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The role of angiomotin in tumorigenesis and Hippo pathway

HUANG Hao
(Key Laboratory of Molecular Biophysics of the Ministry of Education, College of Life Science & Techology,
Huazhong University of Science & Technology, Wuhan 430074, China)

Abstract: Angiomotin (AMOT) identified as angiostatin binding protein, and it plays an important role in the
regulation of endothelial cell migration, tight junction and blood vessel formation. AMOT and its homologues
AMOTLI1 and AMOTL2 may interact with YAP, a downstream effector of Hippo pathway, to regulate the growth of
tumor cells. AMOT could increase the level of YAP into the nucleus to promote the proliferation and progression of
cancer cells such as breast cancer, prostate cancer. On the other hands, AMOT could delay YAP into the cytoplasm
which could inhibits the growth of tumor cells such as glioblastoma and lung cancer. In addition, AMOT can also
promote the core kinase LATS in Hippo pathway to inhibit the proliferation of tumor cells. The different roles of
AMOT in the growth of tumor cells need to be further studied. This article mainly reviews the research progress in
the regulation of AMOT in cancer and the regulation mechanism of Hippo pathway in cancer.
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I angiomotin (AMOT) BE#% & 387 M4 A= Ak, 7EW
R . AR E e S R i R
FEHER, XWAE AMOT Rh 3t I8 A 6 7 1
— M A S BEFUKIN, AMOT fE— S8 fe vh
Ik s MAE RS2, AMOT feiid Hippo
5T I R R AR K. X T AMOT 78 I8
TR BARAE R AIALS] B BT IEAAE S, Ik, A&
SR 2RI H HT AMOT 78 I8 T2 LS AR SR 254
A AUEE I R B FH 5 7 T R s e

1 AMOTELWMES
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AMOT 72 2001 4738 it W B XU 32 i i 1) 1) —
B 5 M I A BEAEH B B B, AMOT H 675
MNEIEBR AR, HIXF o T 2 80 x 10°, FRN
AMOT-p80 . Ernkvist &5 1 % 52 1 AMOT (1] % —
A E R A, B Bk AMOT-p80 1Y N i %2 409
R, AT TREZ 130 10°, FRA AMOT-p130.
Xof R B T e A R B R AT 0 ' L I N E
— Ff 5 AMOT & /&[5 5 (19 25 9 5 JEAP (junction
enriched and associated protein), 7 # iy AMOT #%
1 (AMOTLL), AMOTLI1 & 956 M4 3L, #H
XTI 106 x 10° P, B4 —M 5 MAGI-1 3%
SERLLE N B 4 i 1Y) 55 55 3 424k (tight junction, TT) [
MAGI-#H 56 58 % 1 #AH ¢ B 1 MASCOT (MAGI-1-
associated coiled-coil tight junction protein) 145 AMOT
A6, FJy AMOT B8 1 2 (AMOTL2), AMOTL2
A 780 N & HE R, M X T & 286 x 1071,
AMOT-p80. AMOT-p130. AMOTL! # AMOTL2
M AMOT K5,  FR& R # G nl 2 ) —K—Fi

AMOT FREH S (K1) LA IR A -
AMOT-p130. AMOTLI Fl AMOTL2 ] N 3 #4 —
BB A S e 1) L/PPXY E 5 7, 1fif AMOT-p80
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Horp i = AN EEFEXTT AMOT-p130 F1 AMOTLI %
fRARE L, 1 AMOTL2 H T 55 = AN 7 (45 7 4
MANAEW: Neddd /3 F%A% ”'. AMOT-p130. AMOTLI,
AMOTL2 il PPxY /55 Hippo {55 @B T
W ORI T YAP/TAZ 1) WW 45 i 45 4,

M 8 4% YAP/TAZ () % 55 3% 1 ", i AMOT-p80
Wk /D IX B L Y, AN FE S YAP B{ Nedd4 %5 H f
WW S5 iR R 1 R4, X PP Esi B 22 R,
AMOT-p80 5 AMOT-p130 fEZfE AL

AMOT-p130. AMOTLI. AMOTL2 ]  [&] F1
AMOT-p80 ] N 3t & i1 230 /N 5 1% 2H 1 10 i 32 A7
SF (13 2 g (coiled-coil, CC) 45K, CC 4 ki
& H LA AT o SENEE SR I — AN e 4h i 1,
FHI X Eox AMOT (1) N it CC 45 R 5 Xk &
I (amphiphysin) 7 1E HL £ ] BAR (Bin/amphiphysin/
Rvs) &5 Fa 4l =1 FE AR 57, HEI CC 4583 5 BAR A
AAALThAE Y, BASWER, REXEREA
BAR 45 # el — AN 37 IR 8 Ak, A 3 %o
WEE T B A MR, FRAAR S XOMR T o il — AR 125
. BAR 454 350 A8 5 240 M S5 5 4 v i) 28 s 7 UL

