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Roles of cancerous inhibitor of protein phosphatase 2A in human cancer

BORA L0 0 R FRIGRN K S BRHAFTH IR 7 é 4 B AT LI R 5XPT, 7 A
450052)

(8 FE] EAWRE 2A 3] R ¥ (cancerous inhibitor of protein phosphatase 2A , CIP2A) AE 4 K 2 H i i Kk . CIP2A
RS 556 7K T c-Myc M 2K H BRI 2A (protein phosphatase 2A, PP2A) A0 H.AE A , ¥ PP2A X c-Myc 55 62 {7 22 & R I i iR
AAER 32T BELIE c-Myc £ F B A% , iZ D g2 CIP2A fRe/E I B BRI . CIP2A 7RI 4H M3 5 A T2 VR 28 TR b IRl 78
#: 4k, (epithelial-mesenchymal transition, EMT) 4 il & 1 e 0 24 P 55 07 T R 15 46 S5 B AE F 5 (BB , CIP2A 42 — SE g i2 Wi Al i
JERITEE VIR E o AR CHRIE AR CIP2A FE MR Hh (1) 258 | I 4% DA S HCAE b8 20 Bl v ) 4 AN AR i A e e 25 0 5 1)

WEFUfE— 2Rk

[X8EF] & A BEIRES 2A o ME IR 7 s B2 R RR I 2A s c-Myc; iR
[(FEIZZES] R737.1 [CEAFRIRAE] A [XEHS]  1007-385X(2017)09-0851-011

2002 4F Soo-Hoo Al Zhang %5 & VX 7 9 A1
Y ORI T 5315 9 90 kDa IR AHOC H £
P (p90)™M, 2007 4 p90 # % 7& F 5 [ W FR T 2A i
4 1 #il] Al ¥ (cancerous inhibitor of protein phospha-
tase 2A, CIP2A) ™, CIP2A RE ¥ H 4% 5 ¥ K K T c-
Myc AH BAEH , #1125 F 5% B& % 2A (protein phospha-
tase 2A, PP2A) X} c-Myc 5 62 13 22 2 FR 1) 1ok B AL AE
A BET R AE c-Myc & A FEf# . BEE XTI RE T W,
CIP2A £ Fh iy b IO 0 FE T 205 R R . 2B
AT AR CIP2A T MR Hh 1 2208 Kl PR 3 3 TR L
i) S LA &b ieg vh i RS DA AR Dy R R o
TR E B AR S B FE 3E JRAE — 2538 , B AR T CIP2A
A T 96 12E Jee v i AR L O D SR AR S B RlT T
HIIRE VR IT B SR AL IR B S 25 R

1 CIP2A B PRI FRIA R HIlm R E X

CIP24 FE A7 F N G 4k 3q13.13, K EZ41H
43.9 kb, & 21 MAME T, ghS EE H 4y 1 E N 102 kD
(GenBank accession numberNP_065941.2) . #H b 1E
i B 5 2R, CIP2 A TE 466 K 22 0 S Ak g A Il vk e g
) mRIE (R D ZHMIEEF I EA RS HE
W CIP2A %35 1IE M %, H CIP2A X} & % 15 6 15
TN e R UHRASBAALEE T A AN FE 4518 . He
SFUHRIE CIP2A 1 N A A vy Rk [RH 2N
100.0%(136/136) 1, 5 5 3 (K A= 47 2 #H 5C 5 1] Huang
HWHE CIP24 mRNA TE JF 98 H 16 B 2 [77.9%
(106/136)] 1 T 9 55 2H 43 [31.6% (43/136)1, 8 K
mRNA /K-F 5 &2 75 A AH G, 1M 8 55 mRNA 7K

5 EEEM . Bockelman 254K il CIP2A 7£ 45 L
FpgeE A 2R h 87.9%(661/752) , 5 g IR A A7 M
UG AH M TE Gt 2 3 s Teng 2543 CIP2A 78
46 e vh BRI 2R R 100.0%(167/167) , 5 B E AR AT
A, TG AR E Lo XA AN FE
A REYE TR AR B DN EFE AR N E SRR B 22 . )
A, 7K CIP2A X HUIR B L S PR g L s f8 3
Hishim L,

