Korean Dental Association

iz gt sz M

4o s Ao
(premalignant lesion)2] &t 4

[ CHERA] Hoh debaolA Y= 45 &
o] Tl E Yefh= ddolojof Hrk
Ay Ao dieh ARkAQl FoEe A E R = A
ooz wska 4= Qle flde] Ht =2 FHH 3. olZfet 47|99 oM dol A e Y= &
o2 Wl 2AE Hol= A" ekal 4o shar gl - geela] Zejar Ajazshs] Halkrh EAfste 2t
028U 20054 549 H-A AIAEAZ| T Abst &= AR AT P HolA| ook Hrt
9] Centre of Oral Cancer?d Tgo & 7= (& A Y] AFo] 7|Auks £ Ag=x3]
w7 SldtollA Bt A9l 4 oA FHEFE] o)X= QHEITE = A9,
oof| A 2] A Aof st 2|7 of sl T2oE o] Fo] 4, g A FAEEOlA UEids AA 19
the 47449 SAE Edufoll Az 2F4H oY GAARES Wl e A=
ok > Qlrkar WEEskeITt”, 2l H3kEo] Mefao|A= dF7} da Eojof
1. A2 A5 BokS T(S 7lol et Al etk
H 350 e HIkE o) dAE s et
Haelal Holk Wil A7te] 32 e} of gE gAer Aglises AdHL
AAHSHE B 4= Qlofof "tk (premalignant lesion)” 7L ARA|2} T8al M=
2. o=’ Aol Uehts HolES A= ZA(premalignant condition)’ °]2k= #7129 3
rugh A 2] AAR A E U FAE ¥ 9=t
EfLfoRElt), 2 Aat wiA) wkS Hol= ek A ad] Aol "FAsH AdadS Hole
28] 2 A e 53] oj2fRt &S Hojof | A M E T o] B 2 BAE = et

68 | CHEHAI 2O AFRi3|X| Hd6H oS 2008



20l WE1E ZHs BUZA oletn & F 4= glow]
ARl * 0] WASIHo] A F7hE 4
Sl AuAQl Ale 2 gejstael Wk gixjg of
£ z7o] HolHozA TUEL WHlo] Sk
A S T e o B SHEA Rl Kol 1
sfab] grout 2ol §oia] ejulol xjol Fr
QP4 AR HrAle] QleoRA B 1
RoA oPgEol WASH Solu] AekRAol
ool SRR Slek aglo] 7749 ol 9ol
Lhale] 7R o] B7bshe WEHe Wak ol
AP A0t ot et AR A T) BRE

—ARo (B | —
BHEFEleukoplakia) HMokst MR (submucous fibrosis)
HMHIE(erythroplakia) MM 7k E(actinic keratosis)

T A
otz ol olat HEoIE | D M (lichen planus)
—“oowEL = "O.;'IEI'Q% M‘ILFKF
(palatal lesion in reverse smoking)

(discoid lupus erythematosus)

B AT s RelA 0 R of e SRRl A] WY
3t Ajof| A, HifZol| Al HAMIE Q] AR AS
Hololl= Etstal Au|E A o2 o]Fd(dysplasia)
Tl BAYES ot el ® a7 w3
S5l AAAEE Kol ZAAE o] WA
2 I Qe web 2ol Hthact Mol
[e]

il
[1-',.1
—LI
y
2_‘
_\:1_.1“
k_4
o
R
50
=
- of
o
L
2
2‘3
:2“:
2
rO
_|_4

44 ﬂ(patentlally mahgnant disorders,
PMD) eh= 8018 A4 Fd o2 de| ARgst
NS

1) BiEt=S(leukoplakia)

