f~;¢
‘,

sME  BERSHEER
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I I8 A% & T 5 Ak
o 1IN (1963-1978) : WM HE

(carcino—embryonic antigen)

= 1963% Abelev AFP

= 19654 Gold & Freeman CEA
o FIM B (1979-1989) : HHIE

(carbohydrate antigen)

= 1980% Koprowski CA19-9 (1116-NS-19-9)
= 19814 Bast CA125 (0C125)

o FIMB (1990 F) : REAKFZE
- NEERAES e

200943 A LR EBRFEFR



A& B A S M S L

1911 Rous MEWE MRBELE

1960 Huebner ¥7& & R H
1970 Martin Rous A JEsrc X

1976 Bishop RIEFEE (V-sre). FBEE 1989 Nobel
1986 Dryja i EKEFERD

1987 Lee Iy
1988 Steeg FMFBMEIER nm23 RAGRME 77|
1989 Ebralidze FEHBEE mtsl Eﬁ#LH%%E 1& ...5‘ |_|!
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RADIATION

% ﬁ"] fﬁ_ E‘] #’ ﬁ CHEMICALS VIRUSES
L U5 R o
HAL &

& 0 Ak

(virus oncogene, v—-onc) Cell nucleus

IEE A A A

(cellular oncogene, c—onc)

9 A

(suppressor gene)

Chromatin
{cantains DA
maolecules)

200943 THERBAFEFER



— S ImED BRI IR B 8 BTeY AR T 2E
ﬁﬁé % MREARAE, RELZRSIHFIRYGFEAREAR

ABAF3Y,

|

;
il

I

-!&1-— S |

— T — = ¥

£E 2 5 5 B 35 S B IE B 48 e A T
55 AS W TETT R E 53,

2009$3H —J—WV\JQ/\'TID—'TUL::

| R
.



I 4 iy A K3 7R v B R AR R R 38
EREBFET: KM AEKREE, FHEIL
AR EZARP—FER.
RPEE T KHAMERR, HERI, &
JE ¥ (apoptosis) —3iE H A .

A SREad 8 T4, NEEAlNEK. §
B RTHRAMIAE, YTPEERBN, EREETERY
R AN AW EE T ER KT, %&%%%ﬁﬂ#%ﬁ%ﬁ@J
k) R i ]
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% om * H

Oncogene

—. JE X (oncogene, onc) X 2k =W Wy 1EH
1. B X:

HARACFEREEERF (v-onc) AR (c-
onc) WA, EARAER 41T 5N KA.

A gene that causes normal cells to change
into cancerous tumor cells.

/ sl
P Eﬂ:.:ﬁrll*
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2. FEN: éé
ﬂégﬁz_onc%ﬁﬁﬁlﬁéﬁ*%%%#Z%ﬁﬁi%ﬂ, BE T A g T
(2) conce FHETERAMAERETHRERR, EEE
BAHTATELEREERZIARS, FTRAERLE, Bt
ERAMEY AR LAEEER, PERY XA, 2~

M VT A 4 o T T B -

MNormal cell

o '-‘-i—
.I‘-_.' _
S -ty
i .,1|'J
) L
= -
i+
- i
AT o
=i Tt e
P P 1
— e

mutated/damaged

ZUUITF5 /]



(3) AW £F

F3INRHMRNE /%R, Wras. sre. myc%
FERAR: ELLRWAEUTRY”, ov-ras,
PR EHELRWEUNR C”, c-ras.

|

== ITTTRI T et
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(=) REEAR
Y5 5 0% 2L = 7 L Rous W J& f5 & (Rous sarcoma
virus, RSV) AR ZWBEHFRET KIAH.

