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# % 1 neoplasm H A& F A ir 4 =
(new growth) - @ tumor eh# { &dp L
pF 5l 4o e%h < (swelling) ° 2 neoplasm
TR R R RS P T m? # % 3 neoplasm
3% tumor iz & ;gs;&;; iF " By o
oncology (&% ) ¢ oncos H_F "H:%h
tumor & & > Oncology # 45 # %
neoplasm & tumor % B -Cancer ¥.47 %
ks (& (crab) > v = B % 5F 0 Rl4p o
& B R & cancer - iz FlEMHE R 0
Bk B A s R -
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DM A A ik o

= Mg &

Mg Lo FIH KR (P AN A)
2EMR (LA EW) kv (B 10-1 -
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(% %% ) osteoma (¥ & )& leiomyoma
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EANE B R e L ST LR
BB EaRg i B> 2F e+ 3
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fibrosarcoma (4 % p % )~ osteosarcoma
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adenoma (%t ) # &2 4 adenocarci-
noma () o Blhedl K 2 A A i
% » # squamous cell papilloma (& T i@
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L 0 AL sweat gland adenoma  (F ’iljt
“ﬁlﬁs) 2 B E o A sweat gland
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adenocarcinoma o } R fm?2 A= vE AR H
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Bl 10-8. -] B % chak pny 0 gt 2R o

Wt w5 W e b B E R
4 comedo- (# ;%) (B 10-5) ~ cystic
(&% )~ papillary (5 & )~ solid (&
) medullary (%% &)~ cribriform
(& k) & sclerosing (H i) (B
10-6) & o * g A Bl i { 38—
A BE R FRESY Y R 3R 18 (prognosis) e

Booth o g R % 4R R R o de
teratoma (%) dpfid 3 F - fa
% (germ layer) A k> @i ¥d = Bk
@ %k o mixed tumor (iR & *%5) dp "4
VYR w2 FEmEA s g d H- iz R
1254 (B 10-7)
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Tlogedd £ & ¥% . o hanartona €
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R e0B] 4 A7) m”ﬁf"”fimf#_m(ﬁ 10-8)<



2 AR G AR

KR M R E R
1. 21 A ek
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fibroma fibrosarcoma
]l ipoma liposarcoma
chondroma chondrosarcoma
osteoma osteosarcoma
B. pAm®ez 5 M
2k
w B hemangioma hemangiosarcoma
TR lymphangioma lymphangiosarcoma
e Vi meningioma meningiosarcoma
e synovioma synovial sarcoma
C. =z
¥ A o dm e leukemia
#* = 3 malignant lymphoma
D. e
e leiomyoma leiomyosarcoma
¥ Rov rhabdomyoma rhabdomyosarcoma
2. AR
m TR e squamous cell papilloma squamous cell carcinoma
R § 3k Kt g basoepithel ioma basosquamous carcinoma
AR A R I o E adenoma adenocarcinoma
papilloma papillary carcinoma
i hepatocellular adenoma hepatocellular carcinoma
5 renal adenoma renal cell carcinoma
B B transitional cell papilloma transitional cell carcinoma
i papillary adenoma papillary adenocarcinoma
bronchioloalveolar adenoma bronchioaloalveolar
carcinoma
epidermoid carcinoma
3 e é‘ j\/))%l
PR R~ FU 5 R TR benign mixed tumor malignant mixed tumor
ER mature teratoma teratocarcinoma
e LRETCG RR] 0 e Y R i R A R A B o
FERE AT o ok T SRR AR L TLEFH G & L ETHE R s 0 B ER F Y L
e ey fg A lymphoma o PRIZJE BEM AT AN EET - T RHF
lymphosarcoma - #f ° PR S o e 7 H* T SRR
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S PR R BRI I R LA e
o B s e R g o ey
I ¥ g s~ 4 (atypical mitosis)
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histiocytoma) » H 24 E4p4 #» fefr2by
2 . 2 ¥ p R 4 (spontaneous
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(z)#&# (Metastasis)
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BT RS * 7 ey & O
B E A e BT R R A
ARG REREH T RS (F
10-17) > @ B BRlSS B2 ®H > 431
FEe LEH T B A L F G s i
@ v= £ (anastomosis) °# * P& 0 i
FHT R ES TR T B ¥ A
- BESBOBE o 4o AT L
#IFFLF EHT % (tracheobronchial
lymph nodes) % %J&# = % (mediastinal
lymph nodes) (®l 10-18)- £ ¢ + » *i%;
B S0 AR %2 £HEL»
o}

Bl 10-17. " p &4 5% amE ST e BY > -
T



- AL W “ ’ e A .‘.’.‘."
3 e cente b, OY
.