PIANB AL 2, TR A AR SRER AL R (AR B B2 PI(4)P . PIG)P MIJH [ B s & ), Fad 5 R
amor-przo [T e T
1 LPTY PPEY PPEY 429 765 ABD PBD
410 1084
429 765 ABD PBD
956
avmoTLL | | || | BAR ] 1
4 LPTY PPEY PPEY 434 778 PBD
837
AMOTL2 | L | BAR I T1

1 LPTY PPQY PPVF 3T

709 pgD

Ell AMOTREEBSMEER



Eph

¥ Wh: AngiomotinE [fiE i X Hippof& 5 it % H il i e ik Fié 145

KA SRS, ok, WA R T
5 i p g A R B IE RIS il U, X AR OR
AMOT [f] CC Z5#:J38, (BAR Z5#438, ) W REN T L TE
B AR i R 3K . AMOT 5% 8 (36 7] LA
i BAR 45 #4358 33k 47 [ 9 B 5 6 5 R 1k i B0,
AMOT-p80 fef% H & 85 AMOT-p130 J& i [ 5 5%
S AR, AMOT-p130 I AN BETE il 15 & A5 —
Rh,

AMOT F i A C K & PDZ 454 3L ¥ (PDZ
binding motif, PBM), PDZ (PSD-95/Disc large/Zonula
occludens-1) 53 3 A F I K7 TR AW
Ji 2R (s R s A Y, PBM A5 AMOT 5 HiAth
PDZ 45 ¥ 8 A I e me A BAEH . B 58 K 30 PBM
AR BN 1 ML T R R A s B ) 2 A
EARGE T G, RS E R ia kK &b A
AT, i FEAGIET:, 1 HAKAh i
AR SEEe . PBM 28 AR 4 R B Ak i g 1,
XU AR, PBM /& AMOT (1) 5 ZIhRE 45 f ik,
TR AR SO AR P R AR .

£ AMOT-p80 Al p130 (] BAR 45 ¥ 3k Fll C i
PBM Z [AJ2 Hi7K ] AS 454 45K (angiostatin binding
domain, ABD), AMOTL1 fl AMOTL2 f /1> ix B 45
HEkE M, 4y M E BT AMOT-p130 () N 3. ABD
AT C 5 i 5% 6 PR 4Lt MAE 40, $1 ABD I3t
155 ABD {E4H i L4545, AMOT-p130 f N i Al
C uifE £ Y5 7 AL PR A0 5 A Re il 21, &5 % 500 53
fr ik N, AMOT i) Bi 7K ABD & F 5 i 45 1) fi
(AMOT-p80 & 479-503, AMOT-p130 Jy 541-559) ),
Pt AMOT [1] iR I DNA & i 7= 4B Pk 5 AMOT-p80
1R R T 45 4 B, D AMOT M % T fig
25 AS 4561 ABD B MK I, N i BAR
SERIIAN C S FAu A pa o 2 (HR A HRoE,
ANF 2 YRR E /I SRR RE/INS () P4 B 4, e
7 BE 75 3 AMOT-p80. pl130 fl AMOTL2, #%
N AMOT FIEREAA—ERBEA ", JFELMR
ZWE T E A T A AMOT & — b 76 2 i J52 A1 28
Mtz ORI E B, &T AMOT £ 7 &2 i
B A Rt — B g
2 AMOT{RIME 4 L