1978d0]| AlARA7|FllA RS o

9] 7ks/do] S71e WY E(white patches)”©]
2kl gofgt ol 250l AA o] FYE 7EsHAU
thEolA esdolls gl ditt S71E A
ZEA) ok T1ate] Ao AghE ARk vhefet 4
Lr opdor Ao QEAS 2= HANEE o
2hal Aol E WL Qlek?,

e of7) A ZhfsiAl s QhEle AR
S| ARl golmA Ao E= Aoln 54
AP HE ofnfshz A of gz ARAo]
P, 1ol e EFekal winkSo A U dEEA
A et A 0B Ty A|I7FA| 9 tf324¢]
]

o},

=

=
o

BN

o

b2
)
pacs

¢xUAL NN FAYLN 4AFFA
(hyperkeratosis) X o|HA I A x
(acanthosis)S Eo|AY QY 4= Q)

=2 o|A}Zt-Z(parakeratin) F= Xﬁ,%z}

orthokeratin) 2.2 A=t}

JuldkZ(verrucous leukoplakia)®] 7

F2219] frsol AuEo s /;_%*5101‘21‘:}.

- -
M o N
=) OlN‘ i
S 01N

ol

83k AL o]gh URbA]l Bz} Ljof= tjREe
WU Hol= WaArE ARelA o]gge AAS U
B A gre=th gk ARAolT ®3F 20079 P,
Holmstrup”s-<] A+l &Jatd o]g 430 &gt

o} el et o5 w7t RSO R M= A
Ao g AREE= Hlol= 4lEdo] glom] =3k [y
229 QA Ao WATt 2= ARE S5t
o= A A/ER] Sh=rhe AF E3 27 dRoll
Fofof ek, et winkEo] FRITHS Sl

S 53 dn7E A Haks B4Aolekar stk

HRES0] ARl T A A AR
(homogeneous leukoplakia)¥} H|o+2AJdL
(non—homogeneous leukoplakia)® U=
omw AU TA] GFAIFAAE Wiy

ofN 32 ofN ol

L

(thin leukplakia)¥ FHAGE W5(thick

CHEHR| ZHo| AFRIBIA| Rl46T M2 2008 |

69

Sl % Fiv fo(U0ise| Jueublewsld @Ry SRR iRt m



Korean Dental Association

iz szt 2

=]

70

= 25y N 2R =
B E wEIS © BHOA OIFMES & LIERKR| Bi=ch
TN WIS @ AlZbo| ZTa0) w2t AlzkRIAL o] sict
2 ENE MEE | © 1/300M Zuiol afet A0 Afefd 29UC
RS O BMTET HeMEE0[ Mofglolt HASE0| SARR Lefct
gy s | 28 WS SZ 0] 0 EYES0| YD EHSEN = NS Boirt
ST AR s SZoole| BHES FEA/L S2EY9 BHS 2oir)
SN ORI MRS | O Crede] 2K s SA0f 4dl BX 557558 29It

leukoplaiia) 32 W 4 slonf!, MFY W olPfE YUY R 0 ot e 2

2 ohA] HEEA] wiE(speckled leukoplakia), A HCH= v

] o} fslol 5 oto

7&%*‘] WtZ(nodular leukoplakia), At o] Ho]9] /o] An, HAFIAM= FAA 3
2 (verrucous leukoplakia), 28]al 414 A kSl ofA A wibks Wt Gﬂ‘rj]' =Y
Abuk A @l |3 (proliferative verrucous sith, 12|al v]tAA ikSE Foll = wEEAl, A
leukoplakia, PVL)2.2 3 g &= Qi) o]of oj A, AHA Al SA ANEA G oA = o