-\. .
o,
- >l

2y RN .
1 “-\ t\\"“‘.— -’

AL -

’

B 10-18. St 5 amEH#TIM = L o H= ¥ £H%
s - 2k o

w2 B (barrier) 3 27 B # 5
H T rE R e e LR o

25 FEH Y TR
(sarcoma) 5d x g ## % (carcinoma)
Ao B A o X BOR BRI B IEIR
B S B S - BTG d #0%
(B 10-19)° e 4P B fm P2 45 308 4% e fm o
B~ 0 ehde PR PR A (ateriovenous
shunt) & #6045 P B & 8L B PR
Food - A PSR FERL R B
o A TR R 973 ch % (portal vein)
® R o Wk At v '%  (the vena
cava) iR 0 WIFE O LT R IR R O E
Foos Fla SV g IaBEsnEE -
A ma‘%;?%’ﬁli%ﬂ] ¥gd FdEond
(paravertebral plexus) = #E# 3|4 ¢ -

¥ PR

Bl 10-19. g iwbe cofr 3 > Mg wbe & R De F
(vascular invasion) @ % 7 (X B o
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AR F0 N (2) A RA RFD FehpEa
VAR RS 2 (3) iR
FH e AFEOBEIEF BERP Ao
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receptors) % & & A i@ F v £ W
(fibronectin receptors) o & F ixiE{n
Wm0 51 A BEMARARE o &
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IRBEERD SR Hwie L p LETioEE -

B v 8 e i R B (cohesive)
(B 10-21 ) 7 T3 B ™ » ¥ L7 — )
AR e £ Gt T LR R B
A B o BEP e BT 4 o d
B i gl 0 T A A fRA B 2
AR P EY > AR MR mE A DTS
(autocrine factor) # 6% mre & £ > 3l
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(Z))Bme s i Bigs
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PRV EEIW MY SRR %
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B 10-23. b oW F A RA G Y BT 5l
t”?EE\)P\? °

I~ HBL ki g

(- ))ERESL % AR (nono-
clonality VS
polyclonality)

Mo EF d B - o o
(transformation) @ Hm# 4 & ko0 d %
Bomre it m Koo do¥ - B R IRRAL
Pand A3 A5E gy B 7 kR
fnfe efE Bk (tumor markers) o< § #k
GURRE K o hpd H - wme i d
koo BT IR ¥ T RIE e L G chi
Ftkie o Pt ¥ 4 IR E A T sk A4 B-cell
& T-cell m % (B 10-24)- ¥ ¢t » A e
ERE g - o EAL- QR (chronic myelogenous
leukemia) »# 'm®s & 4 Philadelphia % ¢
B o R EpEP R G - wme gt A
kooo®oer g o 8 oR () B
(monoclonality) -

ep CHE > Vi d ke e pE
givm A8 w5 k(RO (polyclonal-
ity) o ¥ FL£FFRERE EBT S SR
fove e PR T o (R VG LS FRenig ( m v

PR - e T ALK A 0

25 & G H R R o
- s o P N g
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B 10-24. A FE#=kp B> LTRF- ¢ B
CD3 # = 3 » & K % % B w e 5 H R B
(monoclonality) -

() Bmw d L& 48
(Kinetics of tumor cell
growth)

- BEBE L] 2R d EARARE
Flol 2 A g et 100 B0 107 B
e E R - BHEHPwee s 30 A E
(duplication) #7 o H {2 > 4of 10 4
B Plimie B ® VR e D] 107 B e > P
H12a7E - BERABHE ;’v’ﬂﬁfﬁ«grzﬁ&:}i%
AL o P RKE - e ] AT W AE
(cycle) & 3 % & » R B#E I chime
£ 30 Aeve BAW AL FIAEED G ]
SREHNF 90X R EK SR T
v i 30 N et RAF RSB R
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Bk o @ M 0 R e G RE 0 5 THY
I 0%t mie o F) A< N @ 4T
oo 20 R 10%3] 25%ER e F
T :%i%ﬁfﬁii (proliferative pool)
LA i‘afﬂﬂ’ﬁ‘m”eb“ ) ;ﬁi_,;_{{g\gt
(growth fraction) > ¥ % 3xéfids < % &7
At E A e s — BB AU o d B
EURERCRE TN RN R R
2. > 4 E & # (growth fraction) = F¥ - B
HER P HME R B RAE TR
“%@f’*ﬁiﬁﬁﬁﬁﬁﬁa, & it
AR - FERE L F Y 2-
Br T R A R

(2)BiF+ 8 3 &
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(Host factors

affecting tumor
growth)

R ELE AR ETE > Ty R TR

LR ER TR - e AR I £

£ 3 1-2mm * o edeod AR
By o f —”Léi“%”f%i °
pd e o Y B F LI
B LA e B AR S e
R P VL 0% i ~g 4 2 73
(angiogenesis factors) - ¢ 7|3 ¥ BiEH
TR LA LR DA
B om R G R It £
B G §RBI AL LR £
55 ~FF ~PRZ ;}%gﬁa;’?\ﬁqsﬁ% o 1Lk
EE e S FIRE L 8 (steroid recep-
tors) o dri S IR E PSR RH 0
4rds P K3 “,ﬁ?. IR 2agea B ) B

(e )HAER 2 AT
(Tumor progression and
heterogeneity)

B AR E - dnd H - wiedgita ko
A L PTRAET AR SRR é’ﬁ’d 5
B3 4l £ # (subset) #ré @

$4% wwm 133

oo XL B wmredd f8 e (karyo-
type) ~ EFRMEEHELFOREIELE &
2 FiE (heterogeneity) » g & Fitavd
%0 32"% f 1L (progression) o # 4%
BAP o ieG BEAA F— o MR e 2
e 4 o A F] 2 £E ?I;ri (genetic
instability) & % > &3 7 it % 2 R %
(mutation) - 3 R¥ > R ﬁ_}fﬂ mee b Ak
BAMLEBHERT R I B
1B =% B R fm e AR R R BB o Tt o
MR B .