AMOT ZKJEE H F LA ME N LM, F
2 it RN — 26 b e 0 b A, B I T R,

AMOT ST (115 14 B MRS AN R
PR T R R S5 T R T A O,

FENLEE /)N BV R0 10X 5 1t 2 26 B BRI, R B
TE I T 7 1 3 B3R A 1) 2 AMOT-p80,  ILif Py
B AN BAT R MIER, 1 AMOT-p130 FZAE
I f) e e AN R BE R IA M. X IR AMOT-p80
1 AMOT-p130 [#)AH X} 234 7K~ AT e 72 44 i 40 i it
B —AJF K. £ MAE 402, AMOT-p130 =%
SENIAE S EAEAL, I N S 2T AR R B A 4
Hatk B9, 7 HEK293 4iiffierf, RERILIY AMOT-p130
BB ERAL ) F-ILBNE A EAEE, FFHHIR ) 2F
YERFE BRI, A SI4n TR *. MDCK
91 ff2 7, AMOT-p80 Jfi ik BAR (1) 5 ¥ — & 1 fif
AMOT-p130 M 4 o it 55 % 3% 452 b % 7% 3] 41 o Joia
L, AT AMOT-p130 %o I8 (1) a5 78 A 29,
TEBE L G TE B B, 78 A AE SR % 4 F-IL3)
B B AMOTLI 5t 45 40 i A Ak A1 240 i 55 3
kB, ik AMOTL S 3008 5 fh I i if 8 A2 il
WA . MAE 40 rf, @ik AMOTL2 240 i
HIEFE AT RS 2%, {2 Agarwala Z5 PUHF R R I, il
Bk AMOTL2 5 S50 4H i 1) ik 5 18 5 AR5 i Je 52 28
RN

AMOT K & [l ik C i [t PBM 5 % % %
P2 M55 8 [ Patj F1 Pals 5& 1 7F 5% 0E #5240 1224,
RhoA GTPase 32 #:[X - (Rho-GEF) Syx 5 Patj # B AF
TR AMOT/Patj/Syx =R &%), AMOT [#] BAR
SEMENFEAEMEARERNEG S, AERILK
Syx M A 3 44 it 32 422 Ab 38 45 1 4 B 1l o 1) R P A2
Ak, WeiE GTP i CDCA42, 520 41 B 22 AR M4 AT,
AT 8 2 B i B 40 I 1) 5 13T RS B4, AMOT
B A 5 GTP B35 2 H (GTPase activating protein)
Richl J#3 ## 2 []() BAR £ WIS HAEH, AMOT
L Patj 1 Richl JEUE A, & Richl 4 & & %
AL, #04) Richl %F CDC42 fy i #3E M, M
YRR AN B R S B R R A AR 1
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Hippo {5 5 i I /& — & Or 57 W # 145 5 08
B, TESHIFEmAMBEAK. . ALY,
08 3o AV 3 200 LR R o) £ L i R R 4 B R
MRE . HA AL LR BT R, WAL P4
Ji A Mst1/2 g (S [F) Y5 25 3 Hippo) 5 I 22
T EH WW45 (S [H 5 2 [ Salvador) T BT 2
AW, BEMR AL LATS1/2 (5% [/ J5 2 (9 Warts) 1
Mob1 (SR [F]J5 2 FH Mats). BERRILI LATS1/2 A
Mob1 AH B 1E A 3 5, 3k 1M % R Ak T 07 (1) YAP (3R
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WE [F] 5 2K 11 Yorkie), FHIE YAP #EA40M0#% 5 TEAD
( SR [R] Y5 25 F Scalloped) JE R % 0% B & 1,
YAP-TEAD % 3 05 526 W 58 8 WO 1 Ui A ik i
IR AR KA PUAH B TS5 AR OC L R (1) 3R 1A, W ApoE
AREG. BIRCS-2. CTGF. cyclin E, FGF, GLI-2
2 WS BRER LI YAP 5 14-3-3 454, Wi R AT
o1 J 3 I # B-TrCP A 510 & I BB R, AN
N A% R A 2 s AR
31 AMOT5SYAP

2009 4, Sowa %5 PO E B 7T W FL ) 41 L R
i 5 257 FAERSS A 1R E I ORI AMOT
it YAP 4%, BHEHHTAKIL, AMOTpI30. AMOTLI
1 AMOTL2 j# it N i ) 26 — 4~ PPXY fF Hit 5
YAP ] WW Z5R3845 &, 1 YAP/TAZ 4 7€ fE 40 i
KR EAL, {2 YAP/TAZ (M #ER2 4k, BH1E YAP
NG RV 3 3% M, T 0 A R g 2B T
Bratt 2 “ RS R T, YAP BG5S HxRxxS
{Rap e, Serl27 1 Ser381 HIBERE AL T #l#] YAP
EPEE CHE B, YAP M TAZ # LATS iRt 5 5
14-3-3 B A 456, T w8 i B AE 40 i 5 . Hippo
=5 R AR SR T AMOT 5% (1 [ Y5 & A,
Expanded (Ex) 5 AMOT-p130 BA [FRY&EF4], A
BE7E SR 0 R SR A 2B U 1 T B, Bx 9 PPXY 3
Frhe EH S Yorkie (Yki) (1) WW 5 F i 45 & T8 il =

