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Effect of Adipocyte Fatty Acid Binding Protein Silencing on Triglyceride Production

and Visfatin Secretion in 3T3-L.1 Adipocyte
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[ABSTRACT] Aim To explore the influence of adipocyte’ s triglyceride anabolism and visfatin secretion after si—
lence adipocyte fatty acid binding protein (AFABP) genes by RNA interference. Methods 3T3-L1 preadipocytes
were cultured in vitro and were induced to differentiate into adipocytes, then the adipocytes were cultured with concentration
from O to 1 mmol/L fatty acid, adipocyte’s triglyceride production and visfatin secretion were measured. The micro RNA
(miRNA) expression vector plasmid about AFABP genes was constructed and then transfected with the 3T3-L1 mature adi—
pocytes. A-FABP mRNA expression and A¥'ABP protein expression were measured by reverse transcription polymerase
chain reaction (RT-PCR) and Western blot.  After and before slience A-FABP, the adipocytes were cultured with concen—
tration of 0. 5 mmol /L fatty acid, visfatin mRNA expression in adipocyte were measured by RTPCR, adipocyte’ s triglycer—
ide anabolism and visfatin secretion were detected. Results  With the concentration of fatty acid risen in adipocytes,
the concentration of triglyceride in adipocyte were raised (P <0.05) , the concentration of visfatin in adipocyte were raised
too (P <0.05). Constructing the miRNA expression vector plasmid about A-FABP genes, then transfecting the 3T3-L1
mature adipocyles, the expression of mRNA and protein about AFABP genes were obviously restrained (P <0.05). Af-
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ter silence AFABP genes, the concentration of adipocyte” s triglyceride was obviously lower than before (P <0.05) , the

concentration of visfatin secretion was obviously lower than before (P <0.05) .

Conclusion After silence A-FABP

genes by RNA interference, the concentration of adipocyte’ s triglyceride anabolism and visfatin secretion were lower than

before.
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FRNFET T2 ~3 REH | IREFR FF9 i
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Tzol 744 15 B F P2 B A P9 s RNA, 1% H I AR
HLUK, 2840 4 6 % ¥ it E B, F RevertAid™ First—
Strand ¢DNA & R 3 A S0l 8% 5% 1k ¢DNA, 47 PCR
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CAG CCT TTA CT 37, # #8724 Jy 264 bp. PCR X
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BRI RGEEINRMHEE RS T. AEERED PCR
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i) TBST ( tris-buffered saline and tween 20) (20
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Figure 1. 3T3-1.1 adipocytes
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E R BN, I E I AFABP miRNA R8 % 2 ¥ A5 5
ZHie AFABP mRNA £ ik /KF. 5% B4 &,
RNAi 41 A-FABP mRNA #1#] 2% 71% (P <0.05;
K 2) .

F 1. AFRWERERX 3T3L1 41 H i =& & & W
W (x £5,n =3)
Table 1. The influence of fatty acid on triglyceride anabo—

lism and visfatin secretion in adipocytes

5 A Hil = (mmol /L) S E (pg/L)
0 mmol /L fi /5 & 2.446 = 0.008  1.967 +0. 135
0.25 mmol /L fiERTHE  2.816 = 0.010*  2.391 £0. 035"
0.50 mmol/L figfifZ 3. 184 = 0.027"™ 2.531 0. 156"
1.00 mmol /L IEFER  3.905 + 0.015™ 2.613 £0.076™

a P <0.05, 5EHiERIK E 0 mmol /L 41 L% ;b A P <0. 05, 5 JIg i
TR 0.25 mmol /L 41 LWL ¢ A P <0.05, 55 fIg i Bg W FZ 0. 50
mmol /L B H 5.
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4,3 Jy RNAi 4. B E: A-FABP mRNA LIk ERBFE a N P <

0.05, 5 xf AL L AL

Figure 2. Expression of mRNA for AFABP in 3T3-1.1 adipo—

cytes

2.3.2 Western blot £ Ul fig 17 4 fi 4 g iy BR 45 &
SE SN Western blot 73 #7 45 SR B, H 2 11 A-
FABP miRNA {82 Z I f5 B4 fiz AFABP R %

AT G B4 RNAT 41 A-FABP 8 F1 401
RN 63% (P<0.05;K3) .
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B 3. 3T3-L1 figfiii4n s A-FABP 3R AR IL K A A~
FABP LA MK Bl B B AXABP & [ R IA M1 8 & 50 i
[&l:a A P <0.05, 5 AL LS