Growth facto
e.9., PDGF (sis)

Growth factor receptors
e.g., EGF receptor (erbB)

Src (sre)

5] Ras (ras)

Gyalin Gk Pratein kinases or
proteins that activate
protein kinases

Proteins that

gt 1000 o Wy Bnd SONG I A SOPA TR
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2 L B S B L )

mEEEl wE EroE=— e m (R ERE R =4
e EiE) RSV 20g12-13 3} PA0-w-sk
ik, e} ALY Bk P35-v-rmpk
arhA L) AEV 17g21-22 R mnis- P75-vr-arh
arh B RLC) AEV. B i P40-vr-grb
HIPE. g O R BE R fg24 i - P35-w-rmpe
ah! B Abelson BIMEFRES 0g34 b Naat P120-v-gag-abi
KI5 R, Wlolon ey FRFHE M s F37-w-raos:
Horas. L Hover BAERE 11pls 5 [FfE8. P2l-v-Ha-ras
Ergs FEL kirsten WEMERS E3F] P21-v-Ei-ras.
SES i ErERE 22g12.3-13.1 E3FR P28-v-sis-
ves i ¥73 AR S P P90-v-gagyes -
s A Fujinami PO PO PlAlvesgmhs || _f;
Hos P UR-2 RS 3t P68-v-gag-ros- L
111
NEEREE RN '
LR EBRFEFR
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B E W= =205

o O&EKKFET: sis

o QK HFZIR: fms. erbB
© OFAHBmEACRE T 44 src. ras. raf
< @HEM A FE: bel-1
Q@A THERTF: bel-2
% @3 X HF: myc. fos. jun

TERBARFEFK
200943



— S0 5 Ak P #y 70 e

sis EKHET Erwing ¥ /&

erb-B ZARB AR, ECFZIR éjﬁéﬁaﬁﬂi@\ M. WENE. .

fms ZARB AR, CSF-1 Xk | fiEALR

ras - A k. &k . BT, Lk

src 1 % 1R Bk 2 AR B 7 KWIE

Abl-1 1 % 1R B 2R tz b B

raf MAPKKK, £ &W/# MM | KKNE

vav o #eEERA SRR

myc X T Burkitt #REJE. . FHRALE |
myb #EAT & nK ny
fos X T T W IE

jun HRETF

erb-A X T cEEMRE AN LR

bcl-1 cyclinD1 BZA Motk .8

2009537 bR A E B



< 19115 Rous & I W& T 49 Mo & % Bk 5] AT = £ FT W8
WESE T ¥ B4k hRous’s sarcoma virus (RSV)
1966 1y i LR ¥

% 1970ZTemin FBatimoreif LRSVE — M R EFK &
FR1975E 3 R ¥

= R IR EET

THEXBAFEFR
200943 A



Point mutations identified in

Oncogen

H-ras

K-ras

human tumors

Mutation

TGTPase acitivity

Jnucleotide exchang rate

TGTPase acitivity

Jnucleotide exchang rate

TGTPase acitivity

Jnucleotide exchang rate
Extracellular domain

Kinase domain

Kinase domain

Kinase domain

Loss of interaction with

plé6

Tumor

Bladder

Colorectal
Pancreatic

Lung

Acute myeloid
leukemia

Multiple endocrine
neoplasia type 2A
Multiple endocrine
neoplasia type 2B
Hereditary
papillary renal
carcinoma

Mast cell leukemia

Melanoma

Protein function

GTPase

GTPase

GTPase

Receptor tyrosine
kinase
Receptor tyrosine
kinase
Receptor tyrosine
kinase

Receptor tyrosine
kinase
Cell cycle regulator




Oncogen amplification in

Oncogen

c-myc

N-myc

L-myc
EGFR
Her-2

Cyclin D1

Tumor

SCLC

Promyelocytic leukemia
Glioblastoma

SCLC

Neuroblastoma

Glioblastoma
SCLC

Glioblastoma

Breast

Gastric

Ovarian

Hepatic and esophageal

Squamous cell carcinoma

of the head and neck

human tumors

Protein function

Transcription factor

Transcription factor

Transcription factor

Receptor tyrosine kinase

Receptor tyrosine kinasef

Cell cycle regulator

SCLC: small cell lung carcinoma



Chromosomal translocations commonly
occurring in human tumors

Oncogen

c-myc

bcr-abl
Trk

ret
PDGFR

bcl-1
(cyclin D1)
PRAD-1
(cyclin D1)
bcl-2

Translocation

]

