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[ Abstract | Objective: To observe the effect of compound phyllanthus urinsria I (CPU 1l ) on the
proliferation of hepatocellular carcinoma Huh7 cells and the transcription of insulin-like growth factor-1 receptor
(IGF-1R) signaling pathway, and explore the mechanism of action of CPU 1[I in inhibiting liver cancer. Method ;
Small interfering RNA (siRNA) was transfected into Huh7 cells to construct hepatocellular carcinoma Huh7 cells
that inhibited insulin-like growth factor-1 receptor ( anti-IGF-1R Huh7 ). IGF-1R Huh7 cells with stable
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expression, namely Huh7 cells of hepatocellular carcinoma and Huh7 cells of hepatocellular carcinoma that
inhibited insulin-like growth factor-1 receptor, were divided into four groups: control group, high and low-dose
CPU T groups (3.0, 1.5 g-L™") and 5-fluorouracil (5-FU) (0.03 g-L°").

proliferation of each group were determined by methylthiazolyl tetrazolium (MTT) assay. Real-time PCR was used

The effect of drugs on the

to detect the mRNA expression of IGF-1R and its downstream genes. Result; The mRNA expression of Huh7 IGF-
1R and the lowest expression level of Huh7 were detected by Real-time PCR and Western blot. The cells were
selected for experiment. The results of MTT showed that CPU I could inhibit the proliferation of Huh7 cells and
Huh7 cells that inhibit IGF-1R; after siRNA inhibited IGF-1R gene expression, CPU [ could continue the
proliferation of Huh 7 cells; and the mRNA expressions of IGF-1R, Phosphatidylinositol 3-kinase ( PI3K) and
Serine-threonine protein kinase 3 ( Akt) further decreased compared with the control group (P < 0.05).
Conclusion; CPU I can inhibit the proliferation of Huh7 cells. The mechanism may be related to the inhibition of
IGF-1R and its downstream mRNA transcription.
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hepatocellular carcinoma; compound phyllanthus urinsria I (CPU 1 ); proliferation;

insulin-like growth factor-1 receptor pathway transcription

JE R P IR 2 B 3 R DL A R R —
i 3 ] A P R EOSE SRATA R T 20 S I AR N

IGF-1R Huh7 2 o 38 5 149 5% W L) & IGF-1R F {if il
i mRNA IR BGFE 0, S v BR A7 15 W AR L

JFF PR REAE 988 LA R ST 400 L g - JE PN AR A R TR 2 3 S T B
Ho AN g o R R PR 85% LA . M 1 A

R N Ty B, — R B R W ) BB TR,
XF N B AR 3 ™ 5 Ak B, B AT R A AT 2 A A
BT IR R b R R BE g Ay . T
TEURE 14 2% L b 98 T %2 8 0 A 2k v, B A TR R
B RS EREAEK T 2K (IGF-1R) 2 1 &
EHE B A, 0 e K, B R
X WRFE R IGF-1R A6 P b i 423k, IGF-1R
T % 1 G BT U B S 0 AL, AT I o 4 A 24
o354, AR HE A B S BE AR SF R R L R R Bk
AT T R T AL A S SMMC-7721 2
JH Bk SR U IR B 22 ¥ 23 2 IGF-1R {55 38 [ 41 1
M N B A A 5 (VEGF ) Az Blg, DA T 49 ) fith 983 7
ML AR R 8 % 2 R B ¥ K R % 3
MHCCO7-H 40 Ji 38 58 M 5 % . 28 IR BH 45 & BT
2 IGF-1R J5 , g 35 40 ) Huh7 40 LA & He3B 4
MO ss AR EH . UL B WF o # & B, IGF-1R 7 i
S0 M rh B AR . MR ERE T S
T IS K T2 R H B, BA WIS
Al B 1 L WSS AE WA M R k2 07 115 BoA %
W BB EF e Ak, B R0 i R BR A 7 11
5P R A M Y B AR R S 5 ] IGF-1R JE
FEIRAT O, BT B R UL SR TE A YR S 5 e i D Bk
IGF-1R,# 37 Anti-IGF-1R Huh7 4 Jfd , 38 32 W& e i
(MTT) b a7k, 52 R % )6 1 PCR 7% ( Real-time
PCR) 6 it F Bk & 7 1 5 %F Huh7 20 g LA & anti-

