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Potential novel ideas in targeted therapy for cancer
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[ R8I ] M ¥ ey s dnA A FAE 2
[ FE4S%ES ] R730.54 [ XCERFRERFG ] A

PSR TR YT, 2 LA IR e o AL A9 200 23
TLEWEWTTE N A, T R R ) PR SR T .
TGS R AR LE SR 16 7 PR R S A R
BB/ N 52 2V 5B R, TE BN IR 1R 7 (R8T
UTARR , S BRRH A KB THRARB L RSB I
S R BRSPS S ] B A B 25 ), AR R R
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1 #EIEaEmLE

1.1 Eazsipuhl s 2013 N R E

[N & SRR Iz S L], =i Rk2E K R 3R 2013 4F
FEVE DURA B2zl e 2 . Hop RS -CL 3l E
K TR F 5 a5 | 2 380 B s ) -

“CICHA BT MRS T RFBE A 9T 51 2R By
WV — s TR) AT B RIS IR M S A AT fig
I A0 L S A 5 T i R R 1 R A R R v R A
Mo BSRPE IS S pILR i A Bk e #E AR A9 1Y) 32
it ABEAS DGR Ay 2 , 76 g B0 ) A 5 5 T, AL
HATCG5 T 1R AT 5, IF R KB TAE #2
HET AET A L
1.2 mie” aR" 5 Eaizh

S 5T 248 96 PR G A < R e, S 3 A AR
— R TN Ay A LR ) i R o B LR 2 AR
e B2 BE A RHIE L BLTE 200 220431 i ik & 30
2R Vacquinol-1 BG4, AT LS SO o7 240 i
JeA V1% 240 N R SRR A LR K o % i R E 2
T A0 A N I R Gk SE A, 3X 5 2013 AR FE T DK
P A A B2 0 R IR St R Tz b iF5E A

[EHRSE] 1007-385X( 2014 )06-0712-09

BRI AR5 E 20 6 290 M P /) B 4
5 K Vacquinol-1 77, 7E8I 1) S 46 FRIESE 1 %Ak
HUAERE

2 ERpE AR LR S RIGTE

IR 8 A e R A T R 3 B AR B A O
JE R 1 1t 7 S A e A e B R AR —
2.1 ¥emE&ai

(B#-A5 5 ) Science Signaling ) %435 T SCHE A
T%WB%%&E@E H( mammalian target of rapamycin,
mTOR )Y b S5 1, ¥R 1 %86 e A 2
Be A& Z 57 55 77 511 3 AU 8( multilocus sequence typing
8, mLST8 L [ 45 45 R HIL A, Xof 4 15 5 F) 52 W), LA
A Bl G it it B 1) 5 R T % 0 98 25 0 1Y T e
PES L AR AR ST R L SRR PR NG 1
( SR-protein-specific kinase 1,SRPK1 )il BE 1 i P14
N3G T AP . R ZEUMR Y SRPK 53 £k,
JFCUESE SRPKI # il 7) /] Fl TR Y7 R € R AE . &
RIS, X T IE % 63k SRPKI Y JE 40 AL , 410 ] SR-
PKI1 35 S M2 I BORAE M A A 1, fle AR AE , 1E 7T
WA R . Kk, SRPKL i 1) 3 2 ik /b 3
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ik AR REFS R IRAE .
2.2 ¥e@E L mies i

AL S R0 TR 9 R 1A R 2 DNA B3l 4L
B ANSRTELN M 3 2L R B8 B AR U P MR B,
DUV LTIV TE 53 2, 358 seam ) 25 A 8 L TS
FRGErhOCHE SR S AL BT R U SRR E
PR 24 T LAAE GO RS AR S VR AR TS
T TP A L o028, 4 ) B F) K e
2.3 Few KA L e i

