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B FIF R Z AN o v B B i R (FFA ) 75 % HepG2 48 I FA B8 15 S HEHL (IR ) 952

W KWL o F7ik: PR ) FFA 3557 HepG2 4L, 75500 IR MO4R MRS , 5 35 59 b A A IR B2 S 40 L A
JR S A AR AL R AR s MTT 2k 7 BRSOk 85 28 A/ NBERR ) B 24 W) W JBE s RT — PCR J7 ik A I 40 I H MR TR 6 52
14 2(AdipoR2) i A MM BEASHFEYIRIE Z 14 v(PPARy) BB I XN AR A2 3l ( PEPCK) ) mRNA R ik, &
R: (1) IR PRI I= 0 H A 200 & B W1 T IR 5 X B4, 40 i P B JR 8 B 12 3% 0 4>, AdipoR2 1 PPARYy
mRNA £3X T [, PEPCK mRNA FXFHR (P <0.01) o (2) FEFRMH 2 HIMA KB 2 /NSRS 51 i 7T B 3 ke
# IR, ik W¥REER) FFA 5557 HepG2 4}, REIAE T IR, KB R /NEERRAE .2 k3 FFA 518/ IR, IF H AT fE

i# 3 AdipoR2 \PPAR+y . PEPCK TiE/EMH
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[FES%XS] R575.5 [XHEFRIREG] A

JiE 55 F L3 (insulin resistance, IR ) J& JF 17 X5 14 Jg B T
(nonalcoholic fatty liver disease, NAFLD) f) 5 3 A= P LR, 7
IR XHAY7 NAFLD FEZ X FEIEM. IRKE 242
(adiponectin receptor, AdipoR2 ) . 1548, 1k, ¥y - 1A 184 5 ) 04 7 %
f& ~ ( peroxisome proliferative activated receptor, gamma,
PPAR~y) F1 55 B2 s BE = 73 i B2 #R 34 % ( phosphoenolpyruvate
carboxykinase , PEPCK) 2Tk IR E M EENE, KEE.
ANBEGRAE Ry i 2 K AN B 1 E A RN B A W R
TR ok RUFFZRM A M B AR 20 o SR , 76 40 K S BF 53k 3%
R VMBI B 3 bR kE IR 7E A, B AR AR
o FET LB, BAIN R BE W B e Wi R (free fatty
acid, FFA) 75 55 5% HepG2 411, &7 IR (40 UM AL, If 3t
— 2B MBI 28 /N B N 2 40 MR 2 TR 19 5% 00, [] A
FE B3R 3 ANMEARIAE L, LB I A K A BB

OB R F &

1 #t#

HepG2 4ty B v E R} 22 B 1 g A4 Bl 24 B 2k M b %
S Y YT ET s RIRRR /NEERS . KB H I T Sigma; RNA
FRIBURH G T Gentra; PCR [ M5 &4 T Promega,
2 HepG2 {HHIHIBEFF

R 10% fs4 M5 i) RPMI - 1640 ¥ 5% W 35 57
HepG2 40 T, W 34 SR AS R 47 149 40 i PR IR g 0 4k , %ot Bk A7
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FERFE T 37 C 5% CO, JHFEE R EEFRAE P,
3 IR-HepG2 fRRRMBE IS5 rA

IR 40 R A0 8 5 5 R SCHRS o B2 B2 HepG2 4 Jf
F4 FFA(0.40 mmol/L) $%3: 24 h 5, T 4 C&MH4THHE
0. 01 mol/L BEERELZE iyl (PBS) YEUR 4 ML 3 WK, BNALH B A
IR MR RS, SeE BRI IE , /3 A K R 2 L /NEERRL
MEAR AR R KB A /NBERR A AR IR, 36 42 (5
) TEH A BRI KB R A L /NEERR A FIAS 51 B 2H .
4 HBEFE

B SRR P A 08 B AL B ) 2 A P8 2 & (/g pro-
tein) . Z4AEAH MU $R HUEE F R, A Braford f3f i 1 il 2 2R B K
B BRI AR S R = RO A/ AR B RO B
x RUEMIKE (g/L) x1 L/g protein, 4HHEAMEIR & 2 :
TR 2 00 440 . P B D & B [ 107 x g/ (g protein) ], B SR &5
B = RS IORRE A/ R OR B x bR SRR & & (1072
X g)/g protein,
5 MIT &R ERFNERR TIERE

VW REZ AN E 45128 0.1,5,10,15.,20.25,
30 wmol/L, F MTT ¥k 3E 340 1% S 7€ 90% L) E vk B T
YEVR BE , 53 B 7E BEHR AL 570 nm 490 nm Kb % FLIR S BE (A)
fHo HIETFFTER(% ) = LXK A H/ X IRH A fH x100% .
6 RT-PCR #llZ A4 +H AdipoR2, PPARy, PEPCKm-
RNA Hygkik
6.1 zmie¥ RNA #9423 Trizol —SYAERIHMLA RNA, #