2 CIP2A 7£ I ZmBE P B9 FRIA 1R WL

CIP2A 7E 2 it e 40 i Hh (1) 2R IA 52 3 s R 1 [y
JCAT 4 i 16 22 RE 9 B B26 i FE K [ YR 4 1 Cerythro-
blastosis virus E26 oncogene homolog 1,Ets1) .ETS £
5 1 1 (ets-like protein 1, Elk1) 1)\ AR &5 & 4 5%
¥ 4 (octamer- binding transcription factor 4, OCT4)
S\ Hr e (4 A R A I s 0 1 (checkpoint ki-
nase 1, CHK 1M cAMP [ B TG {45 & 8 F (cCAMP re-
sponse element- binding protein, CREB) %] I it />
RNA (miRNAD 4% , BAT — € (K = 2 VA 4H 4y
S 1 %6, Khanna 55 WRIELE 5 e 40 A0 AT 51
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Ji e 4 i o ERK {5 5 38 i m] i i % % (K1 Ets 1 K i
5 CIP2A £ RIFRIE o 1M Pallai SR 18 75 T 5 200 Al
T PN R 4 L e e [T Ets1 MEIKD 5 CIP24
R 21 X 456, B[Rl AT CLP24 I EEAil % 5% . Ven-
teld 55U iR I 75 52 AU 240 PRV G T 48 R OCT4 B
i B S CIP2A FE R ZRIL . o, 15/ N R IG e 4
2 A1 M S % % A T 2 (activating transcription fac-
tor 2, ATF2) &5 & CIP24 3£ R J8 311 X [ 05 25 A
1 Cactivator protein 1, AP-1) &5 & 7 mi , J5 8 5 K %
S B R 4E M R AR vT REAE QbR . Laine 50
A TE 7 7L B i 4 B M 225 Pl e 400 T v p53 L 2 L 1
5 p21 ik, 3 1m0 #0#1) CDK, 15 B AR /) 55 41 B 8 2% A

(retinoblastoma protein, pRb) {& 7 22 B BZ 1L IR 7S, #1)
il E2F ¥ 5% [Al ¥~ 1 (E2F transcription factor 1, E2F1)
5 CIP24 B 5 8l ¥ X 45 &, i 2 N CIP2A 3%
ik o Choi 55" 18 71 7L s 40 e o 17B- M — B s %
W% EGFR, #F 1M ¥ i% MAPK 1 PI3K {5 5 i #% , fif
p70 #Z WEAAR B 1 S6 i (p70 ribosomal protein S6 ki-
nase , p70S6KO AL » fix 28 W0 FAZ B B 46 A 1 4B
(eukaryotic translation initiation factor 4B, eIF4B) 3K
3% CIP24 2R 31k . H Uk, Khanna 354 £ B
e 40 R S 2 44 PAT SRS A B R R - Mye B 3 T I
CIP2A Tk ([FIRERIS: CIP24 B3 N c-Myc) se-Myc /R
A RBEE R E2F 1 K112 CIP2A4 R R L™,

F1 CIRAERHBHRHREREIGREX

CIP2A FHPEZR (%)

JirJeg A A A2 T RS LR SEEEVN EEPEN

SR AT iR 2 ff S 78.6(11/14) 0.0€0/9) [2]

80.8(42/52) - + + [10]

82.7(43/52) - + - [11]

LT 90.7(254/280) - + + [12]

i 97.3(71/73) 66.7°(2/3) + + [13]

/N it 72.2(65/90) 0.0€0/90) + + [14]

76.3(74/97) 5.2(5/97) + + [15]

R HRR 2N fE 90.0(36/40) 20.0(8/40) - xd [16]