B 58 L AE 4T M T i 4 B

R Z A, AMOT KRIEHH] YAP 3 14 (1)
YEH . AMOT 1] gg3d i P Floy XA ) YAP 3% 14,
—MEEES YAP 4%, 5 YAP HLEA YR
BERAL, SRR, B YAP N,
X F 7 A K A8 YAP ¥ 5% R 1k, W1 /E MDCK #
MCF10A 4i i, AMOT-p130 Z£4E YAP I g {7 78
BRI M E AT, i YAP 4
gz 104, Eik AMOT-p130 5% AMOTL2 Wi ¥4
MR B %z, YAP NAZKSPH N, dEmifedt YAP
() B bR 3L CTGF 1 Cyr61 1 %35, ANid i
AMOTLI1 I %A ) Bix sb % A 14U DeRan 25 )
W7 I, AMOT BB 2 4k R % 38 K AMOT fyF
T, TERE A AMOT A R T 4E R X5 YAP f 0]
YER . 54— 22 AMOT i i3 0% Hippo 15
50 B SR FIH] YAP 3E M, AMOT 1] fg fi2 1 Hippo
{55 18 B% 10 LU 1IE 4% 55 (1 NF2 45 & 5 £ LATS,
BTG Hippo 15 5%, T YAP 3% (K 2)*,

ANFETF AMOT 5F YAP [f4#fERH, B RA
L YAP NAZAEEF S 0E 1 D B vT RE 75 22 AMOT
125 T4 fE—se g, AMOT-p130 A E %
5 YAP 454, ] YAP 5 LATS FAH B AF FH e
YAP [J N A%, M\ IE i 3% YAP 3% 14 7. Moleirinho
2 VIR OR I, AMOT HIBEER LS 25 m AMOT
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TEAM N B, [FIBTIX A2 AMOT 5 YAP 1)
g, EWRRRALE) AMOT #E# {3 YAP/TEAD #
SEEAWENE, BERE L AMOT 5 YAP 5 o7 75 41 fifd
AL . QAL B AMOT-p130 5 YAP Al A
¥ TEAD B E &Y, 8 AMOT-p130 #1 YAP 7£
e ERTREE R C R TR R & £ A b
(gene set enrichment analysis, GSEA) ‘7%, £ AMOTp130
1 YAP JLiE L B 99.5% RS —
o ™, fE HEK293 4H i B, R AMOTp130 BE
il YAPY™ 2545 APOE B H B 8 K7, 1 CTGF 3
A )3 sh IH 7 WA Bz s W7 BANE W R iRiE, 78
1 BRI R AT AT R ] YAP S, $2% AMOT
FIEE AT YAP B2 A5 A0 A E A7 7T e AN
1 YAP FIBEER 1k 1.

HET, 55T AMOT 7 YAP 3 It 45 o (1) f £
ARG, — 70 AMOT B 5 YAP 45 &, %
YAP [i] 52 75 2 ff i 52 A 5 B R 4R M 5T A5 YAP
IR AR, B AR N TR 283 4% Hippo 15 5 1@ 6 (1)
Bl A YAP 5 1M 34— TJ7 1, AMOT 0] DL #5 Bl
YAP #E N4 4%, {218 YAP A TEAD & 4 5t E
G, RIFFSIEYE. PR [ 1 2 45 A
5 AMOT #1 YAP [ EL#AH AR, 17 AMOT [
FRALAE M T 52 1 AMOT 7E 40 i N 1) 5E A, X Fh e
firi@it AMOT-YAP &£ &K 20 YAP i& 1.

3.2 AMOT5NF2

NF2 (50 o [F] 5 25 F 28 Merlin) 52 — Ff i
M, A R AR K B E AR T NF2 2 £
54 H ' 35 % e Ak Y, NF2 5K Hippo {5 5 i@ i 4%
O LATS1/2 A1 MST1/2 i) BB E A kS 5
PR smaIE A B BSRG IR BL, NF2 5 AMOT,
PATJ/PALS] & AF /M EAEA, NF2 2@t
C ¥y 25 #4)48%, (C-terminal tail domain, CTD) 5 AMOT
) BAR 5 #38AH HAE T BV, AMOT 2 5 4 NF2
1E S E AN E AL, 11 NF2 /5 AMOT Al E-45
G R A ER A E 4L (adhesion junction, AJ) JL5E
fii. NF2 5 Richl 554+ PE45 & AMOT, f# Richl M
F B E M HIRAS M S, TR Richl T
Racl Al Ras-MAPK 15 538 6 35 14, 410 1) 48 A 1y 3
B Yo NF2 3% 4K # L N 3t FERM 45 #4) 35k il C i
gEkg ez AR A B, AMOT 5 NF2 ) CTD
ghty, TIRET BN NF2 fT MR, ff NF2 RESE4EE
% LATS1/2, MIifi#ki% Hippo {5 5 il *,