VERRULA AT o SRS RE SIS RNA 1) Ay/ Ay B
6.2 cDNA % 14ka9 8 B RNAKRN 20 uL, Hp
Sx R E W 4 pL, BOWE R B A0 &R 0.4 pL,
10 mmol/L dNTP 2 pL, 23 T 5|4 0.4 pL, 40 2 RNA 5
pg, M - MLV (3%%; 5% 8§) 1 pL(200 U), A} DEPC - XU Kb
FZE 20 wLo SIS 42 C/KH 1 h, K5 70 C K 10
min PLK K 5 SR
6.3 RT-PCR £A5|¥&it 2R GenBank PR cD-
NA 731347 : AdipoR2 L1514 5° - TCCAGCAAAAGGTGG-
GATCT -3’ , F#5/% 5 - GGCTTCTGTCCAAATGGCCA -
37,971 B Bk 219 bp, PPARy Fi5514 5° - AAAGAAGC-
CAACACTAAACC -3, F#458I# 5° - CTTCCATTACG-
GAGAGATCC -3’ ¥ #4 F B 150 bp, PEPCK L3554 5° -
GCTCTGAGGAGGAGAATGG -3’ , R84 5° - TGCTCTT-
GGGTGACGATAAC -3’ , 9 3 K Bt 154 bp, Z M GAP-
DH,H F#s5|14 5° - TGAACGGGAAGCTCACTGG -3, Fiif
Bl#) 5° - TCCACCACCCTGTTGCTGTA - 3°, ¥ #4 A Bk
307 bp, RMAZR 25 pL, o bufffer 20.5 pL,cDNA 1 pL,
Taq DNA B4 1.5 wL(5U),0.2 pmol/L k55149 & F i
& 1 pLlo PN K 94 CHIAEM 2 min, K5 94 C
20 5,56 °C 30 s(PPARy B KIEJEH 52 °C),72 C 30 s, fEH
35 W, &5 72 °C 10 min, YIS pL, FH 2% W30
HEB(EB ¥ BEH 0.5 mg/L) B IK, LA 100 bp K737 BARHE, 78
300 nm $5MET 8RR, @ BRI AEHEAT 0. WS
Wk R FRE B S 5 B AT A3 RIBAKF IR
EESHSHERR.
7 FitFELE

f# ) SPSS 13. 0 ZE it (4 #E 47 HH8 Ak 2 ; 5 20 25038 LAY
B+ bpUERE (% +5) Ron, PEAT BRI R J5 225047, 4H IR B G L
B SNK A5

5 R

1 MTT LEfFERXFERM/NERE TERE

HepG2 YA JIAAIE SR BEH KB HK |/ NEERRIR BE ) 38 725 T [
%, MR /INBERRIR B2 10 wmols L i 48 I35 R 5331 A
(92.52+4.05)% .(92.79 +3.86) % , i B WHIE R KT
90% LA L i B2 TAE R BE , MO #E 10 pmol/ Ly KB ZE A
/INBERR TAEWRBE, LI 1.2,
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Fig 1 Effect of different concentrations of emodin on the survival
rate of HepG2 cells. X +s. n =6.
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Fig 2 Impact of berberine at different concentrations on the sur-

vival rate of HepG2 cells. x +s. n=6.
B2 FRRENERE HepG2 M7 E KR

2 BFERTHERSERAMAIERSERL

IR ISR A & B BOE W X IR A WL BT &, 40
POV &5 B A 20 0 A K B 3 (10 pmol/L) | /N BE
(10 pmol/L) \MEAEFIEE (10 pwmol/L) J& , B 39+ #4508 &
3 IR R B 3 A, 4 PORE R & B R (P < 0.01),
W 1,

®1 RABRFRTAGESERAMAERSE
Tab 1

Contents of glucose in culture medium and HepG2 intra-

cellular glycogen in different groups (x +s. n=6)

Contents of glucose Contents of HepG2

Group in culture medium intracellular glycogen
(g/g protein) (1072 x g/g protein)
Normal 8.87£0.28* 13.00 £0.21*
IR 12.07 £0.23 8.89+0.22
Emodin treatment 8.80£0.17* 12.86 £0.41
Berberine treatment 8.820.19* 12.88 +0.41 ™
Pioglitazone treatment  8.87 +0.15* 12.91 £0.30 ™

" P<0.01 vs IR group.