A I 97.3(110/113) 100.0°(5/5) x + [17]

FLIRE 39.4(13/33) - + - [18]

35.0(448/1280) - + + [19]

46.0(565/1228) - + [20]

100.0(46/46) 28.3(13/46) - - [91

5 65.0(145/223) - + + [21]

67.6(25/37) - + + [22]

i E 87.9(661/752) - x x [5]

100.0€167/167) 80.0°(12/15) + + (6]

iR 100.0(136/136) - + + [3]

77.9°(106/136) 31.6°(43/136) + + [4]

Jik Mg 56.3(54/96) - 4 + [23]

70.8(51/72) 11.1(327) + + [24]

RHAE b R i 78.9(45/57) 13.0(3/23) + + [25]
B 31.6(6/19,%85%)

70.1(75/107) 16.7C1/6, E55) + + [26]

HiT 37 gt 72.9(43/59) 10.0(2/20) x x [27]

86.5(109/126) 17.4(16/92) - - [28]

% e Je 72.6(85/117) 0.0€0/30) + + [29]

78.8(63/80) 16.3(13/80) [30]

63.6(63/99) 0.0€0/12) [31]

41.9(18/43) 0.0€0/43) [32]

T S 52.8(38/72) 0.0€0/15) [33]

60.8(31/51) 5.7(2/35) - - [34]

iE &7 82.8(434/524) - + + [35]

65.8(100/152) - - - [36]

Bk R 100.0(65/65) 0.0€0/30) + + [37]

B W 76.5(39/51) - [38]

SVERE M T I 57.8(67/116) 2.9(1/35) - - [39]

100.0€203/203) - + + [40]

M - - + + [41]

75.7°(56/74) 2.9(1/35) [42]

SR 0 ARE; xe oK IEW BUE SN CIP2A H AR IE AR T IR 44 CIP24 mRNA [ 3 (R4 CIP2A SR H BT FR) ;i

55 CIP2A mRNA K- 5 B8 A7 AR K, S UG AR R E X
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Khanna 28" T8 75\ B % U9 S 45 1798 A1 RR
25 4 J 988 b A T CHK L RN CIP2A4 #F mRNA 357K
S B W AR DG, 7E B 41 i DNA 51455 R
¥ I (DNA damage response kinases, DNA- PK) i
CHK1 2B 345 £ 22 5 IR 7 2L R Ak, , 1 R 1k 1) CHK1
REf LR CIP24 2L R 3RIA . Sung 5 38 75 il i I
20 i 1L 10 38 i PI3KY/ A H 8 B (protein kinase B,
PKB/AKT) 15 5 8 % fi CREB 3 /g 1k , i3t 17 1 3
CIP24 #: A 3RIE . Balliu %418 HDACI 7E45 H %
Jeb 41 PO A RE 8 1R 3% CIP24 B R ik . {H c-Myc.
CHK1.CREB fIHDAC1 & B #2102 a4 Ga 5 5
BN FH SRR TS CIP24 Ja 50+ X it 8
RN FIE M AR EEE R, B, Jung E2RIEE
i Jess 4 o miR-375 3 i 2 AN 25 A A A B B RE 5
15 CIP24 FE R Rk o Wei S5 R T8 7F K7 Jik 28 8 2298
4 i 1 miR-218 BE % 45 & CIP24 ) 3'-UTR [X i 4%
CIP2A 3R Rk