L1 4tk AJEATFEE Huh7 40080 (7 JH 3 A= 9
N F] LSS LM12601) , A YR Huh7 40 IGF-1R /)N 73
T RNA $R (siRNA) e 35 (Sigma 23 5, 4 5
NM_000875) ,

L2 24958 M RERETS LS h T
Z K2 FIER HREA R, LA H )M 2
By ml B SR AR K AR BT T 250 45, Wedi =%
25 5.0 g-mL T BRICY ()M B 25RO BRA
A it T20170702) , 287 N P8 1 B 25 BHECA PR 2
A SESE A7 2015 A R 24 ) R (% & 25 4
FEWEE) . BT RE T NS5 ¢, in AR
7K 50 mL, B 5 3 #5420, 22 wm f AL 8 i 98 Bk
WL AR R 1 mL B A BT -20 CUkAS
PRAFA FH i s Y 35 77 36 s e 22 i o5 o & ¥k 32 1
Ao JRIR W BE (5-FU, 3% 25 A R A |, 18 5
120313) ; i 4= 1. 1% , 1640 15 57 3 (Hyclone /A &), 5%
S5 5k A31608-03, C11995502BT ) ; SYBR Green
qPCR SuperMix i 7| & ( Invitrogen 72\ &, 8 5
C1744501) 5 BRAR 2 5016 W) 1 B 10 00 1 il 1 -3 -5 TR
it & B ( GAPDH , Proteintech 22 &), 555 A08025 ) ; 3
M ALY bR 10 S bt Ll S S BREE 1 (Tg) G (R
D+ Y T /AR A, 175 BAL063 ) ;
Puromycin ( Clontech 7\ &), %% 5 A1113803 ) ; MTT
(Amresco 2\ H) , 525 38085359 ) ; trizol i 7 ( 38 E T
R HEARA R A A, 585 15596-028 ) ; DNase |
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B O E AL AZ AT AR S 1) ,10 mmol - L~ ANTP, M-
MulLV 535 55 il 3 50 [ 35 3% 2 4% (dbat) A=A IR
N B S o 10296-028 , U515, M1701 ] ; AR
b AL AR 10 SR BT R IGF-TR BRL 5 R Bt 4 (3£ [
Cell Signaling Technology 2\ %] , %% 5 BA1060 ) ; IGF-
LR, B IR Tt JUL I 3-J i ( PI3K) Rl 22 2 IR - & TR 4K
H 3 (Akt3) mRNA Fi1 18 stRNA 5| ¥ 4 T A
W TR (i) ety A7 PR w5 A
1.3 fY#%  Elx 808 7 iff #7% /% ( 2% [E Bio-Tek 72>
A ) ; CK 40-F200 #Y£2] ¥ 8 G5 ( F R o Br A0
A PR A]) s HERACELLISOG %0 41 i f8 i 5% 57 46 (3¢
[# Thermo Scientific 2% &) ) ; DMI6000B %Y 2] # %% )
I s (15 E Leica /A F ) ; PRISM® 7500 Sequence
Detection System %l 7¢ J %€ 7t PCR {X (&K ABI 24
F)) ; PROTEAN IT 7 5 w1 UK A S 5% % 2 48 ( 52 [ Bio-
Rad /A ] ) ; Simon %! Western blot 73 #7 % ( 3£ H
ProteinSimple A #] )
2 FiE
2.1 ZfadEIE Huh7 400 37 CORBE )G, BT
15 mL B 08 h, m A 1640 K 3% £ 9 mL,
800 r-min ' .05 min J5FE L FIE W, H 100 U-L
MEHER R, &A 10% 4 11175 /Y 1640 4TI 2],
A 25 em B A, B TR A R Y 1 IR B R AR
rhEE SR TR 6 h WLESAN M AR RS . FfR 24 b
e L PGSR, 5 4 M AR K2 80% ~ 90% I, R M
WEMR R 22 v M (PBS) #hif 2 ~ 3 W, it i s H
0. 25% [ B 1 Ak 20 M 1 min , 00540 B 1a) B2 25 K, 21
Jif 725 [ B 28 01 9 4K, 45 41 1 500 remin 'S0 5 min
JEFEE BT, 1640 B % JE AT X 2], 40 40 i 2%
R 1:2 ~ 13 f8 4K
2.2 LR YLtk SIRNA
2.2.1 SiRNA fiiEHe 4L 77 %8 WO 0 BoA: K
Huh7 40, L 6 x 107 A~/FL 1 % B 3 F0 T 6 FLAR .
Pk 25,50,100 mmol - L' 43 %[ 4% Ff NC siRNA, IGF-
IR_001siRNA, IGF-IR _ 002 siRNA, IGF-IR _ 003
siRNA (G550 L3k 1) , 7 Huh7 40 0 A= K2 6 fL
Be 50% I, AT LLgEAT e Je 52 56, 5 26 B SR Ak, ] PBS
UE2 i, BALI A S A 20% FBS (1Y 1640 1 57 A&
I mL, 3% UL B 5 0 & AB A&, IRk i O 25,50,
100 mmol-L™" iy A 4 ¥ W 4 B B 2.5, 5.0,
10.0 wL,# A5 B B IIRS) , ¥ E 20 min J5 )
B AL I 20 J5 B 20 min 3230 fiA K 57 1L
HOBCA R SRR SR 12 h 5, FE R e i 3R O N
PBS {2 i, &AL IA 1640 58 2 H5 25 10 mL, A
- 110 -

