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Influence of Serum Containing Jiangzhi Pinggan Decoction on the Insulin Resistance in 3T3-L1 Adipocytes
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ABSTRACT Objective To observe the influence of serum containing Jiangzhi Pinggan Decoction (Decoction for lowering lipid
and calming the liver) on the expression of insulin receptor substrate-l1 (IRS-1) mRNA and peroxisome proliferator-activated
receptor ¥ (PPAR-y) mRNA in 3T3-L1 adipocytes in rats and discuss its mechanism. Methods Sixteen Wistar rat were se-
lected. The 3T3-L1 preadipocytes were cultured in vitro and differentiated to adipocytes. The cell model of insulin resistance
(IR) was induced by tumor necrosis factor-a (TNF-q). The control group was established by adding 20 % of blank serum to the
culture medium. The model group was established by adding 20ng/ml of TNF-q on the basis of the control group. The rosigli-
tazone group and Jiangzhi Pinggan group was added the corresponding bbc-containing serum respectively besides the culture me-
dium and 20ng/ml of TNF-a. The expression of IRS-1 mRNA and PPAR-y mRNA was observed after culturing for 48 hours.
Results Comparing with the control group, the expression of IRS-1 mRNA and PPAR-y mRNA was significantly decreased in
the model group (P<C0. 05). The expression of IRS-1 mRNA and PPAR-y mRNA in the rosiglitazone group was similar to that
in the Jiangzhi Pinggan Decoction group, but the differences were statistically significant between the model group and both
medication groups (P<C0. 05). Conclusion Jiangzhi Pinggan Decoction could inhibit the IR of 3T3-L1 adipocytes, which may-
be relevant to enhancing the expression of IRS-1 mRNA and PPAR-y mRNA.

Keywords Jiangzhi Pinggan Decoction (Decoction for lowering lipid and calming the liver) ; adipocytes; insulin resistance; in-

sulin receptor substrate-1; peroxisome proliferator-activated receptor y

, (non-alcoholic fatty sl ,
liver disease, NAFLD) (in- IR.
sulin resistance,IR) NAFLD S
E 98%  NAFLD IR .
IR[Z] 3 , 1
N N \ , L1

) \ N Wistar 16 . . s



2012 9 3T3-L1 e 779 -«
(200£20)g, , L6
: SCXK () 2009 — 0001, 1 lh, 1% 0. 3ml/
3T3-L1 , 100g s ) ,
o 0. 2um 56°C 30min,
L2 —20°C o
( : s 1.7 3T3-L1
, 4mg/ 08021256) , 37°C 5% CO, ,3T3-L1
DMEM (GIBCO ), (FBS, ( 25mmol/L 10%FBS
), (Sig- DMEM ) , 48 h
ma ), (Sigma ). 3 -1- AC 10%FBS.0. 5 mmol/L IB-
(isobutylmethylxanthine, IBMX, Sigma MX.10mg/L . lpmol/L
) (Sigma ), (TNFa, DMEM) 48 h, B(
Pepro Tech ), ( ) 10%FBS.10mg/L DMEM) 48
Tag ( ) » Marker ( h, 8~12 , 2
), Trizol (Invitrogen Life 1 ,90% ~95%
Technologies ) ) a
1.3 1. 8
( Forma Scientific R 3T3-1.1
PTC-100  PCR  ( MJ Research ). 0.5%BSA DMEM 1Zh
PS3000-231V ( Hoefer Scientific In- ( 20% )\
struments ) GDS7500 ( 207 20 ng/
( )i BH-2 ( Olympus ml TNFo) . ( 20%
y . 20 ng/ml TNFa) ., (
L4 20% 20 ng/ml
TNFw), 9 . 48h .
o o ( L9 RT-PCR 1 (IRS-1)
5 5 ;. 5 mRNA . —y(PPARY)
5 2h,
30min, o 3 PER
20min, . . ( b
3¢, 1 RT-PCR
,4°C o
_ TGGAATCCTGTG- TAAAACGCAGCT-
° Bactin (e ATCCATGAAAC CAGTAACAGTCCG — oHPP
L e e o,
24h 1, 12h PCR ,
Lo 50pl, Bractin  :94°C 20s,58°C 30s,72°C
. (6] 40s, 36 . IRS- 1 :94°C 30s, 57°C 30s,
, : 72°C1 min, 36 . PPARYy .94°C 20s,
2ml 5 0. 256mg/  58°C30s.72°C30s., 36 . L5%
100gy 3g/100g, , 130 Vs