3 CIP2A FEE RO1EF

O B R AL A FH R R B IR 8% (protein
phosphatase, PP) [ 25 i & 4.1 A2 41 i 1 55 1 Dh g
WG 5% S e s 2 —, RS 5
P A5 A4k | BT JR 23 BR 975 (Alzheimer diseases , AD) Al
Jirf g 4 — e S AR G . ARHE L BEER AL I &AL R
B AL AN [R], PP ] 73 1 i 1 TS 2 TR o TR Il M 22 2 TR/
SRR . Horh, 5 A BEEREE 1 (PP I PP2A 7K
FE 7 20 0 v 246K 22 B 22 AR 73 2 R R TR i 1) 25 T 1R
A FEHS, BIE 53R B PP2A A& — A 55 B 019 1
IR, v 22 5T Re = R0 5 . DNA &
il S J B AN T4 AR PR PR ERE . PP2A 2 HH 45 M0
FE AU R B ORI A0 T 2 C 2H B S U = SR AR
ANTRINE J AN [ S T AR 2 [R) 416 R T BGER i 80 Fh A
[ F) PP2A , .25 B Y5 5 PP2A IR i 404 5 PE A0 4
M AL, B PP2A IR AK 2, (H H 40 D Re 1R
KRR B 5 EBERAIFAE -Myc K. e-Myc &
T R i - A - R e - 5 B R L B (bassic helix-loop-
helix-leucine zipper, bHLH-LZ) ¥ 5 [K 7 K jif , ‘& i@
i 5 Myc # 5¢ K T X (Myc-associated factor X, Max)
TE B IR — R AK, 456 I #E B ] S 3)) 1 X 11 E-box
(5'-CANNTG-3") JefF , IF: [FJ i 6 55 HoAt e s R 7, )3
AR FE R R IE . c-Myc fE4E RN ZEMR Rk,
2 2 5GBTS R DN A S5
A B ELIAE ), CIP2A /& PP2A - EH) YA,
CIP2A.PP2A I c-Myc =7 AH H./E H 41 PP2A % ¢-
Myc 28 62 7 22 Z FR M B TR A AE FH L 32 0E c-Myc B2 H
ZINRE AR CIP2A (i VE FH (1) B BRI

W 2 fro, CIP2A £ 25 A eg 40 i 34 5 L 4 1
1228 T\ I 2 18] 78 JiT 4% 1k Cepithelial-mesenchymal
transition, EMT) 4 it J& 1 J2 b 2 VR 55 7 1 R %5
FTHIER], ook 7L K 2 5 CIP2A \PP2A Al c-Myc
= HMEAEAME. W 1R, siRNA JLER CIP24
REe T 802 R B RERT A IR N o-Mye 5 B AIG, dl i
2 1% PIBK/AKT/mTOR 15 5 38 4% >4 il 40 i 14 5 , 75
YA T CIP2A 7E 7L e 21 fa hod i PP2A/
PI3K/AK T2 i & S F it i) 751 1B Cey-
clin-dependent kinase inhibitor 1B, CDKN1B/p27Kip1)
TR RRAK, , A FL B g A T4 5, [R]85 PP2A/c-Myc
0] p27Kipl % 5k 3k, e 22 3 20 fo J& BRe . (3
&, AR IR PR B AR (P ) B CIP2A 1 15 41 fi Zh g 1
I3 F AL T FEA AR > o AT, CIP2A A7 JE4K
#i PP2A [¥] Z) &€ , 5 Ras. Polo F£ ¥ 1 (polo-like ki-
nase 1,PLK1) 7K &5 22 53 F4 L K] A A1 B 2 (nev-
er in mitosis gene A-related kinase 2, NEK2) %5 1] H $#
FHEAR S, ST 20 ) Th g . CIP2A 7E-1 U
YA AT 5 Ras B A BLAEH , 3 9% Ras-MAPK (5 5
R, [FIE I 0] PP2A X c-Myc Z2BERR 1L , #2538 c-
Myc, B 3L [7] 2 5 EMT HFR ) K 4259, CIP2A ]
5 PLKI1 A E AR, 858 PLK 1 (1) e & T AN 7, {3k
B34, CIP2A 1515 3 40 i o 1] 5 NEK2
FHH AR H, 38 9% NEK2 35 PE , & 3 bt 4 23 5510,
CIP2A 1E il %1 Jit 9 44 Jfd 71 7] &5 Shugoshin # 25 H 1
(shugoshin-like 1,Sgol 1) AH HAFEFH , S ik Ge i A 73 55,
R 32 40 i B Y. CTP2A 75 11y A1) Bl i 4 A Hh vl i ik
58 & 52K EE 5 5 & H 59 (leucine-rich repeat-
containing protein 59, LRRC59) #f H.1E H ¥ iz N %,
5| DA A R Ak, A MR 4H A i
T 4 CIP2 A 5 W 22 s 7 2 IX - 32 DL adh 19 1L
i (breakpoint cluster region- Abelson leukemia virus,
BCR-ABL) {77 IE RS 1, AT BE AR 32E 1208 0 K e
P 72 15 B3 BAE FH AN TS 2