(I )%

4 % (in vitro) - "B imie s &
A Egdme gt £ R
(1) i ez 2 &5 #4112 (con-
tact inhibition) - 3% .35,?7%‘«&% % g
B A F Simie > e ShHELEEDL 25
X F Rop o H Ok mo v
(monolayer) o fe?afg mre B ¥ 38
M AE A 5T A AR G
o3 (R 2-5) -
(2) #Eivme g g £ K3 2 F
e R o T B M T A
32 25 Al 4 E % (polypeptide
growth factor) > mitagH =& -
(3) & #mre s % > R ENH
e A VHE L@ w4 L
«'\ﬁjf.]vim;g LR
(4) # i wmie & A A i (anaplastic)
& A 23 (immature) -
(5) Eitimev E4 %X Ll ¥ wme

Al - 2ehd & (a finite life

B R4 &

span) °
(6) Hitme v 4 i we PR
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(T) # i mie ot g R -
(8) it mre AP fas § > “TLHR
% Rk



134 T HLE

2 ~Higme 4 d H e
(Karyotype) e i
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(cytogenetic ) ®#it3 1 24 T {5 =
(balanced translocation) ~ # %
(deletion) ~ A& 7F # 3 (gene
amplication) ° 2 % ¢ f#cp g it > p
L ﬁ&pf:*}; FR M o WEP o o

T b *
translocation)

Bt b 3 AT AR Y L
(chronicmyelocytic leukemia ; CML) - #*
ok m e cn§ B 4 ¢ 48 (Philadelphia
chromosome) iz & d % 22 %2 % 94 ¢ W3
4 % i+ (translocation) - &% % 22 4
¢ Rt fE o ) 90% CML 2 2 &8 %
2o ¥ bt 3 o Burkitt X H = &
(Burkitt’ s lymphoma) >+ 3% % 8% % 14
Fo M SHF8EF 2% 2244 Wi
ke

i*% (Deletion) : T H R e
o F R d e o F Abidn wmre
Both v o o AL B W 2 i %G
(retinoblastoma) % 3 % 13 % ¢ %
oo A R (Wllms tumor) & ¥
- fAo s Il A MEFAEL 2345 F
TR I S R 0 11 2 % 13
Ad ReOUT B B 4 0 AT o T
2.0 i5n B4 MeEr A4 > Fla 4 2
o P2 e dr g 7K ¥ (cancer suppressor
gene) > jEm 315 R o

# 713 ¥ (gene amplication)
A S R A R
(neuroblastoma) MR A 7]
(oncogene) - # N-mye # #1 (N-mye
gene)  MZ 3% RORIEAF) 0 £ cneu
A% (cneu gene) = ‘FHITFAS o

(balanced

= ~ X% R % (Causes of
neoplasm)

#G2E (in vitro) f &% &4 F &
5o @B R it B s nktmz ;’.J_I,j}ria

3MFF > £l AHmA me o B
S FRATR A BB Z s T 3R A
° i%‘&ﬁp‘fr , +<\§,5;Jr;aa g’“ﬁ-pv}g %% ;P*a
A2 A o T A Ik BRI D o BB e
PP EF WS P HEF LN ofg i
s ¥ & (Spirocerca lupi) 7 it & £
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42" By » 1 {L—— 4B & "]—3‘ %
y i oom { F A B
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B F) SR e ST e A LR R
A %] (proto-oncogenes) % #r & A 7
(cancer suppressor genes) =i®T* » 4 it
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FARIp R NEY 0§ R o a s
m'“%r‘%?ﬁrwﬁ% '11/5
Alkylating agents (JS‘%% &4 )
¥ i& - #§ ¢ 4 cyclophosphamide -
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SlAerdigg o ¥ b & 2% (vinyl chloride s
VO » prvimghic 4 0VC 5 Wi & e
(polyvinyl chloride ; PVC) =M %8 &AL >
¥ il Az A 2 & p g F
(angiosarcoma) (@ 10-26~27)-
Nitrosamines ( I # %= # ) =%
nitrosamides ( & A fipgh=sg ) » f B> ie-
¥ o {% % nitrosamines IR i%aE 0 B
4r dimethylnitrosamine (= ¥ A I #'ds)
&Y & o Sl4esF L s el F 5 f
3142 100% =~ &g 24 " o uﬁ; LSV
754 b BE g o % % nitrosamines

3

[ ) R o o

M 10-25. DMBA 31424 R ehst 5 4 o
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Bl 10-27. B 10-26 > % » & A e ¢ R B

OB SEARNE N B - ;:z-;g»F;«)L o
Nitrosamides ° 4= nitrosourea ( I A fi& &
Pk % ) % nitrosourethane ( I # EU;]\’%)
7 B ﬁ”f’(:fﬁ"p;ﬁ T ElAR (R S B e
FREH KB G EGHE A G

a

if (amines) - TG PR gl o R

(1 i Lb?rrrﬂ]‘%n«fﬂ TEEES P
T % ?,3,}.]7\;4’& L SPRERE T N A3 I g"};
/ﬂ'rﬁnitrosamine’ eXpaw i B

