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Effects of fenofibrate on tumor necrosis factor-a expression induced
by lipopolysaccharide in neonatal rat cardiac myocytes
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[Abstract] Objective

tor on tumor necrosis factor-a{ TNF-a) and PPAR« expressions in neonatal rat cardiac myocytes. Methods Primary cul-

To examine the effects of peroxisome proliferator activated receptor alpha (PPAR«) activa-

tures of cardiac myocytes were prepared from ventricles of 3-day-old Wistar rats. Cardiac myocytes were pretreated with
fenofibrate PPARq activator at different concentrations and then stimulated with lipopolysaccharide (LPS, 10pg/L). The
levels of TNF-a and PPAR« mRNA were measured by reverse transcription-polymerse chain reaction(RT-PCR). TNF-«
and PPARa proteins were determined by ELISA and Western blotting, respectively. Results RT-PCR demonstrated
that pretreatment of cardiac myocytes with fenofibrate inhibited LPS-induced TNF-a mRNA expression in concentration
dependent manner. Fenofibrate also decreased LPS-induced TNF-a protein expression in medium. However, no signifi-
cant changes were observed on PPARa mRNA and protein expression. Conclusions These results suggest that PPAR«
activator may inhibit cardiac TNF-a expression but not accompanied by changes in PPARa mRNA and protein levels.
PPARa may mediate the modulation of the inflammatory reaction.
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BEFRER ] O PR RR 4F 13 AR 5 i 3 ( Gibeo 24
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(195bp) , NEZA , i IR0 R BRI 4 0, 10,50, 100mol /L

3 JRIEMAENT PPARe B E RN
A:PPARa(#) 50ku); B: W B ILEIZE H (4 45ku)o 1,2,3: 3k
R FIVEE R IK R 0,50, 100pmol/L

3 it i

SCHk R 3, PPARa ¥TE F B A 51 K 1E A
Staels %' % Bl PPAR« 7% 7 Bk # 41 2% 3 bk - &
LA RRE R AE R , 14 A SE B B 7R, PPAR-o B B
B R AE I B BT [B] E K . PPARe 3G FI AT M4 K B
MMEFIES MR ERL, AR AR R e
KT AR AR AR R T %5,
XS B , PPARe 806 FI1R AT BEE i s 4
FERFREEDIREM. WEKRPFRHIESL, PPAR«
BERI B RIER , R AR E IARIBIT L A {E
Ib B EmEmMERELXFHTHE v [0
TNF-a/K ¥ B 8 T B, H At — 5 PPARo I% I

2 AFEEBEIEE RS OHAE TNF-o mRNA FIE HE A0 E 0

TNF-a PPAR«a
o5
mRNA BHRKE mRNA BOARKR
X BR4H (0. 1% DMSO) 0.952+0.056 82.6+4.4 0.782+0.062 1.097 £0.041
4F 1 DL 4% (10pmol/L) 0.577+0.052" " 0.763+0.055 -
(50pmol/L) 0.407+0.007"" 46.5+£4.5"" 0.783+0.062 1.113+0.076
(100pmol/L) 0.324£0.031"" 19.7+2.0"" 0.777+0.061 1.102+0.060

S, " P<0.01



PHEEZTLHRBHARNT 2003F 65 25 F2 8 Chin J Mult Organ Dis Elderly June 2003 Vol 2 No 2 + 133 -

L FT RS 20 ok 35 8 1 4 28 35 10 3 B 400 B TR K
F, {HE, % % PPAR 805 FI7E L LA 4 45
A B PR B SOk IRGE ) . ASCIR 2 SRR
(LB 7RAE o DS A] 3 0 R A N T TNF-o B2
A, 50 E — B, m B X0 LB TNF-a i
o T B B EE MK X

WFTIESE AR 0 ) TR B 1R N ) TNF-a K
B R, B TNF-o %0 ULE8H A7 7E S L 1
FIP . RHEWT TNF-o 7608 1.0 17 3238 9 50
BhREBEMEM. FLRRELEETEARL
WA BRI IR M Rt b, @ MR AN TE A B4
FONHME S TNF-o, DAERIBH O FR T
e TNF-o & REMHEE, L — 2 #Hit PPARa
BOEFIXE.O N HB T BRI, ARG RER,
PPARa ¥ 1 ] 3F 3 DUAE AT 400 ] TNF-o B33 B %
5, WRAES B 0 R AR DURR SR AT ABH IR 3
gL N ERWERE, HEBEZBHOIHE
FHIRFEMER, MF I ER U R KN L R#E— 5
R

B F TNF-o 7E1E %0 AL P R 5, B
EEFI RN 2 WK FE 20K EE TNF-oo 8
ZBEE TNF-o BB BRI E 7, BB IE 5 4
KECC AL A TNF-o RikKF B ER N, X
B s, KR T —MEEBHIAE  RFEN ST
fg WA DU R 4 T AR SR RS BN 2y
YIfE A, AR DU AN BB A B I ] TNF-o 9%
HB(FRRER) . TEHMELIRBIR PRRE R
X5 mFHMA— R RER T IL-2,IL6 %
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