2 0 15 P R R A AR BRIV R W A e
TR HOCHER 3R, o2 & AR PR AR i e 4 it 1A
Z—0

K405 K1 1( hypoxia-inducible factor 1, HIF-
1 )2 F AR ARSI RO S At ™ A 9 — A A% 2R 1, o
BT HIF-1o 1 HIF-18 LSRR —RIKRIE LS
o AEAGAE B R v, HIF-1 ] 5 5 9 42 B0 X o
CRAF I 2, A1 1 g ) R e Ak . 2R B TE AT 4R
ZRMET  HIF-1 SR A ; (IR P, HIF-1a 22
G FE AN, A2 B, 238K P Tt &, 5 HIF-
18 45 TELSEH ) HIF-1 5t B A1k, 2 5 3L R
s FLIRE T, NZEJE I rhomboid family-1
( RHBDFI )32k % BTV, % R AR A A1 T
FEREAM HIF-1 o F20E MR 20 FIF Gy B,
7R T RHBDFL BCA il 16 97 57 B R 1 10
HIF1 o BEIAHTE = BAPEZLARIE( triple negative breast
cancer, TNBC )Hvd BEJTE , A o 1) i85 B8 2 1) L st ity
I N T X-& 455 81 1( X-box bind-
ing protein 1, XBP1 )il T HIF o 38 B E 3E TN-
BC HY% J&. XBPI1 i@ i 2 AL & HIFlo HYFe 25
Yy, fF B RNA A HE IR #EFR HIFo f93R15, XF
HIFLo 3SR F b AT S 0 o [RIRE, o3 B TG AR
HIF 7] L 4% 1% %0 4% 82 [ SPOP( speckle-type POZ
protein ) Ik , T Ik 40 3 4 B mT LA 3K i 3 3% 35 1
SPOP #1175 5 98 20 i Jo rp BRUERE DT o 38 240 i
LR

95 20 M RE A 7E S AR T RO IR AR R AR AR R
%k, B2 24 B IR AA K% 300 ( Warburg effect ). 12 2 25
FHEREEE E3 g RUOSURA 2 8 F ( murine double
minute 2, Mdm2 )J& p53 [ T HERLN T, BE %4 1 B
PR H I R A8 3 (- phosphoglycerate mutase, PGAM )
Iz AR I HIIRARS 2800, P42 Mdm2 Ry T
¥ PGAM 7K - 3 i 363 7 i FFRE T 8 3k 42 0
FLIR it S B#-A( lactate dehydrogenase-A, LDH-A ) J&
RO 1) 4 G WE A IR S A0 BR O — R B 9 A i
LDH-A T, g 200 0 A LA 428 6 400 BR ) , T Ok

2N ERAE R A LR . AR AL
FHTRER A, 1 EL AT LA 20 e A 4 R
U, LDH-A A7 98 3 B A BHL L 93 200 M B 5 g
2.4 Fewm“WUR” 5 ek

S AR P i I AR R, SCf AR RN SRR
ZEor R A AR S , — 29697 T Be vl BB 175
R ARHIRAEE 20 JL PRk oy 24, 5 Mg 2 & . Bnil <L
TR 7%, SR 3 o el /D S AR P S Y S R SRR
AICRIRIELIML S T BRI R = 4IRS, o i 2
TBERL K F StigLinder B %F_E 5 R %o 45 i i
Y B 25 ) AT IR Bk, BB T Ny AR BEZS
VLX600, 3 H. VLX600 B& % 5 fF 37 8 e —Fp H >k

7 /INEUES e R0 e A A Y 25 ) — e e 4
e

LI RN U S Dl 0 N1 G RO e =47 40))
BN WP IEL BT 8 0 0 5 B, 00 ol vk o
T e AT L DA I By 240 i PR Y T RE R AR b
TR A AR Z B, FL 2= e AN . B
AR Y v 25 ] A 24 1 T IR VX BRAF Ji PR 978
IR B ERAE, G R F . RR AT SR A AR
( Wilson disease )4 7K -4 F ik 2y, A B HH TR YT
PRI BRAF WX REAE .