CIP2A [N IIRE KI5 Z M5 5 A K. 5 CIP2A
AH S 1) P A B 2 {5 5 8 % Ras-MAPK Hl PK3K-
AKT Z 5 s 5 1 D fie . Ub Ak, CIP2A 7E i
11, vb R] 9 INK {5 3, (e 2k 40 i 1 5E , H
CIP2A 3 558 INK 15 5 38 % 1) B AR 4 1 AL v A I
A, LRSS CIP2A A 10 /M5 5B B : (D
Ras-MAPK {5 5B . Ras 52 4Me 5 HIBGE 1L, 17
5 Raf fE4H G 5 2 256 4% Hg 46, i 010 Raf
(MAPKKK) i i 1k MAPKK, i { ) MEK (MAP-
KK) X #2351 f6 ERK ( Xk MAPKD , fix 2 3% {4 1)
ERK % e 4R 7-(EIk 1 .ATF.NF-4B.c-Myc%), 5
REMAYEERN™, (2) PI3BK-AKT {5 5iE#. PI3K
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#<2 siRNA T i CIP2A 3 BhEE LRARAY S MM ANE ZE RO 43 F AL
988 41 A W W 222 B EMT B# diditk Bl SHETR
EIRMRRAE  A172H81U87 e - - - - c-Mye |, pAKT |, [69]
BCL2 |
LA ek A UT-SCC-7 #1UT-SCC-9 } - - - - - - c-Myc | [2]
S A CNE-2 fl SUNE-1 i - - - - - - c-Mye | [12]
C s A NCI-60 ! - l ! - - - c-Myc | [52]
SCC-25 } - - - - - - - [70]
e/ TR H1299 ! - = - - - - AKT-mTOR {5 il [14.71]
L78 ! - - - - - - [72]
SPCA1 } - - - - - L OBED AKT {55 iM% [72-73]
A549 ! - = - - - INq%:Ep) AKT {55 8% [14,72-73]
sk EC109 | - - - = - e-Mye | [16]
FLIRSE G MDA-MB-231 fil ! - ! - - ! - PP2A/c-Myc/p27Kipl 7,63]
BT549
S o 0 MKN-28.KATOIII l - - - - - - c-Mye | [21]
HTAGS
L5 T e Caco-2 L - - - - ERK | [74]
HCT116 l - - - - - - c-Myce | [75]
HT29 Lo e e e s GRS - [6]
WE SR
#4.SN38)
Jige 5t s 0 SW1990 ! - - - - - L GEPE D BCL2 | ,AKT | [24]
BB 786-0 - - - - - - [76]
A498 FIKRC/Y = - } ! - - - c-Mye | [26]
i 51 A A LNCaP L - s s - - [77]
PC-3 - - - - - } - CIP2A 5 Sgol1 {EFA [66]
C4-2 1 - - - - - L CREMID - [78]
DU-145 ! - ! ! - - - c-Mye | [28]
B g 4 T24 ! 1 ! ! il - - - [29-30]
T S A HelLa ! - - - 1 - L(ZBFEWLE  oMyc |, P-gp |, [33-3479]
=N IEEE R MEK/ERK {55 5 il i
A
SiHa F11 Caski l - - - - - - c-Mye | [33]
[l SKOV3™" 1 - - - - - L OBED AKT {5588 [80]
A2780 Fl SKOV3 ! - - - - } | (#E®)  CyelinDIL |, c-Myc |,  [36]
pRb |, Bcl-2 |, Pakt
!
1 SR AT FEMX1. WMI1366. | 1 - - - - - PI3K/AKT {5 5l % (81]
WM983b il WM9
A375 - - ! ! - - - - [37]
B R MG-63 l - ! - - - - c-Mye |, pAKT | [38]
Z R E BRI RPMI-8226 F1NCI-H929 ! 1 - - - - - c-Myc |, PI3K/AKT/ [61-62]
mTOR {55 i@ %
AR e s HEL oo s s - o-Mye | [40]
i HL60 L. - - - - - - [39]
ek KS62 | 1 - - - - - c-Mye | [42]

