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1 -1 HAFEARAEICDWT

PR FRHE (3, R 2R U 72 BRI X o ThrEHEkR A WA EOHRIK S
W 3Bk o AR T, RS E, iRicAasns (K1), &<
TICAEC b OB T 2HERE L 2wz, BB ARZE DK
mbDLWwbi Tk, BT 2HRREDD Z2WELICHTEHINT S 2
PRI IC X, AROMERIIEHE, B, K. 165280 i E4rkc. Rk,
SRMICHFEEI NS 3, REREHAL 2 Ic I TR, FRE L TIETICHE
fe 3 2 PyBERY . LAY (BUEE, AR, RIEEER . Rl AR A
BEE R EARMBYORE R E) BHIT LN TS 4 40 LA Lo B
% Ao, BHLZ ¥ THEETLKEDIT D Ey 3, RFEEC
FIELE o T2 JRIR (REAHIEEY 2 L) OfRE, vx2 v A ofkhb7%
ERH Y. X DRIGE BT 5, MR I BRI O R A3 PE FRE
DAL (BSAAL) DV ZRZKTD 12k I NTWw3B L, BRAEKIL, GEH
BertBBIEIAMIC X > CiE2 H v . F/h@ Skach(1960) D 1.4%(71 i,
BIZZHAR 3-6 4F)5 > 5. JackLee (2000) @ 31.4%(70 {4, BIZZHAR 10 4£)¢

ICETh72505, —MRICTIZ 4.4%~17.5% L T NTw3 78, X 5T, Bk,

EDIREDEMAL T 2 alfEtE 2 S 2D TFHIT 2 7201\ K D H Do)



NAF=—D—%HETIAARRINTETTWDB 210, FE, ODIMEES
BT 2 PURESEDOLE A EET 5 L AMEIRGREIL Y X 7835 L X
S CECEVEM L EFRNICTHIT 2 T HEORHBIZEBEICR > TE T

b) 5 110

— 2 HAWFEDAA F~—71—

Nagao & %, AREAMIE LA PRI T 2 N4 A~w—H—& L T,
p53 & Ki67 DFEH 2 HTIE L | HE I UE ~ Dl BRI ~ D BRI SOG & p53
DFREBAHWEREL Tz 2 L zWiE L 12, de Vicente b DWIFE T,
podoplanin OFH & FEREMD 7L — FAMHET 2 2 L ARENATED
1 U ARCRE D AHAR A R A & R O Y X 7 3l D 720 D H R 7554 F
~—Hh—E R BAEEMER D B L T NT w3 B, Schaaij-Visser &1 X % #
T, cornulin, keratin4 & keratin 13 ®IEFRIR 1T OPEABIE & A = 7 B
HIZERD LN, 2o DR V7 EOFE DR LA {UEDFETE &
AELREEEZED TS, 2wz, FREMO 7L — FDABEABIED

EEA~DETEHBEL T b e L T35 4, Al-dhohrah Hix. OREH

"y

MRE & E PRI T RRAEARE I 5 1F % Dickkopf homolog 3(DKK3) @ F KA

¢

N

ZWFE L. DKK3 DIEFEIIRIE & DEERGIRARAEAE & I 13 B 2Btk z



il

R Tz h, HEAIED bR ORE & DKK3 oFBOMICIZ, AEE
DBINWC & ZHEL T3 5, Balwant & 1%, HFEEBCE S 1 ZERG I T HiE
JE. RPFEBO X O RETEKAEICD w T, MR MG D
MDA (malonaldehyde) % 8-OHdG(hydroxy(-2"-)deoxyguanosine or 8-
hydroxy-2’-deoxyguanosine), £ % I v C, €& IV E &R Dt~ —7h—
& curcumin OB E DRAfRZ . curcumin Z{EHF 2 & MR -CIME
D MDA % 8-OHdG L _RUVIIET 3525, v 2 I C ez v E RN
THILERBEL TS 6, X 5IC Zamora b (3, 1B R B X T
B JiE] 28 C I3 R oo 8-OHAG 233 L. s fEim B ofgfb 2 + L & &ififig
IMZE DIENICIEDHBEA H 5 2 L 2WEL T3 7, ZhbDRifEid, &L
A b LR Y OEANUE & ORICAT 5 2 DBIRER S 5 2 & ZRB L T3,
B FRRICET 298 ic s W Tid, Ferlazzo 728, AFL v 7 b7 R
n#EfEL X7 2 —+ (MTHFR) %8c X 2 DNA X Ffb~ogEs, &
WIREIRICEE 2 HHZH L Cnwb 2 L Z2ME L T3 8, 72, Chaves
513, CD8*HIIED L~ 23 RICHEMEL L 72 DPERT A3 AR THEIN L 72 &