3 #Afrh AdipoR2 ,PPARy.PEPCK mRNA %%k FE L3k

1E# HepG2 4 i 7T %35 AdipoR2 ,PPARy PEPCK, IR %
AdipoR2 .PPARy mRNA kg /b, PEPCK mRNA £k E,
SHIMARE R (10 pmol/L) ./NEEHH (10 pmol/L) | M4 51
i (10 pmol/L) J5 , AdipoR2 ,PPARy mRNA ik #4#5 , PEPCK
mRNA FikE/>(P<0.01) , E2 KE3 -5,

#R2 HAMETH AdipoR2 PPARy. PEPCK BJ mRNA Fik
Tab 2 Expression of AdipoR2, PPARy,PEPCK mRNA in dif-

ferent groups(% +s. n=6)

Expression of ~ Expression of ~ Expression of

Group

AdipoR2 mRNA  PPARy mRNA  PEPCK mRNA
Nomal 1.596 £0.063 ™ 1.256 +0.032** 0.976 £0.029 **
R 0.808 £+0.047  0.648 £0.024  1.618 +0.064

Emodin treatment 1.550 £0.058 ™ 1.222+0.040** 0.931£0.038 ™
1.571 £0.081 ™ 1.256 +0.036 ™ 0.950 £0.045 **

1.585£0.042 ™ 1.259 +0.040** 0.976 £0.030 **

Berberine treatment

Pioglitazone treatment

*P<0.01 vs IR group.
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Fig 3 Expression of AdipoR2 and GAPDH mRNA in different groups. M:marker;Lane 1:normol;Lane 2;IR;Lane 3: emodin treat-

ment ; Lane 4 ; berberine treatment ; Lane 5 ; pioglitazone treatment.
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Fig 4 Expression of PPARy and GAPDH mRNA in different groups. M : marker; Lane 1:normol ; Lane 2 ;IR ;Lane 3 : emodin treatment;

Lane 4 :berberine treatment; Lane 5 ; pioglitazone treatment.
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Fig 5 Expression of PEPCK and GAPDH mRNA in different groups. M ; marker; Lane 1 ;normol ; Lane 2 ;IR ; Lane 3 ; emodin treatment

Lane 4 :berberine treatment; Lane 5 ; pioglitazone treatment.
B 5 £ PEPCK % GAPDHmRNA K& ik
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NAFLD J& —Fh Joid BRI 5 , L2 o A s 28 F0 e
VAR RHIE I PR B 22 5 AiE, B AT AR A& AR IR 2
JHFHERR BT IR i B IR R, PR M ok TP JE TR X Bl 73 NAFLD
A CHMME . T B 25 LURYP R E R A U A 8
AR RNEE FEIRTT IR J7 1 BAS — 2 2t &, {B.45 Y 3C
FROR 3 28 P/ BE A 83 T JE IR 089 73 A 0 2 BIL IR R DL 4R
i#,filZ AdipoR2 PPARy PEPCK JE: IR TR (MECRE E
HFRATLL AdipoR2 \PPARy . PEPCK U A R 5% o 25 B3 1T
JIE IR 89535 A= )2 pLH

AT R I B BE Y FFA A% 508 IR - HepG2 4
MR BRI SR RO F R & BV B TIE W 4, T4
JS P [ S AR, T A K B R R/ N B S R B
R RARE &2, R AR AR S &, mT =

B EUE FFA 531 IR - HepG2 AIMUAELAY . S35, HiRY
#{ AdipoR2 . PPARymRNA % ik />, PEPCKmRNA % ik ¥

% ,$27% AdipoR2 .PPARy .PEPCK £ 5T IR B . K
FH /NEETRAH FILAE FI ER 25 AdipoR2 #1 PPARymRNA 3%
i, PEPCKmRNA Rk, M KE R /NERA 2
RLVE 24 A% 51 i ) £ , — 35 T B8R AdipoR2 1 PPARYy 93
B3, 3% EL AT §3@ +F AdipoR2 . PPARy 1 PEPCK (3% IR, It
AhtuiE—2 27~ AdipoR2 7R 7T §8 & PPARy 1B FH (¥ 357 #E s o
LA RNTRTHIN LIRS R, KB R A/ NEEGE W] B 5. B by A
IR MTE A, FATTAT LAAS 40 F 4538 : BRBR v 25 U4y KR
ZF/NEERR T8 3 AdipoR2 . PPAR~y F1 PEPCK 7 — & B I
VYT IFFHE IR,

(& % x #]

[1] Dang SS, Zhang X, Jia XL, et al. Protective effects of
emodin and astragalus polysaccharides on chronic hepatic
injury in rats [ J]. Chin Med, 2008, 121 (11) ;1010 -
1014.

(TF#:% 2049 )