4)(924;932)
)(p12;924)

2)(q24;911)
2)(923;q911)

{(8;1
t(2:8
{(8;2
£(9:2

]

Not mapped
Inv(10)(q11.2;921)
t(5;12)(a33;a13)
t(11;14)(913;932)

Inv(11)(p15;913)

t(14:18)(g32:921)

Tumor

Burkitt’'s lymphoma

Chronic myelogenous
leukemia

Papillary thyroid
carcinoma

Papillary thyroid
carcinoma

Chronic myelomonocytic
leukemia

B-cell lymphoma

Parathyroid adenoma

Parathyroid adenoma

Protein function

Transcription factor

Non-receptor
tyrosine kinase
receptor tyrosine
kinase

receptor tyrosine
kinase

receptor tyrosine
kinase

Cell cycle regulator

Cell cycle regulator

Cell cycle regulator




EEFHREILT, REFEEARNLFE, —EX2EYH
Eﬁ/’;ﬁgi"éﬁ%?ﬂ]%%“@, BeeWRH TN, FeMNE

EE. [T L AL
-'.!'.E R ERR IR
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(=) 48 o &

T R AT NI 49 o B Re A
EEmfitohma. et
Hy 32X A S A R AR O 48 Mo 25 A (-
onc) = JFEFF (proto—onc) .,

200943 F|

Tumor cells

Extract DMNA

:_3:;;_-.:__,:_ and transter
| into normal

cels

Transforming
int o5 o
gene integrates T

inta cell 1;}5“’_

|50late colomy
of transformed
cells

Isolate specific
DM A acguired
fwy transformed

SFRNR. cells



cancer-causing agent
(L light, :hem‘p:als.:elr:,}

2 o X 5 iR
FHERZR)T
5\ A 7] R R
11 DNAJF 7| &
X RLHY, ik concerous pheype
= 0 o, Bk A
7],

2009431 FEREAYE SR



AR Y4 7 B 38 7 0 09 T e

45 A 2k R 2
A EEE R BEE AR
55 TR 5is FEFE
orh FCHE arb-A. erb-E. frns. mas. kit T ERZ
e, BN gbl. fes. JEv. fos. fom lek. I gim. 8 pes ERREX
rots FhE Hyas. Evas. Nergs GTP HaER%E
mye BhE c-wpe L-wpe. MNewpe. fos. nph. ski. jun RREREF*=
2009@3}5‘[ i@iﬁﬁ#’%#’%

= GEY
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T A5 PR 7= A vy 2 e R A

B)

%

erbB
fms
kit
Tos

met
neu
trk

a)

sh-
hst

<)

src

fgr
fes
lek

D] ras |
| S|

tERBARFEFR



1. sisxEik
— /NN, Blc-sis

BAL: ARFEDZ LR, SNIETF

S7h: 24INEEBM R A T (p28)

Fra: GAXMOPMRATEEKHFTF (PDGF) &
87y [F] JR M, VT 5PDCFZARE &,

- protéine yv-s5is (pA0sSIS) b

MH2
1 e 99 207 25 CO0OH

1
1 1
N .