LTI & R PF

Polycyclic aromatic hydrocarbons
(Fm>4%pa it &4 ) T A
RS 0 RV RS A R B
%1 (metabolic activation) - 4 ¥ 3l42
Sl o ok ALK 0 RIAZA KR 4
MATT o RlAlARR B L 4RI RBEE 0 R

GERT R SHREF GG RY P

(epoxides) %% * 2 7 5@* SRR o
VEARIE Sk EER SR P Ll e é’ 3= DNA~RNA % 3-
K 0 Fla w5l 4 i 4 A 3
(macromolecules) =% i* @ RJFeoiz— #f i
£ 2 350 7, 12-dimethylbenzanthracene
(7,12-= @ A5 5 & ; DMBA) (® 10-26) ~
3-methylcholanthrene ( 3- 7 2 "% & ;
MCA)~ benzpyrene (% & 4 +k) % "2p
fTA e o pl i B ApE B LE A
R B (coal tars) ~ AR v =wdL G
jf—l‘é.{ig,;ﬁgg}i{%ﬁmwb#

Aromatic amines and azo dyes (=
FEIREABRF ) LRV g
B R AEE T R S T RO o R B
gk ®F (target organ) - F|MF{S 0 &
WHme g Y fF o doime & % P-450
(cytochrome P-450 ) ehie* > @ % & 3Fh
e g o % BUARAGHE (VB 5 T 51 R o
[ T O S ) 4 5]%\”‘@% P TR RIARIE B o 1T
N S A S : 2-naphthylamine (2-
E R ) ben21d1ne (B ¥ %3 ) ~
2-acetamidofluorene (2-¢ fgi=d ; AAF )~
butter yellow (¥ # % ¥ ¢ & ) %
o-aminoazotoluene (#%% A - 7 A% §

(u

¥F) cfle L mFaa mEEERI 2
e

TRAE (EFEKE2PFhid Py ):
’ﬁﬂ;ﬂ&iﬂm*m*% e 220 5 3Ry
$ > 4o aflatoxin (§ 84 %) o #E

Aspergillus flavuss *TA 2 h4 % > 5%
SRR o SN A Z LS T4 B
A DR R AT A RE A F o7l
Az o fex 3 VA AE A FEBAFURS
X e (T% 308Fm gl4e o plob s gt pbp X
# f (bracken fern) > Rl3lAzigokn? f&
W TRk AR A B i Fug (enzootic
hematuria) - @ ** 4 3 & > howdf #5282 ©
i R EA I A

b %1} (asbestos) #- &2
YFenig A o e A > PIF R 3142 meso-
thelioma (FFA B )~ X §F FH 2 5 5 Hfoa
AT SIS B R o (%5 PR R R
o4t FE o G RBOT A

(=) & %% (chemical

carcinogenesis)

D F e i R e 0 Y S
£ 3 (multisteps) » &> &5 4
4~ (initiation) % %®i& (promotion) *
S RE AT E R A I Kl L
FE A RGEER  RBAFHEG oM
ITH o BG P AT R 0 LR D
R -

FI* e F o ¢ FEP I F A g
g IR o 3] BEd F R SRR
RRT 0 SR A EML AP AR A
# (tumor initiator) - ® & (croton
oil) % "R iEie4 (tumor promoter) o 7+
To e SR AERE IV EL O BFR
BT 2o PIAIACL KR R g S HRT R
ERE L EPET B2 —f %ﬁ?%ﬁ
%oﬁﬁ’iﬁwiﬁ’*wﬁ b5 e Y
BE e AR KR o

A e KB AL 2 ¥ g
(irreversible) »:&¥ it €.5142 7 DNA X
AR o BT dmBe — S Aedn e BBS 0 T

qu



ffi'— fhfﬁf%ﬁ L RGN o - SR I

o FP K P+ o5 HIEITF H ¥ fg},%rm’ v o
1a#rw% MEER e B ] %
HE ﬁﬁl?#&?a@mﬁa%’m
§ e -

=

1. % %2 ™ F a4 152
(chemical initiation in
carcinogenesis)

THRERFHF VLS DN - RE
4}3 RFpEm * F 5S35 4 ¥ - 5P
BEMme - A Y - 25 0 A
Fas B KR e R F ROBd L3 R M IE
ALY T P R B fi
T FHLES s TV EmER T P
# % DNA~RNA % 3o F o H¢ » £ 32 DNA
g it T gy slAeiR e angg b o

0 b e gt £ 4 (alkylating
agents) % fig & 2 i~ & ¥ (acylating
agents) ¥ & # 8% 3> DNA *F » % § #cenin
FERESFF LD RRE S
(procarcinogens) @ /B S R#E L 4 %
R de o 70 T BET R SN B L ehit B
ok AR o FEFEDIEE o iz d F
P-450 (cytochrome P-450) + it ¥ & & & e
FOOUEE S 0t F CEE S AR AN e )T R e
Aok %8 (microsomes) - #53» Flif @ X p B
F| 3 B T REP T o e
phenobarbital (¥ & 1t & ) ¥ 3 4v "+ lm sz
cytochrome P-450 e & » »vF S #2855 »
b pF S W BRI 4~ 2 phenobarbital F¥ -
IR S8 BUELICE SERTE I
# $ F]H 3+Fm ¥z e cytochrome P-450 % &
TSR R SRR R ﬁﬁ&ﬂ@ﬂo
",$ 7 cytochrome P-450 % 35 i & st
peroxidative oxidation (iE% i*fss it F
&) ~ reduction reaction (BREF &)
% glutathione conjugation (#ki#k+ X%
Ed) g

| ERRRA 2 DRSO L SR 7]
Hit2 DNA % g 2% o %’ﬂ;“; v %5
ﬁs:mﬂ J&$ (carcinogen) » Z. R R %P