. 780 - 2012 9
, Photoshop B— 3
actin , 3T3-L1
o ,  TNFa IR ,
1. 10 IRS-1 mRNA s
SPSS 13. 0 s , IR o
+ (zEs) , IR . . )
o IR
2 o IRS-1
21 3T3-L1 , IR
1, ,3T3-L1 . PPAR
R , PPAR-y
’ 3 N . IR
2 C 0 ) s . s IRS-1 mRNA  PPAR-y mR-
8 , , NA IR .
s s PPAR-v
“ ” , ,85% s
. PPAR-vy ,
[8] s IR )
NAFLD,
. IR,
il {7y 17 - TNF«
b ( ) IR IRS1 mRNA  PPAR-y mRNA
A 0 (15X10 ); B; 0 (15X40 );C.
2 (15X40 ;D 4 (15X40 ); E; ’
6 (15X40 );F, 8 (15X40 ) ’
22 IRS-1 mRNA  PPAR-y mR- ’ ’ ' ’
NA ; NN NN ,
2, IRS-1 mRNA  PPAR- ' ’ ’
v mRNA , h ’ ’
(P<C0. 05);
. ( resistin) R
(P<0. 05), TRFe IR .
2 IRS-1 mRNA  PPAR-y mRNA ’ ’ ’ , ’ IR ’
(x=Es)
IRS1 mRNA  PPAR-y mRNA R , IR,
9 2.03+0. 32 2.32+0. 26 [11] 3 . R R
9 0. 5140 10* 1 69£0. 34*
9 L7840 284 21740 314 A ’ > °
9 1. 69-£0. 094 2. 2640, 354 e 4 ~

(C)1994-2021 ChirtalAxchademic Journal £itidic Publishing House. All rights reserved.  http:#www.cnki.net



2012 9 3T3-L1 . 781 -
, [5] . . .o
, , [J]. ,2008,24(3) :45—47.
. , L6l . [(M]. 2
) IR ) ,2006 ;29— 30.
[7] . . . 3T3-L1
AFLD 7 [J7l. , 2008, 24
NAFL . ' ’ (11):2260—2262.
’ IRS-1,PPAR"Y [8]Omer Z,Cetinkalp S, Akyildiz M, et al. Efficacy of insu-
IR,

[1]Lirussi F, Vitturi N, Azzalini L, et al. Perihepatic adipose
tissue thickness: a new nomrinvasive marker of NAFLD
[J]. J Gastrointestin Liver Dis,2009,18(1):61—66.

[2]Bajaj S,Nigam P, Luthra A,et al. A case-control study on
insulin, metabolic co-variates &. prediction score in nom
alcoholic fatty liver disease[J]. Indian ] Med Res, 2009,
129(3) :285—292.

[3] , . 39
[Jl. ,2003,19(2) :14—15.
[4] . )
LIl ,2003,4(2):15—17.

lin-sensitizing agents in nonalcoholic fatty liver disease

[J]. Eur J Gastroenterol Hepatol,2010,22(1):18—23.

9] , .
0Jl. ,2011,52(11):976—979.
[10] , . 2
0. ,2010,51(S82) :257—259.
[11] ; , .o 2
db/db Ly

,2011,31(19):3762—3763.
[12] ’ ’ ’

0. ,2011,20(29) ;3760

—3762.
( :2011—02—11; :2012—01—10)
L : ]

D sy

DONGHUAYUAN MEDICAL

i3

IRRERETRSHRIERT |*]

Al 5 R
MBECEBEJFIT LIRS, WM
29 E B & F (2102 253232.3 ZL 03 2 66107.X3F]
G000 ZRMEF ., 400003 &4 F S~ 3t
B WiE

4+ Mk FF Y

9ARFEI 0BT RE~&K, MAT
FHNBERTLBHEAE | X5
RER, G BE, THAFAFENBHR
FEmH,

s P

AL |ISO09001. 1SO13485 5 E IR R
WAIE, MECE®RSINIE, 7~ kE,
RS- B R A R MK,

& Ak AR -

2 EHIIOSBSRNFTHAWH, 1001
M TLTEIN, AS0STBB AR, HE
WMpt B A EeY "—XK" RS,

400-888-0258
800-810-0359