BiFeftivh 24 hJa R S22 % B PCR (Real-time
PCR) Kl siRNA (48K .

%1 IGF-1R siRNA 5| #1551
Table 1 GF-1R siRNA primer sequence

K

514 FEH(5'-3") /bp

SASI_Hs01_00126194 I }if GGAAUUGCAUGGUAGCCGAdTdT 21
N UCGGCUACCAUGCAAUUCCATT

SASI_Hs01_00126196 I {7 CUGACUACAGGGAUCUCAUdTIT 21
Fi# AUGAGAUCCCUGUAGUCAGATT

SASI_Hs01_00126195 I-{if GCAAUUUCCUCAUUAACAUATIT 21
T i# AUGUUAAUGAGCAAAUUGCATAT

NC siRNA I iF UUCUCCGAACGUGUCACGUTT 21
F it ACGUGACACGUUCGGAGAATT

18 srRNA % UUCUCCGAACGUGUCACGUTT 112
TiF GCGGCGCAATACGAATGCCCC

2.2.2 #Ye  Huh7 40 R FH 10% Jig 4 103 1)

1640 55 F B R 52 AGANES 5 W A A K=
80% I}, PBS ik 2 ¥k M 0. 25% R AL , 115U
PL5 x 10°A/FL 4 Fl T 6 FLAR 85 957,24 h J5 5 i
TG I 77 35 35 3 15 5 A M AE K & 90% I, LA L B8
(MOI) 50 ¥ B B} A %5 3 rLv-IGF-1R, ) MOI 20
WRE AW B, H IR E 2 h, BR 25 TJ0 003 B R A,
PBS i 2 Y5 4 il 1640 15 37 e gk 22 35 5% | i %
fRo 48 h J5H ek 4 g+ L'y puromycin [ 58 4> K%
FeRL 5% ,48 h F 4N 0. 006 g'L_l At puromycin 5¢
SRR R DL RE AP Hah7 40 301 % R 40 i
B4 h WLELAH A, X BR 20 i Huh7 48 i 43858 T2 )5,
R BTN 1 g- L' puromycin 5% 42 85 37 4k
SEE SR AR A A 6 FLAR S5 I AL AR ARG 57, R A
O340 i $E B mRNA Real-time PCR % 5E . HAY 40
YRS AL AREOR T, B AT 4R 45 5200 7 Gy 20 1 bk
(anti-IGF-1R Huh7 4 ) .

