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Research progress on the role of IGFs and EMT in gastric cancer
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IGF R4t A 0575 S R 4 i B B0 EMIT , 338 7 438 5 o e 4 -4k 13 BB B AN AL B, Bt iRl R R . W 9T 5o, IGF R i
Fik 5 BIE (GO W R LA E Y)W, H1 I IGF-1 MIGF-1R 7£ GC 4 b il B Wl R Rik , R IAKCFBEE GC M R 21%
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Jif & 2 FF 2E K Al 7 (insulin-like growth factor,
IGF) & 4t £ B Ji (gastric cancer, GC) 4| il 7 47 75 i
BRI, X5 GCYN R EMT i 22 P AH 5%, = H 5
Wi GC 3 BT ORI TS o 1 EMT ££ Jif 83 48 i
AL A% AR 28 1 AR vh B S sk A D, RE A 1E iR 4
MR R IR R IT A R . N T4 GC I
I PR 12 W FH 26 BRTVG 97 4 (it B 70 s i 3R AR 40 , A 3¢
HLE AR AT IGF R4 EMT 1 GC 2 [A] (¥ 56 R K S AH
KA TP 5 R HEAT 250K

1 IGF &%

IGF R G4 4 Fh 41 4y « FL A& (IGF-1 #1IGF-2)
Y1 iy 3 T 32 /4K (IGF-1R . IGF-2R % IR) . IGF 45 & & 4
(IGF - binding protein, IGFBP) l — #1 IGFBP & H
M, IGF-1f1IGF-2 5 53 BA P8 R, £ 2
2 e N |73 7 st | R S D NN B s B W (3
THRANM . AR il /D & IGF-1, 2 DL H 43 WAk
F oy 7 R FE AR K IG/E ™. IGF-1 7E4R I 1)
B A AR ZE R MO T AR K IR (growth hor-
mone, GH) A% , 52 VE 7 A0 A A vk 7 2045 A
BRI, T T S TR Rl R AR I R R T

IGF R4t & 2% 138 5 IGF-1 mRNA 1) 1% 5 1%
BYFEA O, 1K S8 BY 2 70 N\ A o = AR 3 R I Ak
prolGF-1Ea- prolGF-1Eb 1 prolGF - 1Ec ; IX L& i {4
FA B IGF-1 7 FIAHIR] , ARG A A 1Y o- R 3, PR
He-JIKM. 78 IEH 2R IR 4 M, prolGF 3K ik
Fe AN Y, 3 M E BT AR AR e ) B AR A
7 5% : prolGF-1Ea s it £ & R R, He-Ikrh A
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A B AR ST ) n-BEIEALAL £ (N92) , 1M prolGF-1Eb Al
prolGF-1Ec HH il = n-#E 3L A0 A7 551 falr BT AR
B, e- IR LE 4% 1) prol GF [ V.4 ffd 5 A3r A4 i i3z DA K¢
WA B E IGF-1 (177 A8 43 s AN AR R FH 75 T R H
HRBEH

IGF & 4i 5 2 Ff 7 JIE 40 g 2% [f1 52 f& IGF-1R
IGF-2R™. IGF-1R & — il 2 5 i i G BRI =2 A, 24
Hic A 5 HE AR X S 46 & 51 B B B AL, BRI
NAT 5| R R B R L . RIUE L IGF-1RBR T B A
fid % 20 PR AR BUR T A R AL ik R AR 34 A 22 0y
X, S 5T8 HEEMME L. IGF-1R K St 4
ANRECIEE /DN R R TN, B A S IRSE T H
&, /N BRUE R B IR A3 B = TGF- 1R 75 $2 firh 500 J& (K]
I AN 2 15 A T AL, 1 BH X b 2 B 52 A4 G 4 i R 2H 23
MK B B REE, oA i 255 IR ORAR RS I
T IGF 4. IGF-2R X% 5 IGF-2 454, 15 K I
W IGF-2, 55 4 1t Hh 40 1] IGF-2 19 5 43 W A1 5% 43 14
e .

IGF R4t 5 M8 2 [0 2 = 01EH . IGF-1RA5
FAE T2 5 Y A A R B DR A AE R ATP A
BRAR PR R BL R B8 248 (Warburg effect) ” . IGF-
IR A7 T 40 M b, AAE AR A g B AU k7 8
BHIE I8 A i MAPK A1 PI3K {5 53 5% 1 4% 40
JHO P 84 5 AN HE BT LIS bR A A e PIBK 45
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ANASCRT DL B0 4H M O AR R A 22 53 2L, 3 el
POWE I A g A 5 5 T 240 X LRI R R 1 R
T