A

$4% wm 137

(mutagen) o ‘mfe F LR PF > 11 LR
% (Ames test) P = 5 #& (5 70%3 90%)
SRR AR R R o T I e
ER SR AP RRREE KRR R
FRoM G oA DNAEALZERT AT o
& R dp A7 DNA % 1t 77 5145 % - DNA
hif 3 e -4 %“%?m@ﬂT—
BRI g5k 45 - Al @i
¥ 4B i A oR (xeroderma
pigmentosum ; XP) > &4 4 >t DNA 2 4¢ >
BOF oA e B B o 4 T E bk
(ultraviolet light ; UV) #r3ld=engd &
B4 BRI R AL R
B RS 3142 DNA ensg it > e 3
B E % 3 DNA er7R i = & > By 2 pF >
2 3R £ F] (proto-oncogenes) E it
FOM oo RRRAFIEL ¥ et Ripd e
G £ RN e deit B R R AL 548 R R
Ty 2k FIENR R 0 RS KA T ROy 2k B
E A A P F AR Ao it FA

¥ oAy 31 AR R o

2. 2V F PR ive
(chemical promotion in car-
cinogenesis)

X im R

R R P
(promoters) - & 4&: phorbol esters (=
Ef$fiasE ) phenols (=g )~ F i 5 2 R &
#Z 2.4 phenobarbital (% ¥ % ) by 2y
P A 5142 DNA enig & 0 HoiEw 5 0h 4 g
T+ (epigenetic) » ez & iwmPe AL F3U5L
eh4 i (expression) - ¥ * kFFy RLaEiF
* it B 4§ TPA  (12-0-teradecanoyl-
phorbol-13-acetate;12-0-+ = gl = ’fs fi Ak
¥ B fE-13-2 fapn ) TPA 8- f% 5 4 h
protein kinase C ( 3-v Fifcps C) eI iF
+ > protein kinase C ¥ ¥t &+ F & 2 Bi 1
B > 45 B 520 & we sl ki
A drp B2 £ gE R (receptors
for growth factors) - TPA 3l42— k5|t
Bov PRE EF o R EF TR R e
<88 ~ 32+ @3 (ion channels) % ‘w¥e HF

54 m e i
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S oRed Febsar o 4 FR AR 0 38
e 4 & fmre A i o ¥ ¢ s (Okadaic acid
(2a49p) » & fiFaiased » v
ol oo FARCpE > Fla ok gt R R
(substrate) hd giiv iT% > 32 e
i o

dededr Bl AR RBAFNEY o A @
e % MR (preneoplastic) 23 4
Friv o @ GRS 0 HGEITE © A hln e
# 2 R 3 (clonal expansion) ~ &
it % (malignant conversion) % &%
e B (progression) e

(=) % 5 M4 B %
(radiation
carcinogenesis)

ﬁ%ﬁi%??{’iﬁ%ﬁﬁ%ﬁ?
Malde F kg E DNA e i > » ?315,3&3%
it > N ERBHFRS D T 54
W o L K RE ALK RT APM - R
+ﬁ%ram§24’ﬁ@ﬁ%4%@$
S0 W R BB AT A ATALE 315 R o

3l 3% MR T B AR @ R ﬁ4ﬁ
(ultraviolet ray) % & F i 3% & &

(ionizing radiation) - BH e TR
x4 (electromagnetic radiation) ° %
Xkm (X-rays) % #oif st (gamma-rays)
SR G I S - (particulate
radiation) - % a # +  (alpha
particle) - B#-+ (betaparticle) ~
329 3 o
1. % # % (ultraviolet rays)
2 %

T AR E LRk Xk (kI aE -
IR Yo ¥FA B kT SlAe g K g R a T
W AR RE 2 B E
“”%E’*”ﬁéﬂﬂﬁﬁﬁiﬁﬁﬁ°
RE A e AHZE 0 B FE Ak
HLAF@%F\4241iﬁAmAF’
Plgcs ok Sk g E R o R AT 0 TR

AR GBF o A v FH 2 S Fp oA
A 5pE® (W10-28)> veb o a & afs

%% m T @ o> Herefood 2 » 2% & 3
v opkphn T me R A Ko pE B

B 10-28. % ¢ &4 & g fenf > b3 24 4
(melanoma) -

ebam i 3t DNA 0 A5 = pyrimidine
dimer (e = R W) > T - KM
(dimmers) 4 XA B A4 R o B3] 4= 8 47
(transcription) #4E3% > F|m 3142w o
PRI > AL R DA R BRI G D
DNA» % i craDNA 4eie 2 PR3 4R > B 7 R B 3
T o DNA s iR PR R
F‘ 2% 0 BE L3 o
Tmg e fEnF I Mgl g (xeroderma
pigmentosum; XP) - R R Nl
*» ix (endonuclease) # ;% *7 %7 i 11 DNA
oA eviper - ROH o XP R H P R g
HlATR 0 T 3]%}1;’\}*“@» )y K ﬁvﬁf% LR kT
AV RO A N Sk Rk Seab i O & M