2.2.3 G H A BNk (Western blot) £ I 4 Jif2
IGF-1R ik 4» %Ik 4 Huh7, Huh7-NC, T1,T2 4f
Ji, PR B A, $i BE BCA 3L /2 B2 A &, B
HH 35 pg LR A B AEZE s, 80 VOHL UK
60 min, 120 V {8 %ML Uk, IK G #AT IR . 5 )S
5% 461 1 h,—40(1:4 000)4 CHEH LK,
VERSE, M 40, EIRBEH 1 h, WA, T ECL 4k
SR OCKT I S IR FE AR, B 3 IR

2.3 YA R U B (1C,, ) s a A R
Huh7 40 fifl &% anti-IGF-1R Huh7 40 i1 K = 90% ,
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1640 57 5% 5 6 5 40 B R BE L LA 5 x 107 A/ L 4%
Fli T 96 fLAR, B AL 100 pL, B8 25 HA R4 .
M REE T2 (5.0,4.5,4.0,3.5,3.0,2.5,1.5,
1O g L™ )A, HHEES ANEIL. &M
s FEA PR R . 24 h )5, 7 L IHKE SR, PBS ik
2 0, AU ARHRL 25 100 L, T3 A B F5 46 v 8 7
44 h J5 A 96 fLA, W T EIE W, BALINA S A
20% MTT By 3552 5L 100 pL,#@t3E 5% 4 h J5, &L
A DMSO 100 pL, # f& ff br {0 & & 2 ¥, R H
490 nm KT L BUR W OGEE A 43 0l SR 25 )
20 A A 3R IR 25 1G5, A
P IC, J5 il B A R E T TS5,
R LA Je 5-FU 40, # B8 Lok o7 ik 4 i A
RVEZTE /D ORIl i R

2.4 Real-time PCR #7040 g IGF-1R,PI3K 1 Akt3
mRNA £k Huh7 40fE L ) anti-IGF-1RHuh7 41y
K E 90% B, PBS ik 2 W, 0. 25% Jik i i 13T
B, M LS x 107 A~/mL R0 6 FLAR,
FAL2 mL MW . WE MM 4 R E Y
M1%5(3.0,1.5 ¢-L°")%4,5-FU 20 (0.03 g-L°")
42 AHEE 3 ANEAL, R 24 hE WS IHE 3R
W, 25 2 AL ACRE I 25 i 15 SR A 2 mL, gk 2k 8 57
48 h, R AL BT Huh7 480 2 A1 anti-IGF-1R Huh?7
4 i IF W B, DA trizol ¥E $2 B4 I B RNA, Dnase |
(RNase-free) 25BN 4H DNA, S HEAE RNA 1 uL
PEAT WL S RN (45 L cDNA) |, 42 FE G BA 45 8 4 4
BEHAT o LA cDNA AR AR AT RCR KGN , 4 FF A KR
IR 4% 20 pL f& &, #5417 PCR § 34, ) I 25 1F
50 °C 2 min,95 C HASPE 2 min,95 C AP 15 5,60 °C
R 15 5,72 CHEfif 32 s, 4 40 DMEH, FIH ABL &
A H A7 PCR RGA40#7, WEL Y 38 il £, H AR
AAC, L 27 “mRNA 35, 59 750 W4 2.

x2 SIMF3

Table 2 primer sequences

314 314(5'3") K /bp

IGF-1R i GGCTGGGGCTCTTGTTTACC 98
NI CTCTCTCGAGTTCGCCTGGT

PI3K I iF CCCAGGGAAATTCTGGGCTC 144
FiiE TGTATTCAGTTCAATTGCAGAAGG

Akt3 F ¥ TTTTCTCTATTATTTGGGCTGAGTC 71
it GGGTTTGGATTCTCTGCTGC

ACTB i CATGTACGTTGCTATCCAGGC 23

Fi# CTCCTTAATGTCACGCACGAT

2.5 %t ab 3 ] Microsoft Excel 87 B4 )2,
i FH SPSS 24. 0 Bk ¥t AT e it o . H R
BHLRIR BRI 2R 5 22 43 7 R ] One-way ANOVA,
P<0.05 - EFAGITFEL,

