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A Aol B 2 Aol ofn) w7 ARl Wt
7h BAEte] hAE B ¥ gloke Aotk WA
w250 Wale A9 (condemned mucosa) VG o
DA oz FaPstn, AGAAER e HslE o7
oA Thikad o] WAETH Cohns® 4 TP T (4
g FAA} S5 OA B2 Fudeg el Fulgt oY
/A8l (dysplastic change)7} HAE ke AL LHS
224 field cancerization 71d-& #1319t} Field ca-
neerization, condemned mucosa® Hd-&

At A] o] A ikeke] HAH o] b Ae A et
P gAte] 2AskA o 2 ARl 22
A 2R FR S FAE|He] TR A BAYE
o A3 Az gujdrld w28 A THLFH &
AR oz W] wile] thlrd o2 A7H ps3 BRI,
3p A&, o] Hl5A (aneuploidy) Bl XY,

2) CHEHW 2 atd(multistep carcinogenesis)

thebA wretaby ol @ 9k clonal evolutiond W3
Z7lell VeptA A% Astetetal S50 &4 e
AePatA s o7 Fele fHAr Wge} Ao] ke
Rolth, A& TdEd wEH F4x Heprt 23 2o
2 FAH 2 G7F0)n 75 H R 523 fa Walet
wrokEzld] 2% A E9l aberrant clonal growth7} 2
AsHA "}, o3 FAAk Wske 71N AE F,
1%, B37lsd 93e )9 283 (phenotyp-
ic change, 2%8t4 o)A hyperplasia®lA dyspla-
sia®, A=F Aolsd S 2 AA goze] vige e
31A "},

Us)e &

plasia, hyperkeratosis, metaplasia, dysplasia, pre-
maligant change, overt carcinoma’s& X33t ¥
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2 9123A W3l leukoplakia, erythroplakia, speckl-
ed leukoplakiag® X33}, o]FoA] erythroplakia®
severe dysplasia, CIS, A&4 tee] Huld &3] A&
=lo] git}h. Erythroplakia HaE 7744, de 232 #H
=, AN, 31 A wAlsta, AAV EEE3)
554 1939 ge] 27 4o R JUehdtt. Leukopl-
akiats B5H 02 AepgEwe otk 9382 dyspla
siagle BH 25 S7H Wi 2R e A8A ZhEA
Hgggte 2o 2AWA o8] gL viepdt
Leukoplakiat olL-FIAE AZA F JAT =2 77
(EA, alveolar rigde, 3] w50 233t} Eryth-
roplakia®hs 2] AA7} 29t v = ¢ 2 9de
SR TE 10~12%0A ghol dATE FAA, AT, 39
B2l leukoplakia® dysplasiatt el @A) =
t}. Speckled leukoplakia® white lesion¥} red lesion
o] 4ol 9131, leukoplakia®} erythroplakia®} 23t 914
=3 AT, erythroplakia®) ¢ o=z 4=z 9]
o Ao WE el Felo AARle] A A BH(FAY
+ HH A FEHEE BE 282 V] Eoof

i)
L=
al

2) MYy metel xAYE

Leukoplakia, erythroplakia, speckled leukoplakia
= XW 99 A s el Ao g 23y e]| st
2 gol= ofrt. ol3t 437 WD dX e 2
284 &ol= atypia®t 9 dysplasia®lt}. Dys-
plasiax FW 99 APF =) w2} mild(EE 9]
olg 1/33%), moderate(ERAAT ] 2/33AW), severe
(AA E4E A AH)2 FEICH Mucoserous gland7t
A AHE A= FEA ol oz Fup WSz 15
He}. Dysplasia A& Yt 2483 712 34 Ay
o] AXEA F24 Wsld] AT o] F Hshs nleA
¥} uncommitted cell® F41& X331 (1) loss of
cellular oranization & loss of polarity ; (2) nucl-
ear pleomorphism (29} =7]9} woke] W3} (3) AlE
Aol vj8l) 31=7)9] F7}: (4) nuclear chromatin®] %7}
(hyperchromasia)® chromatin %9 53 ; (5) mi-
tosis®] F7Fso] §FAQ &aAo|tt. Severe dysplasia
(CIS%} E9lol)&= Ald wwo] dolgla F/A oz
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AgP7hsAdol . GEA 4= JoH, severe dys-
plasia® AGsH HH3 A 8E Aol drt. Mo
derate dysplsiagl 24 42|29 JA& o F37]= v+
o]#t}. ¢ro) 27] W moderate dysplasiag F'E3¢
71 v} o]H 7] #j &<l moderate dysplasiaZ F T3t
A7 AHE G 32 L sfof s}, ol Wl A
AU A &3k dskE ofu)# ¢ lv}. Carcinoma in
situe A AuhE AR 7|4 AHekE cellular
dysplasia® <& 4 U},
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b WL YA o R leukoplakia®h ery-
throplakia® & W9, A HP& 71592 5%l &
o 29l AL 30~40%°]c}. leukoplakia® & E£E ¥
o] AAAE Tol BFE X BHo|AU ATt AE ArE
Hx]7} E7Fs3tc)