2 IGF R4 GC HRIFRIX

2018 4= [ GC TR & 4 [ e iE s 2 0 AE
RIEE 2 A1, 3 FE ] GC B 1 S EAEAE AR T 5%
W3 GC 5 T 12 #6684 G BT iR AR ) ¥R )7 B
SR TG B R S , (B RS R IR e . 2
Har ik, MR R R A b EY T H TR IH2
b7 R B TN, D] - — i T A L DRBE 1K R GC
i £ 7R U N BN, GCHRIAAR 2R IT R GC 1)
J5 2 A R W A B PR 7 ) K SF T B R TS A
TMANE , 110 IGF RG22 5 T 20 bRz Vg i ik
FEEFE , o038 B T

i ARG I7 5 FH BLYDRIEATC & 5-FU, 5BV F1 4
A R B IE T GC B R I, B3 s 4m i v
IGF-1 M IGF-1R W TR 2 S 1 5407 SR B3
FHE . BRG IIHE IGF-1R 52 251 25 2 -1
(multidrug resistance associated protein-1, MRP-1) ]
FIEKE, ol FACTT R . s b, B ) IGF -
IR [FRIAZKF, AT LA £ 2 (1 700 f FRph EL 45 5 4%
WA 926 B, IGF-1 A1 IGF- 1R £ 1E % 202380 5 Je i 18,
PR BE AR TS A BRI RE AL GC SR I Rk
HRIXFREA—, RIL K A R A28
T A TS . I AR T R S I R IGF-1
FILIKT RILIGE-1 [ RE K s 5409797 80k
RIS, IGF-1 5 IGFBPs-3 F£iA MBI HR 5 GC
()R A A R, AT A GC T & AR & 2 —
A28 359 GC $E [miE T BF Fo 34t T R .

IGFBP3 % [K 7 T A [ 4 ik Tp12~14, I
MR IR . IGFBP3 J& 51 H AL Al T ER
IGFBP3 3 K %14 , i@ i #i] IGF1 5 IGFIR #H 45 & &
FEpUMIRAE R . A SLIe R B, IGFBP3 B A #i i
GC M1ER , 5 AN B A2 &) . IGFBP3 2
DR A% S 5 16 4 GC B 38 1) A A7 28 W8 35 #H 0%, IGFBP3
FEME A GC 2H 2R IK 7K1 B S B A, B 1 Rk 58 25 1)
Bk ERFRE R, HAAR RS 4% . IGFBP3 1
GC LR FIE , 5 GC (I K7 B 50F0 25 1)
TiJa % PIA M, IGFBP7 5211 GC 4 i #k SGC-7901
{10 40 B R 3, 4 1) GC 41 i A G121 G2/M 31 1 %%
A0, A 22 EPOTE GC 4 A BRRS A R A A W %
F|, IGFBP7 %t GC 4l ffg 1) 384 48 5 A7 $0 ) /E FH , B Bair
GC 4 A 1, 48 G1 L BT 5 B3 2 o

3 IGFREZNTSGCHEMT

EMT 48 1)/ b 57 40 B 7F 526 R 35 /R A Rk k
A, 20 Ff TR) A FH ek 55 , AN P L £ S B RN R B o
FERRR P, 380 1 b R A B 0 9R E E AiE E T #E Re
73,567 RS A% 1) ST A () T 2SRV o T o 40 e
FoRE 15 H LA (2 28 1, T DL % 3 ) Bl AH 46 fs &2
Bkt . EMT IR 2 AR e b B 4 345 ) ot %
BE, AEAERKRF IIBECR K A RR. ERE G
JTRE T, EMT J2 K 2 S8 15 A R I G A 3=,
EIHE R TR 4 A A IR PR R R T i D 1 2R
1ERe /] BT AR e .

IGF-1 7£ K 2 8 48 ffd 15 5 EMT, EMT i
T v (1) 8 220 AR /2 1 R 45 % 25 1 (B-cadherin) I
/b A 245 B R (N-cadherin) 38 00, 1835 45 € 244
% IR I 1§ (receptor tyrosine kinase, RTK) i i [ #H
ST, T IX BB o IGF-1R FIE AL 51 &% 5, AT
BEA M TR X FRAE LG R2 M 1A G B Y
LI RE LA K% 200 1 255 R0 B 2 1 PR 3% 38 e 0T AT 16 52 )
JoR A0 L ()RS RVR 2R 66 77 o RIS, 38 Io A 42 o s
AR &R B B (0 MMP2 . MMPO) [ 3K,
58 b 980 400 it 5 B D B R AR AR ELAE F  3RA5 S5 3 R A
B fIBE 712, (AT, EMT 7E IGF R4S GC R %Ak
MR it fE bk 4 B B AR, B R B
HSR RIS /). B 90 FI 348 EMT F X PRk
X IGF #4u7E GC H Ak AR FRE 2= SE s g 14 -
4GC H [ IGF-1 {5 5 5 S A EMT i& ft.