3 &R

3.1 siRNA My#tfa 2 i 2k IGF-1R 3L A 19 Huh7 4
Mikk 5 Huh7 28 B 20 #H Fb, >R ] ( SASI_Hs01 _
00126196 K SASI_Hs01_00126196_AS) 5 5l &% YL i1y
anti-IGF-1R A9 Huh7 40 ifi, anti-IGF-1R ) Huh7 4§
Mg IGF-1R mRNA ik FF& (P <0.05), anti-IGF-
IR Yy Huh7 40 ifd IGF-1R HEH XX E FE (P <
0.05), ¥ Y5, R HZ0HRIC, B OLEHEB
(GFP) BH 20 Ml o5 60% LA 1, ¥ 8 T Fa o % 44 anti-
IGF-1R ) Huh7 40/ W1 1,2, 3,4,

A 535 B. W3

E1 anti-IGF-1R f§ Huh7 K A E A ERIF SPGB P RIEE
B (x100)

Fig.1 Expression of Huh7 fluorescent protein of anti-IGF-1R in
dark field and bright field( x 100)

®3 MTHER TSI IGF-1R mRNA 833 R & & 10 #) 5 &R
kA
Table 3 IGF-1R relative mRNA expression values and inhibition

efficiency in each group

IGF-1R

21 31 /mjf)lrf{[‘ n mRNA m ﬁjﬂ;‘?{%—
(xxs,n=6)
SAST_Hs01_00126194 25 0.90 £0. 15 -9.76
50 0.42 +£0.08 60. 75
100 0.35+0.10 71.31
SASI_Hs01_00126195 25 0.63 0. 11 23.17
50 0.55 +0.07 48. 60
100 0.29 £0.03 76.23
SASI_Hs01_00126196 25 0.72 £0.20 12.20
50 0.48 £0. 12 55. 14
100 0.30 £0. 08 75.41
NC siRNA 25 0.82 +0.16 -
50 1.07 £0.29 -
100 1.22 £0. 11 -
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IGF-1R

104 kDa

GAPDH 36 kDa

A B C D E F G H

AL,E. Huh7 40Jif0;B,F. Huh7-NC (%}t SASI-HSO1-00126196 ) 4l ifd ;
C,G. Huh7-T1 (#% %% SASI-HS01-00126195) 4 jitd ; D, H. Huh7-T2 ( %% Y
SASI-HSO1-00126194 ) i ity

B2 #3% Huh7 4/ IGF-1R & H RIZH M

Fig. 2 Effect of transfection on IGF-1R protein expression in

Huh7 cells

#4 %3t Huh7 4058 IGF-IR EEREMHEM (v £5,n=3)
Table 4  Effect of transfection on IGF-1R protein expression in

Huh7 cells(x £5,n=3)

205 IGF-1R/GAPDH
Huh7 0.31 £0.02
Huh7-NC 0.15 +0.02"
Huh7-T1 0.12 £0.00"
Huh7-T2 0.15 £0.00"

S5 AKF B4 X Huh7 40 jE A1 anti-IGF-1R Huh7 4
MRS A A B BRI /E (P <0.05) , B L%
B B R e R LRI S5 ~ T,

®S5 MTERET IS Huh7 40535 58 69 40§46 A
Table 5 Inhibitory effect of CPUI on proliferation of Huh7 cells

A

51 LT Z S I 4 R0

HrERER 15 5.0 0.10 £0.01 98.73
4.5 0.11 +£0.05 95.25
4.0 0.29 +0. 05 72. 84
3.5 0.30 0. 04 70.78
3.0 0.52 £0. 06 43.09
2.5 0.72 +0. 06 19. 34
2.0 0.76 £0. 04 13.70
1.5 0.79 £0. 02 11.71
1.0 0.82 +0.01 9.86

