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Abstract .

in mouse c2cl2 cells and to unravel the mechanism of its transcriptional regulation.

Objective To investigate the effect of oleic acid( OA) on the expression of PGC-l1oo mRNA and protein

Methods Cultured c2cl12 cells

were lreated by oleic acid with or without SB203580( SB) respectively; PGC-1oe mRNA was detected by RT-PCR; PGC-1a

protein were detected by Western Blot.
protein increased significantly in OA groups (P <0.05) ;

and protein decreased significantly in OA + SB group (P <0.05).

Results Compared with control group, the expression of PGC-lao mRNA and
compared with the OA group, the expression of PGC-lae mRNA

Conclusion Oleic acid can stimulate the expression

of PGC-1ao mRNA and protein in c2¢l2 cells; oleic acid might regulate the PGC-1a gene expression through p38 MAPK

pathway.
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1.1 FERFSMEE

DMEM SifEREFR3E G4 M H Gibeo 24,
SB203580( SB) 4 ML i & [ ( BSA) #3712 45 541
T H Sigma 2wl ; PCR 519 M A T2 /6 B
Trizol .2 x Tap PCR Master Mix M ¥ ¥% i3] & B
Invitrogen 23 F] ; BCA & & i1 & 1 H Bl A
Al bt/ PGC-1a 2 A £ 7 [ — BT . GAPDH
—PiIE H Santa Cruz 28 Al BAR i S ALY B bR iCF
Y — P H Invitrogen 23 7] ; Super ECL #8804
W B b 5038 A1) 3 20 7 5 A% 2R 4 BUR) & 0 A
MERCK /3 Al ; Luciferase Reporter Assay System I F
Z£[# Promega 7\ Fl ; Lipofectamine 2000 4 [ invitro-
gen v e E =4 Hr el
1.2 #pEEFSSE

/NER 212 WLPR 2R REAR I L it v R B 2
ML A0 L & 45 10% FBS Y 25 DMEM K5 358 35 |
37 °C 5% CO, 3G FAAIEFR, A MG BE AR KOIRES R
I Hik 3 60% (1)@l A % BT, L& 2% Horse serum
(TR DMEM 15953 37 °C 5% CO, ¥ 3- 46 b i e
AR 48 hifs 404k, 284 LL DMEM (BSA (0. 1
mmol/L JiZ .0. 2 mmol/L 12 .0. 5 mmol/L JlER{F
AT/ c2e12 4008 12 h )5, J2HU40HE.A RNA  RT-
PCR ¥l PGC-1a mRNA ik, {5 5 B 5E 0 N
5 #H. DMEM £ BSA 40,20 pmol/L SB 4 .0. 2
mmol/L JHARZH .0. 2 mmol/L JH 2 + 20 pwmol/L SB
H AP 12 h SR IAEAE S RNA 24 h J5 4 e g
¥, 439 F RT-PCR il Western Blot 4] PGC-
la mRNA FIEE kL,
1.3 RT-PCR &

Trizol $2HL c2¢12 4ififE RNA Ji7 , 2 22 f 3 7 ¢
— & W 5 LWV (reverse transcription polymerase
chain reaction, RT-PCR) #: il PGC-1ac mRNA 7K,
Fr 51 : PGC-1a B35 5'-GGA GCT GGA TGG
CTT GGG ACA T-3', FiiF5I 4 5'-TTC GCA GGC
TCA TTG TTG TAC; GAPDH 754 5'-ACC ACA
GTC CAT GCC ATC AC-3', FHF5|¥ 5'-TCC ACC
ACC CTG TTG CTG TA-3',

1.4 Western Blot i%

WAL B S 1Y 212 4R, $RHUER 11, BCA 3E)
SERE IR, IS 8 A HE S i 4T SDS-PAGE HLVK,
F HL VKIS B PR EA T Ik 2 BB, DA S /Iy B
PGC-1a . $T GAPDH & [ Z s lEhiiA Sy —41, B i
FALYI R SE P RBUR S B o 5 R AT 2
T BEIE ECL %€, % Bio-Rad ChemiDocXRS #E
JBE 53 AR O, R R
1.5 SitESH

SCEEE R x =5 Fam, WA SPSS 17.0 4eit
AT T, P<0.05 FR2ZRAGIFE X,

2 % R

2.1 HERMEHEIER 2¢12 4R PGC-1a mRNA #£3%

B 1 R, /MR c2el2 I 2 AR (0.1,
0.2.0.5 mmol/L) JHERALFE 12 h J5,DMEM K BSA
Yo HE AL AN ] A I 2 055 1Y 226 bp PGC-1a F P4
A T 2 THT R W B2 S0, PGC-1 o 45415 5 B 18
78 0.2 mmol/L #H PGC-1ae mRNA 375 7 ¥ 4%
Woe R, IKEHMEE R B R,0.2 mmol/L ¥
B2 ZH PGC-1oe mRNA ik K 40t BE4H B W T

(P<0.05),
2.0
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>
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BN« .5 BSA 41LL#, P <0. 05

Fig.1 The effect of Oleic acid on the mRNA transcription
of PGC-1a in c2¢12 cells
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JEREAR . E s R BN R4 PGC-1a mRNA
FERAKOFHT BRI B T8 (P <0.05) s 5l R 4l
Fe# IR AN SB203580 b FH 4 PGC-1ae mRNA #ik
IKFETFRE(P <0.05), Western Blot 25 % 2 7 T [
FEREF (P <0.05) (WK 3)
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Fig.2 The effects of Oleic acid and p38 inhibitor on the
mRNA transcription of PGC-1a in c2¢12 cells
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Fig.3 The effects of Oleic acid and p38 inhibitor on the

protein expression of PGC-1a in c2¢12 cells
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