3 #E[m DNA BRG51EE 5%

DNA #5145 & vi( DNA damage response, DDR )2
S DNA 505 FIECHS B2 DL AR i) —Fh {5 5 2%,
S IS ATL ] Ay 36 3k v T i 3 48 52 A2 45 DNA, DA
Mk SR T 4ERERE N4 DNA AR RE X410
JRLAE % R A ) 22 OC B2, R B ] DNA 51 4%
16 5 388 % 114 O O - AL W I IR 25 W ik 1Y
mE I,

3.1 35 % %5438 %E BT 3( signal transducer
and activator of transcription 3,STAT3 )5 EBV

STAT3 {5 T T 5% il AL 7 R MGy
BB . BFFE O & B, STAT3 2 1 7E K Z BN K S
E TG BRAR 3K, 1 A0 40 M Y B R LR £ 2 9 AE
J& .

STAT3 W] L4t 41 g b 2 % 14 /Y e e 8 AL )
M HL AT DA R HILAA 44 Sh DNA 453493 8800 1) s i 410
HIHLH] o >R FHEU8 Epstein-Barr 5 8:( EBV )/E R T
HL R I 20 P, A 2 Ak 2 53 2 DR R R
EBV UYL 5 53 DNA #5453, i B if fig Pk
Mo AR 4RO 1 STAT3 , JE Shig i ',

3.2 FewdpH)aF o EE BT L DNA 4k
PGB 5 IR 27 20 1A B B2 % B, 98

el



- 714 -

v s A AT 44,2014 4E 12 A ,2106)

YT 5 MutT [R)J5 S 1( MutT homolog-1, MTH1 )4
FRAEAE M 5, A AL iR 2318 A DNA XL
HErp B ANME DNA XURERT 2L, i1 F 553 5K
JIT A 32 i %) 8 e 98 #7025 MTH il 4E 4574 17
T 1EF AN 75 22 MTHI A, HAE R S5 2]
ZIANAT . ZBIBAA B T MTHI B0 6 7], - 0F 525 fe
B S P A B TR s 4 L

JERTAOBFZE > ESE , S A0 MR e s PR A A AN 22
F18) S kA5 22 AN Rl 3 B . ok FHCBRA ) Sei-
ence )7 35 1 5B SCEEHR, i Ar it 2K 1% 1) 968 40 e 4
Je 8l g R AR ZE K L ( alternative lengthening of
telomeres , ALT ) 7ESRIEIR YT HY , 0 4 4 1] i 407 il
T LA Ay FEAM T 5 AR N B 410 74 5 , A B8 8 i g S
AT IR
3.3 2B Bk DNA B2 4]

IGUEAAE Ry i R A FH e )2 WAL 25 2 — W]
PIAZHK DNA SEOSUIR ez a4 . tesh, Bhr R
I JeA 24 L SR i P A AR NS R T 5 I0A 1,2——3¢
X DNA RS MAH BAE B S B 418 10T 1C high
mobility group box 1, HMGBI ), HAE4RRF MR 5 A
50519 DNA, BHL1E DNA FOE R F il >
3.4 &M DNA Hidh 15 2 AL

TEZFNINE RIS THET , DNA A A %
A T ANMEAEA Wb FEAT B 5 . I 2RAB 5 2 I, DNA
1 % e W4 7 22( double strand break , DSB ). H T
BB AT A6 , W 2455 1) TR 45 o R B R
SRR AL FHE, 1 DSB 1652 it ik [ S B0k 3 (A
ARRRE , BUONTRRIE R A BB R,

WL R 24 A9 AT A TR A SR ST DNA & HL
il ZFesealifb i DNA U255 8 1 2 G 9( senser of
single-strand DNA, SOSS )( H . 2 SOSS-A, SOSS-
B1/B2 I SOSS-C #4a% ), It — 2 flik 1% 51k
RS FVRFEVE I 258 SEat . SOSST &2 4 il il s
#E DNA( single-stranded DNA, ssDNA ), BE B W
f) DNA XU