= H - 0.88 £0.01 -

75 Huh7 41 H3&" P <0. 05, SiRNA ¥ £ % 100 mmol-L ™",

3.2 W FERE I 1 5% Huh7 il anti-IGF-1R Huh?7
MM FE AR 25 25)5 48 h e E B BB R Rl

%6 MTZEH IS anti-IGF-1R Huh7 48 B & 52 i 3 50 /£ BB
Table 6 Inhibitory effect of CPUII on proliferation of anti-IGF-1R
Huh?7 cells

LAWY 76t Hub? 40 0 4 6 8 2% 40 BORE, 9 FL ik T
BT 2 BE AU ARG . 24 24 vl 30 M, 4 4 (resn=0)
TOMBIR M RERCH L, o R e PR >0 0-09=0.00 9897
(P<0.05), H anti-IGF-1R Huh7 4i Jf1 25 25 40 It 45 0.07£0.04 9698
Huh7 4l i 5575 7 WL 5%t 4 i 6 R B, T il =5 3 0 0-07+0.02 9323
Pt REEARWE MR (P <0.05) KM FEHRE 3 0-08=0.04 8637
75 115 %8 1 19 4 200 0 4% 5 Xy H AT 0l A T Bt 24 30 0.090.03 8185
P BT, 3 /E I B 2 (P <0.05) , 2L IE =3 0- 11001 67.02
M. R origin 8. 0 HAFHF 375 th it T Bk ALy 200 014s0.02 5590
1 54 T Huh7 4008 48 h ) 1C5, H2. 575 g-L 7', IS 0.20£0.02  43.42
YEHF anti-IGF-1R Huh7 41 g 48 h (¥ 1C4, Jy 1. 686 1.0 0.23£0.00  20.76
goL7'o N2 24,48 h, b5 (1AL, I BRE Oy 1T i - 028000 -
#7 MT®%REH 1S3 Huh7 4K anti-IGF-1R Huh7 fMIEIE A BRI (2 5,1 =6)
Table 7 Inhibitory effect of CPUII on proliferation of Huh7 cells and anti-IGF-1R Huh7 cells(x +s5,n=6)
s % mm{g Huh?7 anti-IGF-1R Huh7
/g L~ 24 h 48 h 24 h 48 h
25 - 0.34 +0. 00 0.65 0. 08 0.14 £0.01% 0.22 +0.01?
HTFEBRET 15 3.0 0.12 0. 02" 0.16 +0.08" 0.08 £0.00"? 0.08 =0.01"%
1.5 0.27 £0.01" 0.35 +0.04" 0.12+0.01"% 0.11 £0.00"?

5-FU 0.03 0.18 =0.03" 0.22 +0. 04" 0.09 £0.01"? 0.12 +0.03"?

TE G2 Al P <0.05; 5 Huh? 40 H 452 P <0.05( 2 8 [{) .

3.3 FTFEEE IS % Huh7 40 g fl anti-IGF-1R
- 112 -
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e 5P, RERE 7 TS DL 5-Fu fE
T Huh7 40 ff1 L) &% anti-IGF-1R Huh7 40 fifi 48 h
J& , P 4H 244 g IGF-1R, PI3K, Akt3 mRNA 3 ik &%

(P<0.05) ;5 Huh7 £ 4 [t %¢, anti-IGF-1R Huh 41
M3 44 IGF-IR,PI3K, Akt3 mRNA ik FE(E (P <
0.05), L3 8,

*8 MTHEAIELZMAMA IGF-1R,PI3K,Akt3 mRNA FEW M (3 +s,n=3)
Table 8 Effect of CPUII on mRNA expressions of IGF-1R, PI3K and Akt3 in each group(x +s,n=3)

3 e Huh7 41 jg anti-IGF-1R Huh7
A /g L~ IGF-1R PI3K Aki3 IGF-1R PI3K Akt3
=N - 3.58 +0.74 5.23 0. 21 18.04 £4. 49 0.9+0.11% 1.02 0. 10% 0.92 +0. 14"
WRBREF TS 1. 60 0.71 0. 05" 0.76 0. 17" 2.65+0.24"  0.08 £0.02"% 0.12 £0.01"% 0.53 0. 05"
3.20 0.04 +0.02" 0.24 +0.01" 1.89 0. 117 0.02 +0.01"? 0.02 +0.01' 0.21 +0.03"%
5-FU 0.03 0.91 +0.05" 0. 60 =0. 02" 2.96 +0.39"  0.84 +0.04"% 0.65 +0.29% 0.84 +0. 04"
4 itig 240 i 52 96 v B A B BB AR T

