oto] s}t of 8t (chemoprevention)
SENHstwHY x|FHAIM T}

[ ] AL
4 FE uUTF

ol & 1 98 AX|sch EHFo| LESE 2000
HEH AMZRLe| 24%7t gtoff o|sh Zio[of, gtof
st Act HZ ZAHYE st of2|ste] WMo
2 olsl 1 X £= 2 X ¢ o2t A0{M 0|2 Bl ‘chemoprevention
(8r5t5 of W) o oAgtol cis 2ol SthE 1 Uch ‘atarx ojwre o
E 9N = AXA7IL ARY A2 U odsty] &

ULt J|E SEEAE A5t A2lEE =Zl(intervention)2 L3t

= &l
ek oF =H M2 2 el 7|12 Jd, & 2ol chetA(multistep)
X E

r°l-

1
0=
ic]
H
>
12
|0|.
ol
o
Q
o
Q.
=
Q
«Q
(0]
e
(0]
@,
@
mjn
s

& Zo| HM3linitiaton) 2 F& Fd £= FTadod

=
83 wole Mg Sxe= ste cietel mFolch X g

0 fr
r
Pal
1o

3l= ol FHAE SAolA ‘field cancerization’ 0l2t= 7{Ho 2 T = AX|
ol 0| oy MEMEYT HBY & AUS0l WS Hch F, ByMmY
o] eAMEt 9i&o| 2 #As HeS YoM oty Ho|dN = X
szo| ofslgl =X 2 x| fUchks Holch wm2iM sHEy ool x|

= 912 Xdol| AN 45t 2™ e 2zt ciAY =H £= AFolct &2
dretE 2XIM E38te] JIfM S 0] 83510 2tel initiation(ZHAl) 2 progression(Z!
) of moist et EHEHE ofute| XY X0l 2 £ U FHH
o MEE FE & YA =HUck ofFEAE HIR
gt oja] oM ofst Tl RHEO] HAIHN e, o/l 7&E 2E

2E =7 M25H TX| ol XHbiomarken & 224510 o| & 3tsty of el E

|0



WE SEZ B8 4 US Holch Aol BB ofwo] BAS I E

2 4®"glEE HEg dAdHSle S A(antiproliferative) L= XIS
=1

M, E2lofalchAte] ARM, MZZ I HE ASHT SR, oA
AAXF, e&tstEA ol Uck 22T 2 o Y xR FoUsh w9
StLtZ apoptosis(OFEZEA|A; MEAIHE) E 40| L& 22y
Aol =ofx| At HaZZE oM EabM(homeostasis)el FX= Al
Al3t apoptosis & S8 MEAIY Zte| ¥ S LIEMACE  gHH FgkollAM
apoptosis & x| £ o|d =Ho| 2o M= A8 EBcols MESAE
Ol =ofxlct ©2 FFe 58ty ofgt ®MH 2
M Zol| A apoptosis 2| ®xoll 23| =4 =28 5o
tStEAE ol2f{E WAz tMlZo| MEE AMSIHLE X|AF|
2zt Act  cyclooxygenase-2 (COX-2) (AIO|EZ2FAHILIX[-2) 2
prostaglandin(Z 2 A EtZ2tH) g A = 518HH
of 88 = Ucs FUst el 3stutolct.  prostaglandin 2 23t
CHEretel wWijo =23 A&E sSto, aspirin, piroxicam, sulindac &
HZol=Md &€EH (nonsteroidal anti-inflammatory drugs; NSAIDs) 7t
X dotoll M olgat Ues Hez 28X Jck  aspiin olLt Cf
[«

= M3 ARtel F9 UiFetel WY ol Rois

o
H
B oo
2
2

H
rr ol

rir 1=
Mo
0x
ol

pal

HU

=

N

ne

™

4l

R

rir

oo

x
2
il
12 njo
X
iy
O
o
Z oin 2
[> ok o

iz
oo

)]