4 HBEMEERERER

21 90% LI I JAE IR FSC TG RE RS 2 .
REMELRALGE 2, AR AR S4B REEA
FObR B[R SR A A R T L R -
P AR AR [ P ) I i A M A R B RO
S B0 ) iR IR microRNAs | 8] 5 43 & 45 (1 g
PR
4.1 @ ki3 g

H AR BEAS Ko BF e /N 0 e 0, A 44 i 3

[ TLL1( Tolloid-like protein 1 ) ELA7 38 il 5 40 o 4
BMVER . Fe 5 MRS TLLL i, A 22 00 A8 3 Tl
J& o

— I FAEC AN X Cell ) Z4 B RIBIFFERR T X -
B ML I A TR AN A% b i 2 LR A, AR
g il A7 G 35 DX 4t 5 1% 2288 5 11 E( apolipoprotein
E, ApoE ), ApoE B4 i 4 40 1 4= A8 2H 2L A fiE
WL REA iR 4557 I Y BE 7, DT 40 1) s 400
MR 2= e . fE U 1 I ApoE Y K F B9 25 )
GW3965 1l FH F-IA 7 #E s S e 3 AN i /N R

R — i H A 25 T AR 1 A 6L 5 Jumonyi
253k H JMJD6( Jumonji domain containing pro-
tein 6 ), AT3E5R pS53 FL SR UGV, 30 45 1 i 20 B 1) 42
2R BN S IR )T AR AR . AERUR S K
PR, DB IMID6 A AR 2R 4 e B A
YibrEY) . IREHE T H 8( placenta special gene 8,
PLACS )ffi 45 7 P4 BE IE. #5200 M 1z S P8 5 | 7R 45 i
PR S ¥ AR L S5 R b N KPRk
PLACS , [iffs B EL A 28 v . JF A4 PLACS 35 1
A2 A SR B IR T A B . e PR E
S 2F 2 & X Gastroenterology , IF 11.675 ) & 10—k
W BB, FEAIE R i S D Rk AR SZ AR LR
Fi% 2 IR W% FR 1§ 3( protein tyrosine phosphatase, non-
receptor type 1,PTPN3 )3, A i 3F 0 45 963 240 ifg i
. UBASH3B 4t i) & 1 A K 2 4281k TNBC
AN AR g Rk, e HEAR 2R RBR TNBC /) BLAY
UBASH3B, fit % i $1 e /N BRUAY 73 i, I Dok 2> 40
MEE ML 2. UBASH3B Al g2 — B 1EM 254
FOAR , T00 LA T AR DR A S A= s 25 0 ) = B L,
IO SR

LR A TR A R AT N B R T 0 A AT
R 731724, R B —Fh A 1 fd 40 i 5 < 4
J3 1, I DNIE H FLAR A 20 B ok M R % A
Az U A AT o %8 1 LUHh A e
PR 4E T H( veero FHH )7 o

Moore AHIFFE BN ™7 %% B, A B 22 26 11 4( hu-
man epididymis protein 4 , HE4 ) BB 1% ik DI 590 41 g
MfRZEME. DTSN DB T RERS B IE mRNA #%3%
N HE4 8 H AR 2510 , 70 0 A8 20 R0 Sl 4 7
XS 2 EEAT I, 2 SR S RE 62 U 5 e 40
J R fR 2