19863 MD Anderson $AlElS] 7| mye o]F
B F2h9] AR A 31-8F 13-cis-Retinoic Acid?}
774 leukoplakia©ll E2U-5 (4744 Aopdu2ef s}
S Ea3rt 13cRATH tixde] 438 g2 4
Zy 67%9F 10%(p=0.002)3 31 228} F9UE&% 13cRAT
A =IH54% vs 10%, p=0.01). &} retinoid X
2 FAZF 2~30Y Wl 50%°)8 Adstes & AR
7} 183 retinoid®) ¥44-& Bt S |usrEe o
Al 3183 13cRAE 3IME2 FAF L3t A 29 (A
£ 13cRA B Bcarotene)2 AN sk] A-&3F 13cRA2)
fFAaHo 2 AEES G F USE glsidh. 22t
B-caroteneAl 8- E37}t 919k

¢1%=9] Stich %] tobaccot} betel nutS A&t le-
ukoplakia A7 vitamin A o373 A2TE v
3le], vitamin A T3 tZToNA A #s)go] 717} 57
1% (n=21)3 3% (n=33)Y-& Buslct. 1988d Chie-
saS< 774 AGEAS HolAZ AAT F AR
T4 retinamides?] 4-HPR(200mg/d for 52 weeks) 5
o8l thzaol] vl Ahgo] Y-S Bxsich
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FARSto] X E% vid o]z} edkedo] WAYE SEe
3~T%0°lt}. o133 9184 F0|7193] MD Anderson
SHAlE] 9] Foby] W FARLRA A A EH o2
FE B WARIA BT QRS Fol7] I3 FHo2 B
ZgHo T 1-E&F 13cRA(50 to 100mg/m2/d)E 12714
R FoJohs ol FAY Pkl AlE& Attt

13cRAT O FA 2 dizTo|y s Aol glle
9, 13cRA FoA(4%)ellM tiz=t(24%) et o33 €4

ol whafo] omigl A (p=0.005) &2 FFSAT} ol%
73 e 149 F 1399(93%)olN Fol wmEH A
IEAS7| AR H o A oA BB o] A AR
13cRAS] o]aty] et A dladts A8 el
FAT AEE & 58 U9l
ZF29] Bollase T49T AFH A8F
te2] o]zt o EINE -‘?ﬂr%@} 1998t FA9 2 etreti-
nate(1¥ 50mg V¥ % 25mg/dZ 2470¥ Tt
Aok FAstA e, oA v"d‘”‘” WAy 9 Ag e )
25t} okt 24% BAA, etretinated2] 38%
oA oj2pd rgte] WASIGATY

gafetre Jgo R AR ARgd FEEE FY
F Qe AEE oPgeltt elel YAATAN T3 R
PIRRE P FEH O BUNN 5L, oY Aierel B

Z 2 I
Aol gart g o5 ik st A3 A
28 729 Al Y Foln, 1 AFE AT FL3}
# %@ oA retinoids, B-carotene, a-tocopherol 5
a7}y Aol dA7EA] dshetdte] o] 4 w7
€ multi-step carcinogenesis % field cancerization®]
Adelgit. eko 2o} wAlE dsfeteld A Aol et Fr
A A 2 o2 Aol A AE g R2AEESH 7
AL v g U dgstiEgS Jidste Aotk
AR ety AdE YESE A JdaTY
ZolW, aneuploidy, DNA ad-
duct, ph3 mutation, ras mutation, RAR-B%°] bio—
marker FHEEo|T o EFAEHOT HAHA=
A 712 E AFAFIFEE LSt o] oF oY 5
zA40| 2A 7NdgA Lz st Y

"ok
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