o)
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& R T 738 (p85) FIME AL FE (p110) 2H Bl /1) 7R —
BR324 B E R WU (receptor tyrosine kinase,
RTK) °] B #2155 F 954k PI3K, tH Al J@ i i 1k Ras, # 1
% A6 [ Ras 15 S5 4L PI3K . 154K 1Y) PISK BE 4 i
I UL B — 1 B2 (phosphatidylinositol4,5-bisphosphate ,
PIP2) e A6y PIP3. PIP3 {F Jy 55 — 15 fiti i id 3-# g
Pk AL 12 44K it 4 25 % (3- phosphoinositide- depen-
dent kinasel, PDK 1) 4% [f] 4% Ji% AKT, ¥ (1) AKT
YEF T 2 Fh A 40 mTOR FURE B & R -3 (gly-
cogen synthase kinase-3B, GSK-3B) 55 & i 7 41 iy 4=
17 18 5 25 Th ™, (3) c-Myc 8 R 1L 5 B& fif ™,
ERK 2 ft. c-Myc Ser62 fii Ho 4252 , b J§ GSK-3p 2=
B — P W B b c-MycThr58, 5 2 35 i 2 9 5+ M) I
(prolyl isomerase, PIN-1) A] i ¢- Myc ( £ Ser62 #
Thr58 P i R A A7 0D 2 45 4 e 2 Oy e s 45 4
PP2A WAL [ 2045 4 c-Myc (4 Ser62 1 ThrS8 i i
FRAAE 1) () Ser62 Z: i R AL AF Bl I &5 c-Mye (57
Thr58 W B2 AL 150 5 %7 W] 3t — 2D 4l 1 27 B 1%
ey 2GR (5 FWBDHEAL A 02 AL e-Mye, 5
KRR B R AR R . (4) CIP2APP2A Fil c-Myc

—F ] HEMEAEH , BEAS PP2A X c-Myc Ser62 1)
TR AL, HE T A2 5 c-Myce B ™. (5)CIP2A-PP2A &
EYEHHEREEAESY 1 (mammalian target
of rapamycin complex 1, mTORC1) #f B {E H , 3 5
mTORC1 ¥ 77 , 33t i #6140 A 1 ™. (6) CIP2A F] &5
PLK 1 AH B AEH , 3438 PLK 1 52 58 MRS I, (R
22 43 F419, (7) CIP2A tH 7] 5 NEK2 #H B/ F , 3% 5%
NEK2 ¥ 77, {ig 3 A0 A4 23 55, (8) i BR B3 417 il
CIP2A Ref% 33U 1M 4 c-Myc 85 I BEAIG, Jl i 2k
7% PI3K/AKT/mTOR 15 5 18 I KA il 4 e 35 5 , 5 =
S B E TS ot PP2A RE 8 2% B R 4k PIBK [
Thr308 Fl Ser473 , {1 2K 75, (9) CIP2A 75 FL iy 41
Jitd o i ik PP2A/PISK/AKT 12 #3F p27Kip1 i B AL , fif
FOEE AT MR B, A B E O PP2A/c- Mye 11 il
p27Kipl s 335, I AR 340 i A . (100 CIP2A
EF BT 5 Ras B4 B AEH , #4598 Ras-
MAPK {5 5 58 4 , [7 5 38 52 $61] PP2A X c-Myc 2
T Ak 338 T o2 c-Mye, B9 3% JL [F] 2 5 EMT F i (1)
KA, PR L,