Moleirinho 25 Y B 9538 L, AMOT. NF2 il
YAP T] GE 1E 40 f o A Az e = e B A,

AMOT FHl ¢ 5 1212 50 AMOT Xf YAP ()42 .
LATS 2 1. AMOT [£] S176, § 3 AMOT 5 NF2
N YAP 549 A1 A% 55 7 240 3% 82 40 5 Palsl/
PATJ Fl E- #5355 8 UM AR, A m#H] YAP 1
PR R, FEBR L AMOT 5 NF2
YAP E& W€ AR it%, {21t YAP 5 TEAD (1)

+ A
it

3.3 AMOTSLATS

LATS /& Hippo 15 5 i B 71 [ A% .0 1 4% I i«
AMOT-p130. AMOTL1 1 AMOTL2 i# i N 3 A1
BAR Z5 3k 5 LATS B #:AH BAEH B, LATS 45
&I AL AMOT (1) Serl75, IR 1A% i GE #1141
AMOT 5 F- WLah & A 44 5 (i AMOT 54
FIEAME, WRILK AMOT 5 YAP 454, N
YAP 7541 57 i B K B S R i R AL A5 M

“R I AMOT 5 YAP 454, B 2 46 (1) AMOT ¥4

YAP Jiii B fE A oi b, 1 B B AEBE R AL 1Y) AMOT
BE. F-WghiE A5 3E R AMOT 45 &,
i AMOT 5 YAP JEE &4, YAP 140 itz
)5 AL AKERE N .
3.4 AMOTS5H fthHippoESEBRIBAE D FHE
ER

AMOT 5 NF2, KIBRA. FRMD6 Fil CRB3 J& %,
T & e R ERAL 7, KIBRA J& Hippo {5
SIEER— RO, i N iS5 AMOT-pl30
(115 — A PPEY #5454 Y. KIBRA Z 5|z N
FE AR AL, ARG AN IS 4 2 i A F AMOT
Sk ) B Crumbs (Crb) J2 5 %2 16 T s v i A
T-IAEN Hippo 15 5@ 1) B+ 2 5 a4
H Bz fdmi) BV, Crb BE{EHE AMOT 5 YAP (U454,
Crb 5 'E %53 B M % 5 (1 Patj Al Pals JE 1k Crb #24k
ZHY Y, Patj/Pals/Crb E 45 AMOT M EAEH,
sZ 0 AMOT 7E4H B N 1) A2 -2 i3 AMOT 5 YAP
256, K YAP #fiE fEAMIEREAL, T iRTE YAP
(R P (324921 S 4, E MCF10A i fia, %40
18N 4 A 1 SR A c-Fos ) AMOTL2 [ 5% R iX,
AMOTL2 5#Ab & &%) Crb/Patj/Pals 45 & R fE &
GV, BRI R T - R AR, T (2 ik
R 1828 1, AMOTL2 68 B 3454 MST2, {H
gEA L H RTIEANE 2 B

4 AMOT5SJEfE

4.1  AMOTHIHI L]
fE— Sk, AMOT A sl fEH, X
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AJ fE 2 Ji I Hippo {5 5l B 5 B #: 5 YAP 454
P& YAP [PiE PER ST, 75 A [ 1 i Re &t i vh LR
WL R AN ) o I PR e 2H 23RF d A4 1 85 97
P4, AMOT Rk /K2 B W BRI, @d
i AMOT, 4 /fi)i h YAP/TAZ /KF-B&A%, FHAE ik
YAP/TAZ N H%, 38 Jin fili Jes 40 A () 3 5 A0 42 28 1,
RGP Hm b, 3 ik AMOT-p130 171 O 598 21 i
Ao Malatl 7E1R 2 %M iR b s RiA, 784
Mo, YAP fEf% i Malatl (K214 7KF, 1l SRSF1
e 0 Malatl 31K, YAP fid # L2 AMOT
5 SRSF1 {454, AMOT J/> SRSF1 78 41 i #%
(I SE AL, TR 30 YAP 75 91 M k% N fC 5% %%
P ), Tankyrases REfE {23 AMOT f13Z KA1k [ f#,
1M Tankyrases #Iffil 5118 #2 E AMOT K4 YAP
iﬁ,l\i [66-67]0

