LR P<0.05-
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P89 EAA BRI OB IRER ) ALK A
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SUFBA 2 e 15 L I 40 Mg ok B A I 3
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