I o o
site de glycosylation ! -ﬁ;*
= B

l4—chaine 8 (PODGF®™ f

1|
s
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YE . PDGF 6 {& 2t 4 47 21 2% 28 Jf & 0 2 1 28 )t

Wi 78, Bic-sisfE TPDGFR, V] F|#k 4

Hamy £ K K st

PDGF

Proliferation

PDGF/sis

Ca?*/calmodulin ’
mbz SBS
\ Ras -

F‘ISK CDXE’

f,rf PK |FGs Ras-ERK :
: T
Survival "‘:‘AMF‘ ——~\)’E’§ p-_ | III |
il
o

THERXRBAFEFK



2. erbEik

REFW: AREERFH

B/ Eafiizs. 2R, FELE. RE#HK. REAE
UREFANTGSTAAAEZIEHR.
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A erb—B%q 7L Hy ;=

i 3ty F B A K L (BGF) 2K,
G e PR EX VYN By CAL ]

NE et ERKNES.

OUTSIDE . EGF
OF CELL ~_ binding
\ Ex’ site

Do e ool ceeesn oo

i: -
? Plﬂsmn
E " membrane

.‘.)’,x e coel anm X

CYTQS{}L Tyrosine

kinase

TW ™
"njf
.T)‘I"
TIT Cytosali
Tyr [ Cytosolic
FT tail

)

200943 f]

QUTSIDE EGF

OF CELL binding
site

?)\I;A (0 :_"1 Fesseses .

E
g Plasmn

E membrane

.“'.Ur,tu ‘56 SO ENBEOE

CYTOSOL Tyrosine

kinase

Ter ¢ Cytosolic
TET tail

ﬁh‘lﬁ?

S

i

55 5 2 B 4k A

e, B K RO A
R, B
SR, kA

R AW
WERBAHM

A i

! -h-._,_ 3 ; :-“
o |
SR L

THERXRBAFEFK
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3. src Xk

BAL: c-sre@ALTH205 404K, 1TNNEF

i75:  60kDa Wy & F BT, A B2 B A 1 T
(tyrosine protein kinase, TPK) i&E .

Frwm: AN EERERWFIEEHX,
F R YA A PRI .

fER: BRABHARMER, FAFHRER
2, WA RN E S, R EKE
TERANWES, SARTREKKRE

. ! S '::;-E__,fi ;ll_
o ||

=== A ITITRIE T et

A%k
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4. ras¥ik
¥ E: H-ras. K-ras. N-ras
H. K-rasf- BB KB W& ZHarvey. Kirstentk
N-ras M\ % 2 BF 28 )1 )8 (neuroblastoma) ¥ Ik 7%
L. ANHND TFH R, AR A21Kd
FEwc: AW EABNT A8 % MF R, £%
LTARENANE, B6RA
R S5l AESNARNE IR, B2

B4 A K AL E A 4 k. A
! —;:;H-n__,ji ;'I- ’
e h-nr,-?-iﬁﬁ“- |

=== A ITITRIE T et
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ﬂ Growth factor €@ Growth-inhikiting factor

== == Hyperactive
Ras protein
LA W €) Gprotein ¢ (product of
/" oncogene)
@ Tyrosine-kinase ¥ / IE_SUE;-S
: - signals
ik ? on its own
@ Protein kinases c Q
(phosphorylation kinases Defective or
cascade) ¥ missing trans-
O cription factor,
such as p53,
o | cannot activate
NUCLEUS + \\ © Transcription transcription
© Transcription ﬁ factor (such =
factor (activator) as p53) *
DNA 7\ SF T .o‘j.f DNA ./ S/ *?Q o
Gene
b expression | | -
: ; + ' AT * % a"._..i
Protein that stlmulatea Protein that inhibits =
the cell cycle jé the cell cycle c / -
o g _m,i"»
(a) Growth-stimulating ::raetii:pressed :{g::? {b) Growth-inhibiting i1 ii
pathway /’_\/‘_ \\‘. pathway :' I .
- H“‘” X L
Cell cycle \J“— — Cell cycle (c) Effects of abnormalities
overstimulated not inhibited | (both increase cell division)

Copyrght ® Pearscn Education, Inc., publishing as Benjamin Cummings



5. myc ik fimyb K ik

¥ E: c-myc, N-myc. L-myc. R-myc

$7h: INHNE F UK, Exonlf4m7L, HAATG, {2
HZNKNE BT, FAEANINE T RIA62-
64kDa =, 66—67kDa Hy & F

Feav: LLTHEW, BTFDNAGEER/E K, SDNAL
AL A K

myb XKL AR e R XERA AT, EEKH

FREARE AT REEZ/EA.