ALK FER L 20% B9 S APEETE F1 AR acute
myelocytic leukemia, AML ) H & B T 9 B £ 7E 28 48
(A Il - S5 7 A6 192 MO & 1( isocitrate dehydroge-
nas, IDHI ) IDH2., F AR, 58242/ IDH 8 H A
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fifh AML 9557 5 T IR T7 0 2878 Pk 4 1k
IDH2 I Agios 23 wlF A&, AT HE 1) 75 i 40
Js3Ak . Ledford % 445 1 47 OCHL 1] 28 45 IDH2
Tt FA) 245 400 10 I R 1 45 2R, Ry < AR S
AR AT, 10 £ #50 IDH2 2828 1Y A MEditE
I £ v BR RS 3 iR A1, 7 i 6 1]
XLV . VEZ5HIA AT IDH2 e
(9 AML JE38 o R 20 ) S o 0 AR 50 ok
PAFHOR WS T i et . BEWTSHE S iy
SCHEREAR AR S R B 2 A MR A
PLH 3Z & NR4A1( nuclear receptor sub-fami-
ly4 , group A, member 1 )= TGF-B EEN A RE
ERIOCHEN 1. A B2 cDNA i &R,
FgE A B e T A% A2 A S TOF-B {5 52
BT FUIRR IR BN o AV A0 L PR R
NR4A1 Kik, 5Kk TGF-B 4T A FL IR 240 L % A
1278, NR4AL BRI, TGF-B V5 (1 I iz a] i 5% 4k
FOEEHS T S ], T NRAAL [ /b b S5 437 2 14 ) LA
TGF-B A J7 R
4.2 FeaFetioT
4 R integrin JE—JEH o M B WARZIREE
PAAE A S5 5 T Y 25 5 S5 — SR AAME R 11, 02
BRI o7 R E 51 . JeET BB SEIIE S,
RN R G R 2R S AR, BAERZ
TR R AN, 23X S5 S B R i) X — i A
BT , T8 A0 MRS AR R AN B, TR 2R
A R BEAL I integrin-linked kinase , ILK )/
XTI R A R Pt 2 C T (Y. LIMD2( LIM
domain containing 2 )& [ 1] LXK sl I8 9 U #5
AIZ54 ILK By HAS” B ILK e >,
avB3-FE5 R AR 1 BUAE L8 A B A0 vh e 38 1
15, SR avB3-2EA 25 M 1) 245 W) Mg wh A9 T B i
PRI AR MO 28 . 2 YIR YNGR A 30, ARG
SURYT RS R E A MAF S ER R A Pk
I7, R A AR R ) R334 5 2K I AL AN Ry DG A
WA SR 167 7 %8, KRBT g3- 5 XK,
FIRETS B A0 Mk M B3 & S R BELIKT, P B 40 i 17
G R T ARG F B, B TR X AR B 9T
P TEERSCIE AL M A R A AR
SRAEAT RO A0 T Jie g 1) A= A, (ELt T 5 e 4 A
MY E R, rTRESEPR b B I A M e AL 1 ik, A8
AL DN B ) BE 5 ZR IS T, TNBC
g1 IR S Sl w11 DN ) X /NI ] 8 L 5 G
glol
4.3 ¥Rz E-K G BIRER

5 R e SR B AR L, 2 R R A
ol sk R PP RIE X 2 — AT DURTEZH ML 7R 352 1
SR A RN, 2 3R - A B ( ubig-
uitin-proteasome pathway, UPS ) J2& H 4% ZJi] fifd P4 4K 4
ATP AR BEACEE 1 B e gl e, W e — R INZ R
MISEREAR SR

12 % E3 E 4% TRAF6 ( TNF receptor-associat-
ed factor )45 KA P it PN KB asparagine endopep-
tidase , AEP ), 1JF 11 52 Wiy Jif J5d 240 0 #1152 28 A0 5 2%
TRAF6 {Z R &M AEP J5, 1% HSP9O« Y FRIA, 3
B AEP ST WA k. SR R AEP A B EH
1R AR ZR RN EE RS I o R & % T b
PR e 5245 B U858 B 500 e BT 5% BT 2%
Do
4.4 Fee iR VAR ARG

%L 5 DRI focal adhesion kinase , FAK )f&—Ffr
B SR I A R e , TEVF 22 MR v 3k, T iE
2R Il B R A AR 28 R SR TR T
H FAK FTLEN I BUS 5, 2 e i ih
A0, TN N B 4R P Y FAK T R, BEGE
REL 1L Fifed 40 B B BB FAK R 1 ELAT 451 af 758
VR I AL I D RE . AR X LE D RERIF ] Y
FAK 0780 15 A2 A T R85 B g 1l a7 K
%% Keiko FHIBA" ", R FHJEUR BE DAL RAS % 1 5 40
R A, 2635 P53 JE Y Ras-55 1L 40 i Y
RZERNBEA BRI Bz 2
4.5 DERAETHF