42 AMOTHIHFE{ER

BEAR AMOT B % 17| E 26 s i G 5, 7R R
ZJE T AMOT #1& =R IAR), 1 H AMOT 7£ Ifi.
BB WK EEAEN, R HBUEERE S A
Kk

TE ML W R A A, 3 ik AMOT-p80 &
i 9 41 A bR T A B RIR . 1 R PR AMOT fig
PO AR PR, AR R 4 B 1) 2 22 e T, IR
At A T B AT R TR T

78 S R 0 i T, AMOT #2234 /K B &
ETIEFHHHA ™, AMOT A T AN /> MCF-7
S A K AR 2, A% R YAP KT R R
i MOl AMOT-p80 i AJ LA T ERK1/2 {i2i# MCF7
S0 B 3 U, AMOTL 78 ZL 9 40 o & A o 72
g B, AMOTLI 2 I8 (i a3k L M 24 P 1 14
FEAGE RS U A 8 A A A ) S 56 K B, AMOTLI
AT BES2 I e 13 Sro B SRR I 1 viE M 12 3 L R e
ARG E, Sre 8 i H A A5 S L 3k i Jeg 40
kA T,

AMOTL2 1£ 50% &5 iy Jes 48 B 2R 1A 7K 7 2 7
. AMOTL2 RefR it 4t e (T, Faiid T4k
Par3 1 Crb3 1 5& o7 R Al U8 5 £ [ £E 5 i o 1R HF
T 2 388 Ff g £ 123 0,

NF2 6 fe B4 E4E M b, =B AMOT geFH 1k
JHE b Rz U 65 . AMOT-p130 {23 YAP i3 A
YHRA%, FEFHLE YAP FI LATS (4R B AE F M43 20
Mg U, fEE A, AMOT Rk E4 M
R, 755 A B A i H ) 3 B 4 A 5 AN 4 R
Fik. @R AMOT R4 AF 155 B 41 B2 40 g HK-2

A1 RCC786-0 [P 3G 5, 1 L1 AMOT [ 38 18 I i
Bk ACHN 40 it () 384 5 U2, 76 BT 9 A0S e 40 i o
AMOT-p130 [ FIE N YAP NAZ /KT, HEmfE
B CTGF 1 Cyr61 [(1#i5. AMOT-p130 A fE/E A
YAP KB F-, BHIE YAP fwERg 1L, {3t YAP
Xof PR = A M S JE TR ) R T 4 U7

BT, AMOT ik Fif. i AMOT
REAM B 20 i (O LT RS AR B A8 e 12 2%
WAL B A -11 (Cadll) 19 FiH, AMOT-p80 5
Cadll M EAEFHHZ S4TSR ™. AMOT-p80
WA HNSCC 20 i ity £ K A% ™, 7£ HeLa A1
C33A #iiffar, i AMOTLI fe ) il 48 f ¥y 3L #%
ML 25 AMOTL1 Mt 4m R rIiE s s

W B R A UST 4l i b, AMOTL2 it %
EREE MBI EVE TR, WA KR, 54k
AMOTL2 %54 YAP, il YAP 304 Kk 4% 5 Sih 14,
AT 70 1 e 9 0 e 4 A U7

Zx B Rk, AMOT 1E & i % s i A K 5 i
R A EEA M (R 1), XK AMOT Af
DAAE g — s 75 (P 24 4 A

5 AMOTImRIETT 8N A

DL AMOT N #E S sRE VR IT i e — Lk
WHot . A5/ BRUCFL IR R g 5 e RIE Bt N IR
AMOT-p80 HifA ) DNA i J5, L& ARz 240,
75 150 d P9 80% /I BRUPIIRE 2 je 2 4 ) 2 78
Her-2 R /N Hh, BRGff FH 2215 AMOT-p80 Al
N EGF 3244 (Her-2) 75 JEL 70 il 4 B B (1) DNA J%
BT REAE A LR R 2%, 0 s 4 i o A
[F 1, Y82 7 A 00 281 3K o 2 i o L LS 1 s g 2,
TEARENAPE R 4 e, 7 55 AMOT-p80 ] DNA
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