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Regulation of peroxisome proliferator activated receptors-y on inflammatory reac-

tion in left ventricular hypertrophic rats

WANG Yong, XIAO Ying-bin ( Department of Cardiovascular Surgery, Xingiao Hospital, Third Military Medical University,
Chongging, 400037, China)

Abstract: Objective To investigate the effects of rosiglitazone, an synthetic ligand of peroxisome prolif-
erator activated receptor-y( PPAR-y) on the expression of proinflammatory factors in rats of myocardial hyper-
trophy. Methods The rat model of hypertrophy were established by coarctation of abdominal aorta in male SD
rats, and the rats with myocardial hypertrophy were treated with rosiglitazone or physiological saline (n =10 for
each therapy). Some rats underwent sham operation and were given rosiglitazone or physiological saline (n =10

| -1 SR
' +d” was given inlra-

for each therapy). Rosiglitazone at the dose of 4 mg + kg™ » d ™' or saline of 1 ml = kg~
peritoneally for 1 week after postoperative 4 weeks. Another 9 rats served as control. Hemodynamics, ventricu-
lar hypertrophic index, TNF-a, PAF, MPD, PPAR-y and NF-kB were detected in all rats at postoperative 5
week. Results Significant hypertrophy was found in the left ventricle in rats undergoing the coarctation of ab-
dominal aorta. The myocardium level of TNF-a, PAF, MPD was higher in rats with myocardial hypertrophy
than in rats undergoing sham operation at postoperative 5 weeks (P <0.01). NF-kB was activated in rats with
myocardial hypertrophy. Rosiglitazone could decrease the activation of NF-kB, induce PPAR-y mRNA expres-
sion and reduce the expression of the three proinflammatory factors in rats with myocardial hypertrophy (P <
0.01). Conclusion Rosiglitazone, a synthesized ligand, may regulate inflammation through inducing PPAR-
v expression and then reducing NF-gB activation in myocardial hypertrophy caused by overpressure load.
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TCC G 5'. J 2 P-ATP, 7 T4 % B0 1 1K 2 1% 1 I o G
(10 U/p) fERT R, BRic NE-xB SERTFREREE . fRic)E i
T B e L WAk, - 20 CARAE, JEH T EMSA ) &
NF-kB {1k, @ EMSA |52 NF-xB { ¥4 : NF-xB 3§ P & 4l
i EMSA ) S #4F ( 3218 PIERCE 24v#]) .
1.6 %t F o

Bl v £ Fon . F SPSS 10, 0 GEiHRR IR 0T ¢ K5

2 HR

2.1 BMAXRbAHAFASCEERIEF TILHFE
A& 1

#1 KRS EEPIERA I (X £5)

415 i e FIHEH frE b L’?ﬂ FEERFHA Tji_iJﬁijLPr Jf;r_é’.H-;J'i R SEEE ik He
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cH4 9 2.36+1. 30 0.67 £0.,05 423 14 4, 2+0,6 5765 £279 4 442 +201 119. 5+10.1
ST 10 2.36 +1, 21 0.68 £0.07 425 212 4. 2+0.8 5833 £319 4378 £ 121 118.0 £ 14. 2
St 10 2.30£1. 30 0.66 +0.03 410 +17 4.1+1.1 5743 £122 4315 £139 120.0 £20.6
H-# 10 2.91 +1. 23% 0.68 £0.05 450 + 194 10.3£1. 2 5014 £212¢ 3 895 +200% 198.0 £22, 6%
H*#H 10 2.88 +1. 10® 0.67 £0.03 440 218 9.1 +1. 34 5333 +128" 4015 +169* 178.0 + 16,24
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G4l 9 125.61 +6.22 8.87 £1.11 15.49 £2.06
S 10 131.11 £5.98 10.65 +2.21 17.21 £4.34
St 10 110.34 £3.76% 6.78 £4.65 10.33 £2. 18
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