GC 1) fe M K 1 5 EMT % U)FH 5.
FLER I, — B R AR A TR EMT bR B0 7K P80
AR R IR TG A B bs £ . IGF-1 /5 B &
EMT [#) 2 > 845 5 5 T 4, — RG#E i IRS-1/PI3K/
AKT #1 RAS/RAF/MEK/ERK i i , iX Fft 91l % 76 H Al
&I e o b AR . BF FUIR B, RN B R
BGC-823 4iijffd 4 , IGF-1 5 5 1 EMT & GC H &£ 11
F A 28 5 MEK/ERK G B8 | 1 %4 5% K] 1 # 55%
¥ (zincfingerE - box-bindingprotein2 , ZEB2; & 1) .
1M PI3K/AKT 15 5 i i 7] )1 i] GSK-3a F1I&E A0 AT 41
il ZEB2 [ L8, BT LA RE 5% 4 £F BGC-823 1 I 7 3%
., (HAFIEM A IGF-1 H &4 X ZEB2 % 1 /KT
FEAEAE A LSRR K B #JF R B2 ZEB2
mRNA [¥] 315K, B 8k n] W IGF-1 1% ZEB2 7~
AR R TR

W 7RO W], miR-200 £ 48 Rl 53 1R 6 3k K
SR ER TG A E EERR. (X2
KR o, #62 fH miR-200b 3K & $E X S8 E . (B AE
GC &g AF 70 rh , W) 2 ph Gk ZEB2 f #0 [ £ 00 1
EMT. 7£ A B IR MGC-803 4 ity Al 54 72 4 B e
SGC-7901 4 (1) 8 5T 7, IGF-1 7] 5 5 miR-200c &
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XN . T PIBK/AKT 401 1) 77 LY 294002 ERK [
] 77 PD98059 1] ££ — 5E #2 F& - # il IGF-1, {15
IGF-1 AN BE 5] & miR-200c [ N 1. miR-200c = 2
it ZEB2 MAE FH SR 4% I 8> R40i8 %% . miR-200c
FIE RPN, LA S ZEB2 F 35 5 5% 18 42 1T 400051 Jek 3 41
MU # (B 1) . Cbl Ji7 % 2 K B(CBLB) th AJ BAFZ i
AKT/ERK 2 2515 *5 3 B 1 B0iEC" IF 18] 322 401 1] miR -
200c # ik A1 ZEB2 (1) L1 , miR-200c & 1A 4011 BA %

IGF-1R

ZEB2 [ 18 5 S 43¢ , 1 B R 22 35 T 406 vk Jed 4 P S
. £ MK CBLB ¥ GC 41 il v , 41 it 3E 7% 7 1 1
I, T miRNA-200¢ IR IATEFFK. th4h, CBLC T 5
IGF-1R MR EEG, 1T 2 ARXF IGF-1 P2 A 2 Rz %=1k
S RBEA, IGF-1R fEWE R AL J5 , Fovd A5 23 o . 52
4254 CBLB ££ IGF-1 Hll () GC-803 Al j5 5 1
IGF-1R [%fi# .

IGF-1 >

mTORC1

IGF-1

A B B B R

CBLB

. T T LIS

—> #iE. B — El. TR

IGF-1/IGF-1R 4iil id IRS-1/PI3K/AKT A1 RAS/RAF/MEK/ERK 3l 1% [ 1% ZEB2 A1 SNAIL 1
1 IGF-1 BEANEZESHSHN S BEEMT 1= E

3 VE ) /2, CBLB 1 R 2 . il ixX — i
FEo 5 MR 443 T IGE- 1R (A 5% 2k 55 15 301 kg 2%
MY R 2 IEA 26, 5 CBLB [ 38 1K U & A
Ko CBLB #IA 5 58 2 1EAH O, 5k L 40 i i
8 B2 AAHIC . CBLB A LUA 24l IGF- 1R, F#1IK GC
SR R A TR LA PR R 1 UGS

IGF-1 /1'% EMT {£ 5 & T 1) 5 — A g i 45 A
TRALE Z (survivin) , fAE R MR IE S GC (153 BRI
R R A R (B 1D . BERP AL, IGF-1 (i
7 BGC823 ' ERK fll AKT [ BR AL , 1 38 T IGF %
GUF EMT A Win EV RS, FE A FE A .
MMP2 F SNAIL. i 473 2 7] B W7 IGF-1 5 5 1
FR A 25 11 \MMP2 . SNAIL 25 EMT 2 ¥ %5 S 40 1)
FiE , I 0 BGC-823 411 i i3 #% AR 2809,
A, T3 15 T 1 % B 5 A 2 (interferon - induced
transmembrane protein 2, IFITM2) 7E & #M e i3F fif 98 4]
JL 8 B R 2% TR A EMT , I 76 it 58 S Wi A s 6
e 3 IR AR K RN AR RS . BF ST R B, IGF- 1 il

IGF-1R/STAT3 & 5 1] 153 IFITM2 B 1L (B 1.

g5 b, 1R R A i AR 22 AT B i AR R, Dk ES
IGF-1 "5 EMT AR CIS A% , 75 TR g 13F Je e 7
77 T B A BRI 78 23 18]

5 4 ®

KE IR F W, IGF R4 1E GC R E KRR
W B AR B ER, B E S DI G R AR
WD, WAETS IGF REUE NI bR S 0] REME R
K. REIET Bl 74518, IGF A AR e 4y
AR EW IS 0w, A AR A IR KM
WA, B FER )5 1A AT 5 e DA R 24N J5 T — 72 IGF
ARG E G MR AR AR S s R IGF &
G T HIE T IE R A AR B . SRIMTER
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PRI 1) R, 1 U0 IGF RS PE GC R AR & Hh (1 AH KA
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