g &Rt 54 & 2] Kok, & I L o e E L e

3. W¥E2 FEsksnol trshor & R

aad el SHuzo| TaK
1. HHAHGH Tt O12IA17|0f| LIEt}D, 715242 200 Zogir)
(white spongy nevus) 2 WAR U], Ay|Haloz &8 | T
2. O} 2HEZ QAto] B20| Rlom, LHREE WEMHE | SYXM el HAH = o= XI&SE o
(frictional keratosis) mfet 2HM, 2I0I0] MMM MME 38 |22
3. HAWIIEH S Solsty, Mgty leMuto| Zogir)
(morsicatio buccarium) EEEEE g Holrt =
Halg X EZ0| 920, w=H| 3
=| = = T A s — —
4, SfSHN &AL ;_éq esT zegict
5. FeCICE ZX2M 2to| HHAMM 52 EHO| SxjaiA o)
(acutepseudomembranouscandidosis) | LIER
6. HHMEZ MO AEMoz EXf, Matg 2| Zogir)
(leukoedema) ™ ARHEICE =0l SEkstrt =
7. HHERM(ERESER) CIE e WTEMO| SAlof EXY MANM EolVks
8. HEHEfMLS ‘l.t%_%%ﬁl B3 o= ol =290 g0l b
(lichenoid reaction) OIXot0] LIERHTY
Q| T S HIA{LER}F ZOh HFX ol S|AHA =13 O
9- I_JJIH‘O%IJ-OOXO 300“ E—|O| AL 0|_|_|_|_'|O| OA}J&— AOH7|:_||9-| ng‘—‘;?-l’%—!'ﬁ @A}%’E}_
(discoid LP) B Wo{LIZE ZAD} FEisH A
10. Z7]|0|AA] HAAH R S20] oStz Sl el = ols
fwuu}; o e HEIRAL LEM 50| SHoj| HIAZY | MZ0l|AM EBVE ERISICE
o TM—o
1. NSNS U1 S0i9| =, s|Mo| AN Zeglrt

| cHstx| The| AFEiSI K| Hld6H H|25 2008




B 7Z0M 2k HAHA(premalignant lesion)? ZIEt 4 63

TR T & E R E M = OE o
- N B R T
“pEEITLELREN D
) ) ] of %o o T wjr = Ji
H RF i ﬂﬂﬁk%%fa%w : @,_Lolu%
0 0 - - o 3 T B <
PR T 20 " e R N - A o No X, <
. - RIOF =) = o Q oo P LI
M 3 Kl oy o o = S ) -~ N o ol
0 ol My =, m _ - KX i RN S B o5E
lod ([N mi0 ol o o W No 7o
= = ol 5 ™ ol ofn NS T o o = B
o 0 W T PR EREYEE ELW
0 T RIET = oy TG T g F WoAE 22 B2 o
iy 7o ° W gy = piE IR WY =% @ L5 AKX om
51 & T 5 A EGE T T my TR
—, 0 Al —_—
T 5 o5l s g ENT TR X g o
1 3 S iy eEFTE e e bEg
ke u il EL CEEEENT Tl B
H= o__ —> | KD ol =x | g % 0 F 5 am Mo =T =T Mwm oo B
o = o) = e N
T gl 4 3 R o or Ko 8 phTaFwUwoew DY o
5 2! 1 =9a |l By g3 o BT ENH g w5 X
2 o B o o 20| B g CEasap S w e o Moo o
o o Ko 41 i K0 BT T BT N HE = W o Ko
BEL ¥ & i 21 oF o/ a AT B FE W E N T - =
_ K =@ x=d o= [
T % o REZ nE i
K © o ~d O ol 0 ojn — =
R 20 1 Aol TEl PEITTERE T BAT
<0 %% &) k=) ! BB 00 X° .5 Mo m oA X)W R
3 = E] — © .lE — =0
20 i< I iojn 77 £ S O P T NE o T RO
- T XE DI muEE O WBEI TE
= of o X 2 ™ o B o=
- < o~ = N
mll 5 W mr X° e ‘% K ~ R T X mo
PP Ea NIHEXE
S g IEfg TRy YR IW
ﬂulm_.q}ﬂuubt_ﬂuuw w.oﬂumwwdloﬂh
1—.Ar_| )AO El_ o —_— a ,DIL hd ]ﬂ ,DIL ﬂn_w ﬂﬁ! m_w
o Mmmoe_ﬁaoo%ﬁ%mrmﬁﬂuﬁuog
o THE Ry LS HT s o
- ) . TPl b2 8 e
|_Ar._ o ~a H_l =) ‘Wﬂ = N — mmo A_l N ,ﬂﬁ WE ~o m
num —» WM —p :.L nuw J_ﬂl\_ —~ “_.Iﬂmo O_ S .mo ll _0 ‘)IA ~
= i g SR i R
® K 20 z_oxim._mﬂuo@.%WW%uuﬂnﬁ
2 p L ozog e w X o B
g FrzldarPEsdrSy
4oo7z,_ozo1u|RZLNroﬂ_ﬁA o
woX =] AL oL 2 W {2
_ 70 < o n R HT_ Oﬁ oy ;O.._ oH ET NI
5o No H © o)) = o% Ho ol ) ) = N
ﬂ%o.%z#o@ﬂﬁ@%zﬂwﬂ@
ofF AF T W o W oo N R T OB o o