ER: ANTERAERERF WL TaRZA, W
5 3 Ak EDNAM 45 A, S IDNAK &l By AL 5 il
HA R TR, WAL E 2 i
MAK. M. MBS, T hn--rﬁrll

AR ERRARNTEY
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leucine zipper
EGDH domain

helix-loop-helix
domain

basic region

20094

(DNA-bindiing)
c-Myc
c-—-Myc Max Mad
Structural Organization of c-Myc,
helix-loop-helix
basic region domain leucine zipper
(DNA binding helix) / \\ ‘domain
NH2 X I COOH
‘ =8 5 =
/ c-Myc

numbers indicate
length in amino acids

H -



= JOR AR TR g S AL
FREFRAAEENAREG R, RRFHIAFTRK
W B 7, PG OE R AR R T A R AR E R

IO
HEiE R
¥, % S0 A
B R .
! o~ |

8 BF a :
=me AVTUTRIE I et
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= JROR AR TR g B AL

(=) R ERRAEINREE 5T /B

(=) AL A F A2 R A%
(M) FomARGT 8
(7)) ARG FERE

= i
I
L8 |

mme WTUTRIE T ety

200053 R EAYE SR



(—) B A 5 2% (point mutation) Onird
BERNERDRFHESNE ERE AN EFBRLY —

ERE, WARIFARTHLNELREETNL, A

TSk 75 T 540 20 i iy 7 1

Proto-oncogene

DNA (one strand)

CATCATCAT MUTATION

base
change CATC '_C.I.'T CAT Oncogene
mutation ] g
o T . e e
(NO L DNA E‘EE '
REPAIR) L REPAIR =
W 4Ii!m||a|rﬂ1'F'T"'

¥ '!' EREAFE¥R
200943 A CANCER NO CANCER o




= I o AEHER 70 e
Hrgs  12fi, GGC—GTC Gly—+Val BB FIT 24482
K  61fE, CAG—CTG Clm—=Leu HE242 fiffE
Eprgs 121, GOA—~GTT Gly—~Val SW4BD EEHRE.
Ky 1310, GGC—HTGT Gy Cys Calu-1 fhE
Meygs 611, GAN-AAN Gln—>Lys e B B SI-N-5T1
A ras BRSARE £

200943 F|
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Growih laohor -

Girowih Tackor Faompo!

w." oa...-:rn:

Hydiatysis of GTF

Phaaphate ) EEES! s
BLOCKED IN Actnilion of
MUTANT ras cytoplasimic kinees

Activation ol raraceipton

200943 F|



(=) o 25 R 3R A5 SN IR A 5 F T W 7

T 48 o v RO 2R Ty Seaz AP T DL 3 3R HymRNA
RRBEF U EARACERRT.

T R AR R 0y BV SR N SNIR S B0 BUOR IR T TR
EREAR, MAREFTE L.
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(@} Promoter insertion

== _H Exon 2 ~ Exon 3 /
firal genes - c-mye c-mye 3
R R T AL e :

S —

—j-:‘ 5 ? \\Eﬁa‘m ﬁ’\] -& }i{ \\Il% Defective hrm.rirus ?i;dr’:_::::?,:éf;'pl?anmm o

from an infecting

E ﬁi? ﬁlj (1 ong retrovirus

terminal
repeat, LTR) . o
W RBBRTEND | o i e T
Ji 5 Ak R vy B 2 2K N e —
I\Ki ﬁt > }I’L‘J ’ffi /7%[ Enhancer influence ﬁ;ﬁ%jgim

Vg T/E@iﬁ'% % A ﬁ"J gg;‘:;:gg;*f viral
RIAWIEE RIAH G ik

wmILTHEZ LR |

fE.