A I A



2. 3+ s+ Mm (Ionizing
radiation) % %

X .M~ podf 84 ~ g fF ~ ST -
Frzd s mgalgdg e 59 X Laaes
LH TR AR I RFRS OFH
Bt w4 JLH g (FEnL 5 10 BeoL
2R h RS ERIFA A arbbaR o SIE (%
S E NI el E A L o S
L s R R R 4 o 7’35‘2”&%
droo F ORI H ST T Sl A E g 0 ) T
+%&xﬁmmﬁ%ﬁm%’ﬁg#Wﬁm
BEFmHgics e

3. iMHEPF

BT 51424 MR~ 5 s gk
R% 0 TRy Feojpig 2 HI R
T e W o bt AAe T Sl ATIR U B o W
FFE o G A AR o - 505 RHRE
B e A3 0 23 DNAe ¥ o
G E s TAERE RN T 5
2pddopipd E_k-ﬁ‘-%léi“m”é—’xéo\—lﬁv
Bt oo R REN > WHEARET R DR
R o T2 o WHRIALRED K imE
g it (transformation) -

ERNORRBMLE BRI M ¢
1L oS~ AR R EHE S - DNA
BA A R FALNFE o ¥ F 2 g F B
stam > Ham s £ 4 # (linear energy
transfer'LET) BB oREAREoAPFE

v X &2 po3fstsm o B OLET ® ik » F)pt
ﬂﬂﬁ%mu4ﬁﬁ°ﬁimﬂ%1m’&
2L 7 g I R e S - %—‘ﬁ » WL E i
oA A AR o & b ] IZAEE FE IR R -k

2 10-2 ¥ & iohpd

“

$Lg g 139

e

ﬁﬁﬁfﬂ?’%ﬂi&ﬂ#aﬁy@, ¥k o aehg
B FRFOREE nRAE > %
AR R Rt 7’!‘4}; 2k e g;/a:g

(z)p#+ LHE (viral

carcinogenesis)

¥ r/jfpf%o &£ H A
SRR R

ﬁﬁﬂ@#’ﬂkkﬁm@ﬁ’ﬁbﬁ

Koch = 7 (Koch’ s postulates) -
ABE B AR R B Ra EHEPD

20 2 10,2 Z1 8 Mna L5 R chm 4

B 10-29. %@ i”?”fﬁ‘% » fEwre ey 4 (budding)
,7];3% °

[. DNA viruses
A. Herpesvirus

Marek’ s disease virus

Epstein-Barr virus (EB virus)

Herpes T virus

B 2
AR EVR 2 Burkitt <% R OB
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per L

II. RNA

. ateles

H saimiri
Lucke renal carcinoma Virus
papovavirus
polyoma virus
SV40
human papilloma virus
bovine papillome virus
Deer fibroma virus
hepadnavirus
hepatitis B virus
Woodchuck hepatitis virus
duck hepatitis virus
poxvirus
myxomatosis virus
Shope fibroma virus
squirrel fibroma virus
viruses
retrovirus
avian leukemia/sarcoma virus
murine leukemia/sarcoma virus
feline leukemia/sarcoma virus
bovine leukemia virus
human T-cell leukemia Virus-1

primate leukemia/sarcoma virus

A}i,jfi:#“’#
A}i,jfi:#“’#
Fir TR

3

3

o~ = —
O
=S
5 59

|

A
I3

=
= b
PR
o3
i &
a3

A B—T—:]%
Woodchuck *+7%
u‘g BJ—;}Tﬁ‘?",

A E R
A E R
P Bk E

o oo 2 SR R

)R R R SRR R
Wow oo R R R

=~ 2 Hig ﬁ;:}?;
‘P@%éi@i#wgﬁ
Feo o s 2 B R
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,E}ij )

» BFARL B R fm PE

M 10-30. 5 s

ERIEC R R

X R R L= A R E

S T ERIECE

W 10-32.

R T SR oSS G e S A R T e I S e

WMM S e T R G S e S

AT T = e . U ey Bt e N
RPN st o A e S
- o deiq A !oo‘ o -, &.uc‘o : .o
RV P2 PV (L AR e K R R s AN
v.o.;..unhM.M‘Fann-. u-.”!-l.o R ok g-n‘.“. #Wf'ﬂk&nﬂﬁnm&o .\.ﬂ.%ﬂ?“ﬂ.c‘

=y - 0 R I t Mo L K RO s

O o\ ot o L L Ko e
“" '-\l--uo“v-‘t ‘a‘&ﬁy‘{. le' by Oe 4 c}l\m'o“ﬁlbo e 2 »

s - o - .‘ » - * o - .‘ = " . p’. » .'
R BT A I TR T B e
wyu ,!.\NOoN.-J n“ v - ‘rag ﬁ#!"oﬁ“‘.‘ -J'\. J.-.I. v .(.0_0 l‘.ﬂ ¥ ‘s

= s Lo et 2l L e S O e !
e -u-ﬁﬁz o 4 (3 \u.{a ll-...lc*wlo\c ¥ ORISR G.l. g
R S R 7

.