71

2008 |

=3

CHSHA| 2ol AFRi Sl A| Hl46H H|2

=]

=1

Aolet, whehA o

.

]_

k)
L

Aoln, Hr} T2



Korean Dental Association

Uwig szt sz M
(BRe| Lio|2t HAo| X|£7(2t) 2) Mdtx(erythroplakia)
T0~89A|2] SR A= WRkS2] 7 5%7} F-74H
HAIEEYE o2 ol vkl 60Aolstl A= 1% T o|| A WA= AUk oA 0 7 o]siE 4= Q)
W] PRERAERFOR oE QTR EUE 1 /1Y sl 2 HubiaRA ofd] et ek
st o)) dAgo] F7iete upef wihkSo] o o2 19784 AAIRA7|FoA AoE WA o]F=2 FA
3k 7hsAdo] SRS & o= St} 1Al winkSo) 7HA] WekA] ko e=d 7Hx] de| S8E AL Q).
Hhgste] 5AUje] 7|7k 4] e 029l Wol9] ks ol A AR ARkZof gt AlA R A 7|0 A 9]
Kol 7 UERAT) SHolFREE A3 HeAel o olakd YA oR B el o e o
A Blg P oz o] ke Aol 5| A1 W Amow seld 4 gt AgoRA BEgo) U
S 2 WS wolt WaTe Ao siglrt Al
SAR Tl B W WAS Hol Ha]
CEIRte gD o EAsk=d], ARSoR HFRTS FEs|
Aubz o 2 ululEo] WRAIH]S-O ATl oA 9] H] HeliA= WSl Lt npZ A = JEEA] o] FA
o] 31124 Ao A B} SHsix| b 1 uigko)| HAE AQAIAORE St B3] FolE 7]&ooF
A oPyFoFO R MR ulES of4olA] 2,402 3 Asle] e & do] 2okslelr)
o] 5 897k TATUBAEAEOR Ak v
- =l5to| A7 Aslol| EahE|s
BAM 2 197} FAEBAENEO R AREO salen =80l EoSE 8T
] | HRA 72
L] == A =] (@) = ] aklo =
A WHkZo] of Jofl A HAE - of| ST} £2] & 2. £u14] HEELM
= o 4 Qo 3 QITAL SHIA LRt
1. o4=A/0{0d5HA Zl3} Tm-esrseee
(eghze] waes) e
. ) . 6. }0|E] ZE7(Reiter syndrome)
uiakZo tjFLEo] utof A WAStATE EEA o 1 BYN AHCOE
7 0 X =] OO = o
P} sje) ZUAAGNE Walsh], w2 AHIEE e
LA Qe Rolol WSk MukEe) SR OPOR g poxio g e | BEE
_ 2. 71EA| €2
of AB|go] ZAT . 2 50} Zeiz T =
A3} wiekZo] o] &7 BFsirt, b Ao AuSAA 9] AATRS Hol= H$-
Loum SEu s A wapg) S
(uIEg op[sis wolel Zx of el o] ko]t wehA ofefet £
MRS G 4 ol folol BN B AL g 48 ol Bato] TWEA WUz
Hhgo] W R AYskR|RE geleh glo] gle (erythroleukoplakia)2til A& 17| = gt
WA A e 49 opg ool BT ET)
e w= T, = B NS T Fdsol 3) HdtskEH0| oJst IHABtEEH palatal
71 2.3t whko] 919]o] A uk wo- 91t E¢ lesion in reverse smoking)
Sriglo] PR M oh ool Halrl Aol
AAB] ST S-S Halsal Qe olgfgt Wi Ad(cigar) Ex HHJY Eo] &9
72 | LHEHAIZIQ ARRIE|R| HdeH HI2Z 2008