PI3K F----

Hizitk «— P-gp «—— E2FI
Petafhsr B« Sgoll
p27kipl —— 4L 3 Ll 4) B <— NEK2
HAHHE «— PLKI

[
| J{mﬁm

EL O

c-Myc ERK _ c-Myc GSK-38 c-Myc PIN-1

c-Myc €—> _PP2A c-Myc Zkiigl: mm

(S62@M{L) (S62,TSSXRMRIL)

(trans, S62.TSSXJRMIL) (trans, TSSBML{L)

1 CIR2AHTIgE SHXESBERRER

4 CIP2A B TEEEHRRY AR E R 5

2B F W I AR CIP2A B VB AE R R 1) Bt i 98 e
FRGET R 3. K3, CIP24 siRNA Fil— L8/
FAGA W ET 0 2 T 200 i 3 B R R 7 ) R R R
FEIR L iZ A0 HI 1 B 55 8 CIP2A A e HL R i 90 1 1)
AR Cln B i PP2A 3 M Ak 55 AKT B % 16 %5 ) AH
Ko —EH/NGFEY T I CIP2A FIALE & 2 1%
B o Gu sl A 25 A3 74 5 =] 43 )7 FL I 40 P AN 25
e 240 PR w0 1) A S R 5 B 1 T R A O B AR
KRR CIP2A™ s JiiA % e R 2 8 Je fiT £ 4 TDS52
BT Br JE 3 Sl A SRR 4 AR - e 4 i R R /2
o it e 40 B LS S IR 7 Elk 5 CIP24 J3 3 145
A5 BET R U CIP2A 3R 380 BT Jie ¥ 82 70 JHF e 41 i
HRERE 175 5 CIP2A MBS V2 3-8 AR 0 A2 AR

T e R T A 3 /0> 41 it il s 4 45 B CIP2A, i 3
CIP2A 5 #AR 78 25 1 70 2 5K vy AH ELAE F 2 1 (car-
boxyl terminus of Hsp70-interacting protein, CHIP) %
A 55 CIP2A FEfR™ . ABIZ , 5 & 25 i 5
F, IR 5 44 il MDA-MB-231. MDA-MB-468. MDA-
MB-453 F1 SK-BR-3 & T~ , 1fi % 41 jg HCC-1937 &
B B 5 A K AT 5 5 L e 4 M HC.C-1937 \MDA-
MB-231 1 MDA-MB-468 I T~ , Ifi X} 4 Ji MDA-MB-
453 FIMCF-7 Jo2™ . W35 [RIFF LE 311 40 il MDA-
MB-453 F1 HCC-1937 H1 4% ~ 1 CIP2A , {H % 41 ffil
(A F 285 AR AN [F) 53X S 7 T 0 855 e oK il th 52
B 5B R RIS siRNA — 526 T i CIP2A 33 1 5
ECA M AR, EATTA — 8 & HLAEE W CIP24, 1] BE

AFERAERBL . 556, P B e RHATAEY %
A5 s B R Bl U 4 ) CEGFR B B 7D L B8 % S
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Y0 T AR S 2 AR I IR OGS T
W CIP2A K IAAH O™, [y & JE & ErbB 5% 52 &
(BL EGFRO [ FH ¥ 7] , {H & 8 it CIP2A/PP2A/AKT
EREpliN a7 | ANV DN TR i N I % S W =12
15 CIP2A (P48 1 K 241 A 1 i s 28 2 il — AR s 2 R
TG 77 2G TKIs 7] 28 1) 995 5 A6, i i 42 21

— SR R CIP2A Ry R I 5 HA R A A5, o 26
K2 HIE & 4141 CIP2A K K 35 CBR RS R 410 i
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