Thomas Tuting BT B, UV 4 5 T i S
HMGBI1 R E IR R A . HMGBI 554
PR ZH 2SR , AN 3 )5 B S0 AE Sz AR 1 S8 2208 4
JRLIT 5 2 A0 LA I AL 9 R ASRAT B o e S
b0 S AE {7 5 R B I A1 1) S8 €7 96 40 i ) 3 T
¥
4.6 Few B ARG

11k Smads T A F( drosophila mothers against
decapentaplegic protein ) ¥ $% [X 38§ A% B FR 1k, FEAIK
TGF- 755 i IR 55 B i3 3R A0 ¢ 25 11 ( parathyroid
hormone-like hormone , PTHLH )3 ik 7K, 7] BH A5 3L
JERIRE ) B R R R AR, i IR IR YT LI B R 4R
P ELE 0 G e AN R, T 40 S
Brgm R, A AR SO, LIS R E YR, Ak
25T REE S B 1 B A 4 28, 410 o) e 40 i F) 1T
B IR AR B X B 2 A R R R, v
5 240 D 1) e PR A s I B e A0 ML 1 RO Il A
M B B-catenin ZE7AF, & DA5| A& S PR EEYE F I
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(‘acute myeloid leukemia, AML ). AML % ' B-
catenin {5 5 VE IG5 09 8 & B0, B 7T g 14 8 11 100
HOR AL
4.7 FEI:Fmiey HEA ek

SEHT RGN, i A EHLAR T B O T8
o H B9, BP BEPLEEE " BEZ( random walk ). it
R BEALE AR Y H Ry BR T8 40 M A 28 T Y
BEAL A THUA N =423 8], 3D 5T
)8 A L RS S SEAT O [l P, HCARS Sl s 24 I 2k,
PR RE S A R B3k A R A S AT
A PR A0, A TR Xk JH Al 21 TR ) e )5 P e
ity b — LBk

5 HERHREERS

CRE DB A0 T 2013 4F B2+ KBH= 0%,
AN e T B B L o IR T AR
FREAS B MR MR B SR R GE . IZ R GLRES4F
S A0, OF 7 A e i Ae , T bR 2
Ko EFHTHIG ST REWSWOR T 20 M 45 o 0 I B9
T ERIIBE, B 1 Aebed 4 M ) 52 K A A%, B o — 7ol
AR A IR RTR A WRE T R T Bl
REAS B H OGP B TT I ML 90 928 22 G2 10 3 %, T e
PRy R GERAEY B AR BE )
5.1 #A T i

AP Z R4 T( antigen receptor molecules,
CAR )RS3 g 4 0 2 T e Jt i A 5 3% iy T
20 53R T, T ZE AR S MEE M ™ T 4
T Btk A BB 2 R DB ) T R 4R chimeric
antigen receptor-T lymphocyte, CAR-T ) %A
TRTHOR B R e B ) R VA 9 7 AT FA

SHATHRAE" TRR T L A0 T LS 5 A
Fas LARAIMIRENE | SO AR M B . T
0T AL R A= W0 M Fas FCAK, BESE 1 Fas
AT AL A T B K AR AL AT R . R, B
WT Fas 157 fith 5 A JR3AE AR OC R AE , AT BE 2R YT FLIR
T BB RS
5.2 B K F4( natural killer, NK )#m izl

TAM h 52 1A I SRR I 114 — 132 2 1k , PRHG
=AGE Tyro3, Axl F1 Mer 4%, SR FK A TAM 32
o WFFE O NIESE, 8 3 HE ) TAM 2 1A (8 4= P 1k 2%
W PE AT DL R A A . X — R IORIE T
XF NK AR ADTFE o FEARUI R HERR Hh , NK 4
P A 2 R TR RN A G WL . B3 2
F %L Cbl-b( Casitas B cell lymphoma-b ) 754 NK
200 R 42 30 T 2 R 43 e TAM i SR £