4) FUXUSINRS(oral submucous
fibrosis, OSF)

o] ke AEA| ol F2 WAISHE HakomAP
oA A5 o ARE SHHOR betel
quid(21=AF 3 53}0] 2 E) g o|ofu}a} Hut

o 3gaa} HulskEo] A WA Agow
TR, Amo] AR 1/3%
Aol Algke 71497 Hep, ol
w270 U S48
ox 14% 4 g, 2710

ST S A2 BT, U
Fxlo] Astel ofg ot WA %

Z213} o] URLETRS. ulx
o o] HBE 02 opgEYo] HHT K

o] ZAfHcp-.

o
ot
=
u
jatn
2
o
T
ol

rTr ru
ni
o
A
)
(i
o

5) MM Z1515(actinic keratosis)

O.

AR o7 otJFeko g AlE 4 glom L7k
oHE F2 Yol M HAzosE |
of eFE RE Bolo|x] Wyshssit e
ZA4 EE 9154 288 Hol/|w o)
ol £AL Bol, HESH ARt 2
HAIIA F718 AERAPFS weldt, sl

oA UM SRR BE714 B

o o2 g
) NE
rr =

=
=
v
_\ﬂ

e XN rlo
_c
)

o
l‘N

1

L

HH]¥ cytokines

Hefas we et

o1 v

HeAe s ooz g

Sol ofs) TAlle] Halber)
Z7helo] BtelEe Hol7) Hn] Tokr} wAS e}
Yol s, e ohi o wake 7is Ao

o] glo] Sh=d’ U SASL

% gleka )

A7 o] 50] oo 2 o] HEAY T T
o]wb =y Ea} w7t S EA] okoket, tiREe] A

A= Lﬁ*l c

DC)Y + x4
bullosa)©] k.

[elNe)

Pt 47 T v ge o) w
BT QAR O 2 ke A uhi
YAJstolopict,

AJZoFS 9HlSE 4~ 9 ZFlo g

%‘(dyskeratoms congenita,

i 1] ¥} 2] 5 (epidermolysis

Chet

%3

to|ArEi5|X| Hla6H H2E 2008 |

73

[g(uoise) ueubewRIdT&RR SoR R e m

sl o B



Korean Dental Association

Uiz st sx M
AR Astoldso EEA WISk §A44% ., 2 =
o= tFFo] X-AAAe}F dAtEe] U] wiiE
o F2 WolA e se) Savlo] Mk obyzope] EAAY 7] WAS (uo] A BE
Uretfo] widkEa} S5 o= Qlou Zslol it o] Altiat AgkS u)A Hrh o5yY gjEEe
e olo] st FoAo| ol gk Ao2A  pREBALEY] olghE BAEY| fhrEo] Fk
ZraAo] 5By, A Agto] o]0y o2 gla) AR7} oA T A
SEAEAL G GAYOR Ao SIRAYE  Fo| S7bE this 2 A9 Ao}, webA A3
|3to] Fajol] Hof7} wtahato] Faulo] utelb HAF  AEAjo] HWAS ok AL vlwA B2 o]
O A ZHST} FARE 2S Ko7 % AT Ha T A AE SRERE Zdeuar 2 At 229}
o] R97h Fe) ] 7odelo] Th2 H(ES v gh] A%l TS Bate] 2ehEao] Wsl i3
o] WSk AR oAM= T BteE W & A& ARt A2 SMSSe] 27 W ET
S qlow ojRIA7|o] AT Zlo] Wk 7 & o oju|yt Qloka Ak agoR YAR|ES
o] Het AL HoHA ek & Ak A4 5L
o5 FAT K WA= FANE o Hgto] HalE SFafork B2 A Aty oilEE BE AS
o] 9lct, o MrEA] HAS 53 24 elsty AAE Agstol
oF s}k
dl = 2= (G
lll 2a=o [§

1. Axell T, Holmstrup P, Kramer IRH, Pindborg 1, et al. A non invasive genetic screening test to

Shear M. International seminar on orla leukoplakia detect oral preneoplastic lesions. Lab Invest 2005 ;

and associated lesions related to tobacco habits. 85 : 1481-8.