(b} Enhancer insertions

N

Deleted sequences

_—
Exon 3 T
3 e-myc c-mye ﬂm- 3
> 5 :
I e, p——— S ;

RMA transcript promoted from cell sequences but enhanced
{and terminated) by viral sequences

200943 F|




Fromoterexaons

1 p, 3
N 2l 23 4]

LTR LTR _
Sy Tetrovirus

Insertion within gene activates
coding exons by readthrough

1 LTR LTR 7 ]
(N o ]

Fetroviral sequence -y SEI::lLlE: iEE

r
Inserion activates fortuitous promoter ingene . & LA
Y M TE |

" il

] L.
~ NREREEARE I el
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(Z) JF e ik A T A 2 T P T 0
DNAZF oy ¥ 24k (methylation) x¢ P30 2L K #y 4%

XATEEER.

200943 F|

NH

H
Cylosine
B .
SAM-CH5 )
SAM

NH2

~CHy
S-Methyloytosine
0¥ '

Mechanism of DNA methylation

Expert Reviews in Molecular Medicine
©®2002 Cambridge University Press

= DNMT

tERBARFEFR



T & A G T o g 0/ 40 Jo S g e 4 o b, ras
PR B DNA 1 5 4h K 7 bh 4R S0 Hy IE % 49 o PR B 1
¥ 7 J B R0 AR T T R G R PR AR T 8

o m|E o

l Transcripiion

switched on by
hypomethylation

ks <1k ‘ e L

L € r e
&g K-ras in <olon and lung cancer

200943 F|



(V) % 5 A Ay 4% U2k 35 A

FHHH K (amplification):

3 St AL R 3 3 — SR R R A B iR B &
ZANEN, BB TEEARNEERANE, RHER
PR e, AT 48 e IE T R L.

# /R
AR B )8 . N-mycd 3 T 10-2004%, #
LA mRNAR A B 5 40 40 K B3 A

-f'-' +|i!m||u Y



Froto-ongogene

e
! Protein produced

2.Gene Amplifiation:nomalproten e R

produced in much higher

armounts 1-_.. ,,-,, .._-,.
. T —

T W I T




normal cell tumor cell

Nucleolus " [IZ8
HER2} Gene amplification
HER2 gene

overexpression

[ < of HER2 proteins
HER2 protein (10- to 100-fold)
o g e«
o ©
9 y - O _’

200943 F



(Z) 25 B % Ao 2 B 4R A 5 2 R 0

FHHE %4 (translocation)

FHFEEZ=H (rearrangemant ) :
HUFEARANLROARHEEMLELE S 2 0 — R A4K

WEMLE, | TRHEFRFERERL, FEAMEARIER

AR BBERS, HRFRERE KL WD FN T3

B K& ﬁﬁﬁ%

! -‘-._,__:_ : g I!:i ;
o mmioE||
== AITUORIITT ) et

200943 4 THERXRBAFEFK



Ac-mycH#k [ E L T8q24,

WAz Igh (AL TF
14q32). lgx (FEfLT
2p12) . Igh (FfrF22q11)
XA BERERK, A
T 21 & — AN c-myc &k H Hy &
HXEENEHSREXR, &
Fc-myc¥ F, ffc-mycH
R RkARR, LAARS
X, RAITZIMNMBRE
4

200943 F|




oAt AR Sy AL AL T 9934 H c—abl 3k K 45 % 3 57 22
AR, EHF Rber-abl RS H, fFkxy
B, WHRS YA EpL4S R Kp210, HABERE A K
e AN, SREEEARE LRWEA.

The Philadelphia Chromesome and Chronic Myelegencous Leukemia (ChL)

Normal Chromosomes Translocated Chromosomes

i} = ..location - m .
abigene . pergenems . =
1 - P gﬂl‘lﬂ‘l"m
9 22 9 22 (Philadelphia
elongated chramasame)

The translocated abl gene inserts into the bcr gene. The two genes fuse.