- 3 v -

ot .w‘.m.f.o.v-..l..k..r.i r 3 s.n.rﬂb

.~ -

: ) :... SO0 L ey s ek
R SR R N

AV % 2 AL A ST e ST, )

IS S S I

.

> 2 P L X
i .4..5&..&.«3;... % .‘...v

I e

s 0 Adp herpesvirus 314z

. 2
L Yo
LT AR

5=

-33.

# 10

=2

%

PRNN 5"“% :‘L'/



Bl 10-35. 6 s A0S % BB (Hf
" 5 ) R ELART S BT 2 R K

L X &% £ F & & 5 4
(oncogenic retroviruses)
F bR bR R R RpE (W)

10-29 - B 10-35)> * H2ds b F F ok
o HRBpM - (AFRAMBFR > 2 BT B

$Ld Em 141

% 10-3 # =% Retrovirus # & &

1908 Ellerman & Bang avian leukosis

1910  Rous Rous sarcoma
1950  Gross murine leukemia
1964  Jarrett feline leukemia
1967  Rickard feline leukemia
1969  Snyder & Theilen feline sarcoma
1969 Miller bovine leukosis
ek 0 » Ao dupd B (familily) - @
fi faod fe s lde e R i > & 10-3 7

”2}?5—&-13'”‘»"3”51'3{
RFpMEE ﬁ&‘f’%—w SEF=g 1
(1) #4585 addg:
u {%E})%#r‘fﬁﬁﬂiﬁ ;FK”}; ke
Bt o
R R )

u &mmgﬁﬁizﬂﬁm
E :[’ia % ¥ *  (cytopathic
effect : CPE) -

(2) 24183 5 chgrgh .

B 773 60-70s RNA -

B 5 ¥ R R R
(group-specific antigens ;
gs) °

WY S R 2 gs R
{%Ap 0L o

B LpRFERT feéﬁffﬁfr LR
bn Tk oo

B 7 5 DNA-polymerase(DNA % &

[ ] fL.,:m"“E?;l:% & FRT ;’;; F A 4
€ # ﬁi%ﬂ;%y% (actinomycin)
Frg] o 2 H & RNA )?i—rr P 2o
(3) fLII’ia—sr m“f#s:é" 5 ) ngeﬁffa«sr noER
r’fﬁ#i;%. A3 L2248 (cubic)
£ &?%ijk (helical) -
(4) e+ 25535 Sfps FE
FZ AT ez B FIR A

> long terminal repeats
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(LTRs; & * s €4 & 7] )- i LTRs
Zz 7 & = RNA ¢ promoter (fx#*
+) % enhancer (it )-
B gag: @i core protein (%

v ) 2 AT e
B pol < @ @  reverse
transcriptase (F #4kfs ) 2
& F] o
B env  # #  envelope
glycoprotein (3t EpE v ) 2
A F] o
2. F # & p 4  (Retrovirus)

g} o8 T e

RBILF Ep 4 doird I
AR e o 2 fhiE

& l’*ﬁ"‘ 4 R SRS =
I R A S A (defectwe
viruses) - @ &} p# R A T (viral
oncogenes ; v-onc) - B ¢ Ik A ¥

¥ thim e i

(oncogenes) & F 20 f&r4 t odr fes &4 f-

BB R REA T 0 sis AR R BB
F KRBT o A ORBRAT] 0 1 REFR
Hyr 4 @A 7 (nucleotide sequences) ¥
Ja 3% % 78 F] (proto-oncogenes) #p i3 &
FRS A R RO A FIE e SRR T
(cellular oncogenes ; c-onc) 1Pk o kX
MR FIE T ¥ e e DNA Y i ¥ 9 DNA Y 33
BT f_yeast P A S ¢ B oo 0 F R
3 RApE R REAFIMEE (transduced)
2 # > (incorporated) I # ¢hz ¥4
(genome) » P& R R A FIE 7 3 OR
BAF (vonc) A E¥ERRBAFIECA

B4 i 4 o B T e R A
F] o 3 ROR M 2 T i A SRR A B
(viral oncogenes) ¥ » 3 4 7 X% » F]M
v-onc £ R ki ¥ fmve chk KB 4 Fleh DNA
2 oo B FhA$ (product)
HECE SR T A
(transduction) # & XK B & F1F 3| F # 4
& G+ (promoter) 1T > FlUt R
R A Fleig MR W 4 > P BB R DR

I (expression) - ¥ apsldzimee et £ o

| XX ALF PSR 20 R BRE
hi @lcpm+ k) REAT] L5 - LA
& o A m}ﬁa 4 (replication-competent
virus) ° i& ¥ m)% ESEVEE: SN N~
(insertional mutagenesis) @ 3l42 % e
# it o g & F] S % om+ DNA (proviral DNA)
F Ak LR RO A F N o R s
+ (promoter) IR /i R FIHIT 0 H
i A& Fl# & (transcription) % # %
(conversion) = c-onc e ¥ ¢ i 4 iE
»~ (proviral insertion) * R IR A& Flen
CECF G ECRCLES NIRRT R
A Flenig d 2 R R A Fland R )iu‘*

W xE N fm e g i o

A~ %% A %] (Oncogenes)