Figure 3. Expression of protein for AFABP in 3T3-11 adi-
pocytes

2.4 Jg 74 e B A T R 45 A B U BR AT S g 7 4H
L H I =R B R R R i ) AR A

Sxt A L AR BT ER 1 2H fs o & A v H ok =
e & & K AR R I 43338 in (P <0.05) o JiEk A-
FABP 3[R J5 , RNAi 4 5 o FE 41 bL %, s o7 48 i 9
HHM =B EEANERN 2 WHHE TR (P <
0.05) ; EPf#hn 0. 5 mmol /L X SR & J5, RS Fi IR 2
2H 1T R B A B P = e S R AR R A S
FRAARAE IR 1 AW B F R (P <0.05)
RNAL 5 g WrR 2 2H Lb i, fig s 4m A v H v = Fig &
BN RN W TR (P<0.05,%2)

F 2. RNAL fi /5 B4R & B il = B8 R o W M R R AR
(x£s,n=3)
Table 2. The influence of RNAi on triglyceride anabolism

and visfatin secretion in adipocytes

a il =& (mmol /L) A EE (ng/L)
X HE A 2. 476 +0. 007 1.962 £0.128
MEWiEE 1 41 3.192 +0. 025% 2.516 +0. 149°
RNAi 21 1. 436 +0. 005" 1.489 +0.074"

AR 2 A 1. 862 £0. 049" 1. 654 £0. 045"

ajP<0.05, G ER4LLE b R P <0.05, 5L 1 41 e R
P <0.05, 5 RNAi ZH L% .
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B (P <0.05) ;)1 0.5 mmol /L AEHH#RE & )5, IS i
¥5 2 (40 P fE 2 mRNA [J3R1A % RNAL 4148,
(B PR AT R B 1 24 (P <0.05; - 4) 5

o

: ot
0.40 o
be
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Figure 4. Expression of mRNA for visfatin in 3T3-1.1 adipocytes
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BFF R PR A-FABP 2 8 5 R840 1 59 B4
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I f 5 3 L I 7 R Ve = 6 76 9 R 40 B o i B
4, 327 A-FABP 7 % 5 A% 85 % Y v 40 0 W i o ke
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BRI AL e B 2 e s LR E oR A
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TR AFABP 7K S 7+ 5 42 5 /0 J55 1 i 57 1 [ PR
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RNA F-HH A 2 B 3k RNA % % ) 7 95 mR-
NA B SRR IO L % . 1 T RNAL B Uk

FEAWI R R RIE, EHRAFRESEFEENR
I T E . T F AR R/ RNA 2R 08 #8544 S L 1)
RNA T3, 5[5 H A v 1k v ) /b Ry S vk i 2%
FEAL/E RNAL AR 2 M . SO S ag 4 Xt A-
FABP %[ 3% F A4 28 miRNA 5 40 50 ks (1 75 V= 45 gL g
Widh i, KIS AFABP miRNA 5 41 i ki 1) 3T3-
L1 #fi i A-FABP mRNA & & [ K& 9 & B K.
RN TRATTRA 2 11 25 25 R BE AT R0 # k) 3T3-L1 4
e AFABP FE [K ) R I8, ik — DB 50 AFABP
B DRLE JTig 07 4 B R AR T R FE TV

JIE Js 4t B RT LA 439 L1 R B A e IR
MEZ, K FERIET AR AR, WIREA
AT LA 32 G 07 AR R, i B R R = AEAE .
FH G925 2H A %t R ) 2 P O JUTLARE A0, 5 38 0T S e 24
X 2, R ILPE 2 5 e 8T8 H ILAE & & iR
R X A . 3N IR 2 AT e S L R AR E
BEH G " o AT I R, BEFE S
S H P H I =R == 138 0 JIE 7 4 R Sy W IR B
7K HB B85 30 3 I i 3R 10 2 W FT BE 5 G R
PURRAE R . UTER AFABP K 5, I8 07 48 iy H itk
SEEEELRNRENSWHEE TR #r A-
FABP BN Re S SR R AR N RE & 10 43 Wb .
H— BRI, & RNAI JTER A-FABP 3 )5, fig
JUi5 40 8 P9 R 2 mRNA RIA/KF4: AFABP J: KT Bk
AT B2 BRI, 3878 AFABP BRI v Gt 2 5 N IR 5 2k
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PRI 238 PR A 42 5 DA T 552 1T I 77 40 PAY A ) i »
HE AN A 5t — DRI

B2 BATH SLRE S UUER A-FABP 25, &
UL ol 240 L P H el = R PR 5 R PR I B 1 2 il 2 T
BEALR, Tl = B Al 2K 2 5 R IR R & R R

Jik s RE A 4L (atherosclerosis, As) B G K R 2, b3k
fII3EI LA A-FABP 175 FI {5 5 8 B R0 A5, 01 2%
VUER AFABP E K RIET A R T As MIBFIE -
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