The altered abl gene functions improperly, resulting in CML. il
= RELRESARE R iald

200943 4 THERXRBAFEFK
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B AR
% £ A (suppresser gene) X AR Y FF (anti-
onc), £HFETERAMAN— KT ALK
B, FHABREWEER. YXEXAFRLERT. hER Kk
wH, WOl RARSHEATEINEHNK L.

TUMOR CELLS

FREERE BT A

200943 4 THERXRBAFEFK



S1aga 1
e tule
-— Coll divaderi wilfiina] régs b ol A (L EACRIAS o
sameges GhiA .

2
009_@_3);] Lﬁﬁﬁﬁ#%#ﬁ



5 25 0 o e

X S d
o ERERARE
CHEERE, FeAlREFHERT
o 31 - 11 R I 1 2 7k X DNA W R AV g 05 B
< W/ LE R
o & 3 29 |F] Bx &

THERBARFEFR
200943 A



A R R i

HEER S REAIARS MR RL, TG Ee

CEBE R E N, SRR T
o1 L & BB

B=AES| PR R Fix il FEE BT

APC 5q21 i iE i

BRCA 17921 HHRE FLIE. REEE

D 18g21 £ B2 . EHiaE

plo Op21 S RELEE BEsEsaiinE

FHIT Ipl4 LI if.2hE LI B
K-REV-1 1p 221 e Eas S g Sn) a8

NF1 17qll HHREAE fiEreama: $17

NF2 22gl2 | G HrAdRpaiE. BmafsisE

P33 17p13 HHREAE HiE. BE ¥E. SRESE

Rb. 13g14 “hREAE MR AE. BFE. FEF |
WT1 11pl3 MREdE e i TEE

HINERFIRER. T SHECME.

L]
Ik
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I A W = AL

< O#FWTHETF: Rb. p53

“ QAWMEBHZRFET: W

< Q@ B & AR B 30 6 B 7 (CKD: pl5. pl6. p21

o @ TEBWRWE EF: ras CTPEEFE{ & H (NF-1) ,
B A5 (PTEN)
% ® DNAZ-%E A F: BRCA1l. BRCA2

200943 F|



— Lo g A A Yy 7 ik

RB. BEWE. §iE. SCLC. 3Jg. &

Rb XY AT %
ERANE. RREANRE. 5%
AJE. REWE. SCLC. EiE. ZARa
p33 XY AT Jie, )i
WT. BLALAE. . BitE. 3L
wr A EBERA T . el S
MAZTENE, EHANRE. SERAN
NF-1 GAP, ras GTPEE¥kJE AT B, mMBREER
DCe 28 JHo R P 2 F N7k
p21 CDK# &l A ¥ w7 B
pls CDK4. CDK6f & H ¥ BB R 28 L8
BRCAI DNAG-E ¥, HRADS1{EH . PR
BRCA2 DNAG-E ¥, HRADS1{EH M SRR
PTEN 7% e il o il b

200943 F|
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= WA ERENH

< WHERRR
o RERER
< FREELE
 EFEH
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—. AR KFENE
1. AW JEE )8 (retino-blastoma, Rb)
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Stanford FLJIEIL4EE (Perou et al. 1999)

~{Stanford Breast Cancer Microarray Project '

+ 1 The web supplement to C.M. Perou et al. (1999)
s A Proceedings of the National Academy of Sciences of America 96: 0212-0217
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JH T8 w50 5 B A o AR

1) Oncogene amplification :
neuroblastoma N-myc, C-erb-B2

2) Oncogene overexpression :
small cell lung carcinoma C-myc

3) Oncogene mutation :
bladder cancer H-ras

4) Suppressor gene deletion : £ = =l
retinoblastoma RB gene € \ Mwmm ] fll
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