TSt 2hA|

N = E
2 BH53 ok AE == o
Zta

of bEAME
of ZMsts B2 FHFC HE=Y SIEES ZHE A5 U SASIIRS
=DAUAD, Azt M EZFoM apoptosisE FoleE HeZ 23X Ao ¢



oh

o] 3}stx o5
Febd ofdtof] F25HA AIEE == Ucht DFEeb 4z of
= vanilloid 22 H=4d S§E . ras A
- e 42 Ha=M SEEe dFuAM mFEete XS °*X1IA|E9|
. . B —_o = b |
, Okadaic acid 9 & I2IX}lof 2l8| RESE i )
2 MHAIF[= s=o] Act 3 et
= } c£sb kMl etMlEZ 2| apoptosis
orC}, M
iﬂoﬂ—w T 4 2Ha| M(phytoallexin) 2 . 2 &2l
} polyphenol ¢l EGCG & H2
apoptosis & FIs5tl MEFI|9|

Mot HMAEolM HoiX= of

d

K

It
gl
ro
02

i=}
mn
rlo
U

¥
=2
s
rir
>
151
o

oo

0
nr o
il

I
o fO

(]

[

foh

]
lo
0%
il
ol
l___l -
tp
s
Kl
30

rio

0
el
i
om g
o
i
(<)
=
H
1o
0x
0
il
o[
2> e
jo

Ar
1o
©
o
~Z
©
=
D
3
o
uin
rio
=2
-0
n
02
9
ikl
N )
mjo
_orl_-
|0
Hu
o
i
ot
Mo
1]
mn
1o
ne
0

rlo & 4o
A
ol
2
r
bal

oo
\J

Hu
o
1]
o
ol
b
>
30
rr
2
rlo 4o
2
u
il
o
A
°
°
o
I
I
L
2
B
rok
o
]
A

=18
of &t Mol ax R4

2l Z=[ofof Bof

g He e

BAE Xz 12 20i2 OIEDIXIZ WE £&2 W&l Ot JA20, o2 2

. Ha;i Otl;a—cﬂ ULCH. ilﬁ_ Jlgo g¢¢, 5ol ’AHE-S- ;l
= 2200 M22 Xz, &2 dlu Xs (rival

tol= Jtel 2MI0ICH. JI=g MEYS

g2 SEIIL. gAMd Ngse OE

- F& Jisst =0H0ICH

X

paal
HU
X
A
W
=
12
Jd
e
g:
)

o

on

0 °
o

<
10
1
o
nr » 2

=
P
2
_i

]
e
=
e
o

9'2
(=]
s
in
>
(=]
3]
0x
o
Y
=)

HI
=)
o ¥ Ho
1o
L

4 =
LT
pr 2
N o

I

oH oY 8 ®
Ql
|
x M
10
fol
S
=
Hy o

&
o
o rr
%
e
M sy
Mo H
0x
i £

20
nr B

N
ob
pa}
5 AL

2

0z
w4

0

= O
B B&ono m 4> 3@

b 02
Hu
w2
[0
o 2
=]

all
[
fr oo
S

>
=

U 12 Hu o

H 2 5 A ox
Hu
2
N

o

o Mooz

=
I
e

1o
4

o H o
N
=}

Comorrc
o
[w]
ro v
TR
[
1o
[}
c 0
"

o
2
o
o
T
2
> X

Qo

O

0

Jx

I TR
0L
103
1o

po
0 .
2
x
L
AN
og
>
x
z

[0

Hu

>
o H orr
Bl =

b
o]
2

e
e
¢

=)

ol

oh g M @ x 30 0 X o 2 o
=
fr
=
°
_)i
1]

lo

[P

02 ny

flr Mo

I:-] Oh =

fr 2
[0
T
2
B

mo >

k) KO
o @
o=
2
x
0z
P
x
pal
LTS
c
g o
0z
i1
fuin
o
b
3
Qj
[}
1o
[0 [

o
k)
>
o
O

_10_