Gy Dant Ol Baleemie] st § 12 - ihsmat 7. Einhorn J, Wersall 1. Incidence of oral carcinoma in

2. Banoczy J. Follow-up studies in oral leukoplakia. J patients with leukoplakia of the oral cvity. Cancer
Maxillofac Surg 1977 ; 5:69-75 1967 ; 20 : 2189-93.

3. Banoczy J, Csiba A. Comparative study of the 8. Epstein JB, Wan LS, Gorsky M, Zhang L. Oral
clinical picture and histologic structure of oral lichen planus : progress in understanding its
leukoplakia. Cancer 1976 ; 29 : 1230-4. malignant potential and implications for clinical

4, Banoczy J, Sugar L. Progressive and regressive mana'gem.ent. Oral Surg Oral Med Oral Pathol
chages on Hungarian oral leukoplakias in the 2003 ; 96 : 164-71.
course of longitudinal studies. Community Dent Oral 9. Handley TP, McCaul JA, Ogden GR. Dyskeratosis
Epidemiol 1975 ; 3 : 194-7. congenita. Oral Oncol 2006 ; 42 : 331-6.

5. Banoczy J, Sugar L. Longitudinal studies in oral 10. Neville, Damm, Allen, Bouquot, Oral & Maxillofacial
leukoplakia. J Oral Pathol 1972 ; 1 : 265-72. PAYHOLOGY( 2nd edition), p337-366, 2002

6. Bremmer JF, Braakhuis BJM, Ruijter-Schippers HJ, 11. Petti S. Pooled estimate of world leukoplakia

74 | LHEHAIZIQ AFRIE|R| HdeH HI2Z 2008




I
Il == =

prevalence : a systematic review. Oral Oncol
2003 ; 39 : 770-80
. P. Holmstrup, P. Vedtofte, J. Reibel, K. Stoltze

Oral premalignant lesions :is a biopsy reliable? J
Oral Pathol Med (2007) 36 : 262-6.

. Pindborg JJ, Reichart PA, Smith CJ, Van der Waal

I. World Health Organization International
Histological Classification of Tumours. Histological
typing of cancer and precancer of the oral
mucosa. Berlin : Springer, 1997.

. Roed-Petersen B. Cancer development in oral

leukoplakia follow-up of 331 patients. J Dent Res
1971 ; 80 : 711(abstract).

. S. Warnakulasuriya, Newell. W. Johnson, I. van

der Waal Nomenclature and classification of
potentially malignant disorders of the oral
mucosa. J Oral Pathol Med (2007) 36 : 575-80.

. Seamus S, Napier, Paul M, Speigh Natural history

of potentially malignant oral lesions and

20.

21.

<

il
= I

condition : an overview of the literature. J Oral
Pathol Med (2008) 37 : 1-10.

. Thompson PJ. Field change and oral cancer : new

evidence for widespread carcinogenesis? Int J Oral
Maxillofac Surg 2002 ; 31 : 262-6

. World Health Organization. Report of a meeting of

investigators on the histological definition of
precancerous lesions. Geneva : World Health
Organization, 1973, Can/731.

. World Health Organization Collaborating Centre for

Oral Precancerous Lesions. Definition of
leukoplakia and related lesions : An aid to studies
on oral precancer. Oral Surg Oral Med Oral
Pathol 1978 ; 46 : 518-39
CHtTztorolaiwalsts|, Tzhotoreital
p250-262, T AHETHAL, 2002

M2 2, FAlFZtotHEE|SH(K|28),p177-
195, CHSHLtE=TtAL, 2005

il

o

CHSHAI 2t ARESIA] Mid6 H2S 2008 |

75

Sl % Fiv fo(U0ise| Jueublewsld @Ry SRR iRt m