PR UE] IGF-1R {55 1y 7 % iG ik 5
JH- 240 160 184 5 0 JHF98 1) & A R T R A G IGFs R 40
AE A% I 57 40 L A B, IGF-1R ik bRl IGF {7 5 1%
TR A BTSN WA 0l B, A A R, AR
PEANMEETE > IGF-1R 78 Z2 B g o L B 5
Fk, AP IR T/ VR, 8 ) IGF-1R 3%
IRBEA RO R MR R K TR A, A iR
RRZHARGE sIRNA B3t B, 5211 906 1 1 22 4 88 [n]
IGF-1R 1) siRNA 741, 435 % Y4 988 Huh7 48 3 , 38
1t RNA 358 DL A 1 3R ARy 0 e 48 A , 45 2R 0 12k
i SASI _ HsO01 _ 00126196 [ # i %k & % &, ik
76.23% ¥4 H siRNA J¥ 5] 50 B, 44 £ 18 0 55 20 1k
13 BN UTER IGF-1R K& [F 3 3K 09 £3 0 40 i ik , 200 i 52 560
5 R ] sIRNA H AR IGF-1R K3k J5 & 1Yy
anti-IGF-1R Huh7 Z0 I £ 5, 5 Huh7 40 g lL 452, 40
i 35 B B 40, 2 B U0 B IGF-1R 3% M 5, anti-
IGF-1R Huh7 40 ifd % %8 7 B 3 18 , IGF-1R 5 Huh7
YA AE R I BE A

JHF 9 2 vh B BE 2 98, - R IS0 A 27 61 45 R 1A
FENBE RN, B AR R SR A SR R BE IR
i ARCEE S AR A 2R 25 R L A BT ) R
WG o AR R S AL D A AN [R], (H R 2 36 97 AR LA
TH P L Ag A AN B A A ), R BREAE T E
SR K B T AR TR, F O IR YT R S,
FH2 BA W MALHE TH AR BE D)3, K Z4b i B
AEHIRE, B HA NS R B e, H R A
T35 S T P R T Ok PR R 2T
TH®EHFN SN NERABEN, S HEZS, K+
Z IR R A, B R 24 R A, 0o A0 I
Z 80, LAIA TH AT 1t A R b B =2 28, DR AE Bl i DL &

AU AE R TR IGF-1R 9 Huh7 21 g 2 fif
L AT TERRE N5 R R M TERE 7 1l
5K 7 2 A B 2 A 4 B AR, X T anti-IGF-
IR Huh7 48 f 4 il £ F 5 0 5, 1C,, W s /e SR H
MTT F o 32 6 00 it 2k 52 07 115 %6 40 g 3% 58 iy 41
WIVER , & P45 25 )5 19 anti-IGF-1R Huh7 40 il A~ it
JE 24 hoBl 3 48 h, M FEEE 1 AR T Huh7 40, %
WIUUER IGF-1R KX J5 , 25 9 X473 g 410 1 anti-IGF-
IR Huh7 435, 2k 05 11 5 /E AT Huh 24
Mo 5 ,IGF-1R,PI3K, Akt3 mRNA {50 i T
YEFF anti-IGF-1R Huh7 40} J5 , H: IGF-1R, PI3K,
Akt3 mRNA (5 NS W Jf HUTE IGF-1R
FE A Ji5 i RE % 4k 22 K 5 0 ) anti-IGF-1R Huh7 41 ifg
HAEAE A, R BINR 2R A 7 53 ] IGF-1R f&
HoAm R W PIBK/ Akt {5 5 38 % 56 1 mRNA % 5%,
WS Huh7 AT, RSSO EE- . o, R ERE
5 1536 vl ge BA HAMAE I BL, A 4 P I8 508
EH .
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