FIR 2 AR A S, AR fl NK 20 i B8 56 3 400 ] J5 o
JeR (M) AR RNk A g 1 e 7, B it /N 1
TAM 1] 7] LA R [ o 92 3 S0 A% K A7 HIUJe 240 L )
ﬁéjjieo]o

96 4T it 2 3 2 A R A e A AR K R F-
( TGF-g ) # il NK 2 A1 i 3% . 5 e [R5, TGF-B
PS4 & K F- i miRNA-183, 41l DAP-12 (%%
SRR, DR IR AH OC 19 NK 4i i, #1] TGF-B-
miR183-DAP12 i1, i i F8 & e e R4, 1 2
JA A BETE A M F E
5.3 RZBBEEERAW LA M

IR B 20 o s A L e ek 2 B BE Y B-2H L
Mo ¥ 5% F RBP-J( recombination signal binding
protein-Ji , RBP-J ) A% 5 5 38 % i G B4 FH 4+
BRI RBP-J B, ' 2 PHAE 40 M /N UK 7T BE e £ B-
E2i ST a

6 ¥B[EAIEmIZY

FEBLSL I PR TAE b, #0136 97 08 7 R e Rl
S0, PR Sk R RE AE Tk R 4 W E B, I & R kT
ZH S BRERATESO) Tl 259 i Uik T &
BT A 25, LA S0 1) 25 0 FE I R L 5 Ak
6.1 @tzh AR EH CD61

KRBT F677 Wi | FLII8 g 5 1 254
WA il R TR 24, e 2B A K T K2k
B S M EF AR BRI B S)  B— R 2 A W
W) CD61 , HAFTE T 245 i Jeg 4t A (7% 2 1T, 7 #E i)
JiiRg vE Y T AL
6.2 #4&H% B3 5t

AR S TR B 7)( receptor tyrosine kinase
inhibitor, RTKI ), 40JE3& & Je sk hi i & e , I K L2
N FARMERES T A . AR avp3 RiILAIH I
P72 ) KRAS-RalB-NF-kB 18 % 4B 42 i 98 i3 30 2
Koo T B A0 25 B o % 1% avB3-KRAS-
RalB & A4 0% fifi e 20 i 7= A= 4 i 5k, LT
EGFR # il 7] A& A W 2, P9 4 il A6 A7 fe 0 1
B XU R BUAARR avB3 TR N A R 4
MR AR W, 848 R T XF RTKI 51 % 1iif 24 1)
EpA 1
6.3 Ahmtzh 5 5% A il 3

UAF1( USPl1-associated factor 1 )& — A%} 43
B 80 000 AYER I, R 1Y USP WA A Wit
ARG e, UAF1 i H WD40 45 #4 5 USPI ik,
— AR RE 1) 2232 AL BF( deubiquitinase, DUB )& &
Y)——USP1-UAF1 B A1 S, s @ s &
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WA RIS DNA 451405 SO0 i) SB35 (5 7, e
J2 T IR 24 8 — A FE A5

55145 & ( translesion synthesis, TLS )& DNA
Pt SZ HL ) — R R SR BB A ZBIALI T
— R0 > T——ML323, "] A R ] USP1-UAF1
DUB Z-5 WG, IR FEA ) DNA 15 3 Tt 52 %
2, i TLS. P I, USP1-UAF1 DUB & & %) fil il
FUMRA 2 AT fE— B R 1 MR 251
6.4 th L i f e

H W autophagy )+ +8 K5 #0825 1 ol 40 it #% £ 2
B B SIEREARL G RN SRR TE
A7 BT I AR v, — S A0 B i F AR AR L
RERREARAAR S A © A2 P07 /Y01, gk ™
AT 2y

1 FLZ( prolactin, PRL )& G145 U ELI 76 N A9 14
ZIREN R AR . Y PRL 454 2 4
Mz A& PRLR b, {9 5 i B e 2 s . A
f#EF ZE 3ZK( human prolactin receptor, hPRLR )35 T
| G129R RIS Skl TR MEFL R 5 2k
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