Nl g dRd A E g E 0 oa
I R AT (oncogenes) o fE_ 4 HF
B hiwm e 0 Kk H ODNA R # %
(transfect) 3| * 32 % ¢ NIH/3T3 /| &
At wmre o itgat mepgiic s 43
T B g4t (contact inhibition)
2 AR Hﬁ{é‘f’v} BLAI 3 MRy o i 4 o Mk
T b P2 e R en DNA o * fe e 2 > )
WA Z B aER o BE R 20-25% 7
R DNAC @ S & i s DNA B 7] 7 ras
3R & # %] ( ras proto-oncogenes) #p
T RRFEAFIRFBAEAF TR > 7 A 5
AEg o A B ORBAFIZIEL 104 -

d % 104 ¥ vz B A T A 4 chA
¥ » 4v growth factors ~ protein tyrosine
kinase ~ GTP-binding proteins # nuclear
transcription proteins @ B w? & 4 0¥
TG b e

I3 R R L 7] (proto-oncogenes)
Yo % 2 R %] (oncogenes) B @ & A
é’ﬁfx")q}s nE oz f[;‘%;\;;}?«;, :

X % % v i®* (activation by
point mutation) iTEEY 0 1l ras &
BAFOH G o BRREFHF L A% 12 8% 61
codon (%#+ ) > ®a %2 &% 13 codon -
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AW & ras ®9 F (ras protem)

izl Ae (amino acid) #&B~i > Fp R

it gy 4

o’}:/‘&;ﬁ}iﬁ}e}yﬂ ,
X%
il

¥= 5 »ﬂ

%“ g3
15°/ ¥ 3 R% o 4 ras £ 7% (H-ras 2
K—ras) ; B

2R g



= 2

73 50% A4 F ras & ¥] (ras genes)
A LR (activation by
translocation) : A FiE S R
AIMEFLE e W wF SR P
J RO A FI A 0 Ao # T 4 /ézﬁv-*
(promoter) g+ (enhancer) %iT o
ﬂ%&ﬁ%a#@ﬁﬁiﬂﬂﬁﬁﬂﬂﬁﬁ
BT S e E B o] A T (tumor
suppression gene) - B R IR Ak ﬂﬁ&w‘)’tﬁ
Eoo T K RRR A TR T 6 Rk 4

% 10-4 3 & R Ry k7

g AT s (fusion) @ ARIRE o &
4 e+ £ CML &0 Philadelphia % ¢ 4§ %
Burkitt # = p £ o Burkitt 4 = g B enime
¥4 g 3mss @ik ¢ L& cmye &
F13 B o 18 F & abl-ber £ F13 B

£ T3 75 ¥ ®  (activation by gene
amplication) A R e Ry o ¥
L5 N-myc éhzk F]3 7 - 5* %% 7 C-neu
Shik FIH 7

Oncogenes

Associated retrovirus

Property or function of protein

Class | : protein kinases
src Rous sarcoma virus tyrosine kinase
abl Abelson murine leukemia virus  tyrosine kKinase
fes feline sarcoma virus tyrosine kinase
erb-B avian erythroblastosis virus EGF receptor/tyrosine kinase
Neu (erb-B2) EGF receptor/tyrosine kinase
fms feline sarcoma virus CSF-1 receptor/tyrosine Kinase
ros avian sarcoma virus tyrosine kinase
Mos Moloney murine sarcoma virus  serine/threonine kinase
Class Il : GTP-binding proteins
H-ras Harvey murine sarcoma virus GTP binding protein
K-ras Kirsten murine sarcoma virus GTP binding protein
N-ras GTP binding protein
Class 111 : growth factors
Sis Simian sarcoma virus platelet-derived growth factor
int-2 mouse mammary tumor virus fibroblast growth factor
Class IV : Nuclear transcription proteins
Myc avian myelocytomatosis virus nuclear binding protein
L-myc ?
N-myc ?
Myb avian myeloblastosis virus ?
fos murine osteosarcoma virus ?
Class V : unclassified
bcl-2 - anti-apoptosis protein
L A AEFTH S U7 A AAro

1 ~ M drH| A F] (Tumor

suppression gene)

%

P EFBINRBEATF B pw G 15-20%
A R N F SR Bl o AT
WRG ORA TR RER e T - B

R Y L AR R SIFS T

=
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iw 7R 4 & e (growth-promoting) AT 93 50% 4 erEgs G ph3 hR &R
rq B A AR E T TR Y T g R 4 o p53 S chimre & o
e BRI F 0 W) e A (guardian of cellular senescence) »p53 st *
(tumor suppressor gene) o g4t B R R & 4 F_DNA hig4f » 82 & mve A B 2 mve %
AR ek g e G K et i = o P53 Bk AR e 8 AR el B o
W g E A R AT 2 A A R $ 1 (1) ¥ DNA £ i p5 > P53 AR E » dne
BoPER A A o 40% A UL i 4 E e >ie 7 DNA 48> @ DNA 13 4F 14
% (retinoblastoma) i} @ 0> i&48 fmre L e TR o 4o% X 5 DNA Kt (7
)22 Rb AFIR%EG Mo 2B AFLE AT A R e SR A > Pl TR
F 13 % enqld 23 > § A BARR D & #h e  (2) P53 T AL fm e k= 2 (3) p53
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