WELTW3B 1,

1 -3 p62DfEdR



p62 1x, A=+ 7 7V —BHK T & L CERI N S HEEX v o 7 E T,
A170/Sequestosome/ZIP 7z &L LT, 1996 fFH X Y kA nfifgE< o/ v —
SV TENTE 2, YWFFEE T, Nrf2-Keapl %%/ L THRIT 5L =
FLRAZ Y AZEDIFEFIC, vV A~ 20T 7 =V ICBEWTALTO &)
BIRD & v o3 2 GHHA L. % OE(RFRCH 2 IRIE L 7z 222, [AffrseHic X
Peroxiredoxin 1 (IMSP23)% 7 u —= v 7 L. % DEEREMRT D 1T o T\ B 2122
FIFE D 1996 4E 12 13, Joung & D 2 v — 745 Hela #ifo SH2 F A 4 v 1o
UV VBB LICBER A A T2 2 v o828 p62 L LT B, X 5T 1997 4EiC
X, Puls 5237 v FOWFELL ZIP L L Co/7u—=v 7 L7z % e Tt
Sequestosomel®, 7 v b Tlt ZIP & FEEN 2 23, iIBEDF—+ 7 7Y —D
MRPEANC o TCELZ AL, TNHIF—FEL T p62 LRI NS X
Il oTE Tz, A— 7 7Y — il IR RISl E Z2 5 5 25,
Komatsu HIiC KXo T, FV NI HDOGERTI AL FFVv—T0 7TV —
L%k EFEIER. BIRIIC RS 2 [EIRA—+ 7 72— OFRIC p62 257

BTR =27 HE L THRET 2HIERINVTEHZBUT TS %,

1—4 p62 LRAIDNT

p62 &2 FFvd, M, iy BISZER. JRERZ DIg v < 220 H/NGE



WS 50 X F I ABEWRE O Ti% & BRI Bl % £ o Uil g
Per v IBETHD 72, po2 LA ML A Z Dfthic X 3 2 b L ZFHEM:
DHNEN & v 2B TH Y., MENO e FF L L 722 misfolding
protein 7 &% LC3 N L CA—+ 7 7 =2V — LIESMERA 2>, 2D 7-
D, A=+ 77V =2HEEINMARICE T p62 IXBEEF ICHIIENICER
T 5 %, T | p62 OEFEEEZN LY 7 FARIENC X Y, XA DI
JEAMEHET B L ME I N TS, IHLICHAERAICEWTS p62 X v

SN7EBHIEAICEEERL TR Y WRRIUE AR L, TREB L2

b

TWBZEDHLPIC o TS B, FRBEMOKL NV F 72k B R

DL D LD, HESAICENT P62 OFRBBA LN Z Z i X hiH
LTH 5, P62 DFEBUT X £ L ML R F L AOEFIEZ /L <. b
FTORMEEEEM AL XL T e3H V155 3, kErIcid R s

DIFAED APERMIED AL (23AAL) DV ZA7EFD 12 INTWw3

1-5 pe2tAdA—t77Y— WL FLRIZONWT

p62 IZMIFINICRE LB E 2 v 7N L, 283 F v A v 8%
MLTHAEL, ToicA—t 77V B2 v 7ETHS LC3A LU
LC3B ¢ #iard 5 2 & CRMHIEAfIRL. A— b7 7 IV — LML, &
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— b7 =TT B M, Rk, A=+ T 7Y =13 p62 BFEL WS
THILT B, p62 BT X TR — R VX508 L BEHET 5 Z ORIy A+ — b
77— LI N BRI, Wk s v S DN REIT) a2 T
v—=7u 7TV =Lk B X oS0 R EIRNIC R T 5 R % By
D03, ZOBEIRA— 7 7 V=0T T BERIC p62 DRI N B D, Tn
ADLDDRKTA— 7 7 —=MFET 5 &, po2 I g, BEx v
NIBIHEST BB CHIIENE AR ZTZR L CEM. B8 T 2 %, p62 3%
—MfER Y > PR VNI ETHH Y fhox v B EEAEKRE LT
FRALE AR Z 3 % %, 1EH & DUBERE LR 23 A48 Tl p62 T8I
& p62 MREFIIMBET 2 25, DRV L@ Ik, MlREMNIC p62 2
#E L CHRNOFRERN ERE T KIEEE > X7 L DA LA, A DFRE
LB 2 AMREME AR S T B Y, p62 AERL T2 A, KB LR
L Cw 2 REB L R e CRERIRECTH 5, T HIC TN E TOWFSE T,
gt 2 P LRGBS AT L L LTHILN S Nrf2-Keapl #REFICES L.

Keapl % v S 7 HICkAT 2 2 EHBAL T 3 3B, R iC p62 25 I
FICER L 72354 .p621C X - TKeapl & Nrf2 D#E & DS EAIICIHE & 1,

Nrf2 REElT 2658, Pz v 7 ERFEEI N Z EAHHL TW»
% 3940, Z DRYRICT X Y SAMIIE IRIEFEIESIEZER L T2 RS H Y |
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FRERAMILIC BT 2 p62 DFRBUICOWTHETT 2 ME L LEBAFET 5 =
3L, TES AT BT O RAMIET @ p62 DFHL & T DOBERDE R 5
WEINTVDD, ZDRA N = X LLEFRIEEE, Fric PR e K& CBES
% &E 2 LN RFTHRCIERBELE & OB EMEIC O W TIZ £ Z A S A

LB, (M2, M3)

1-6 A—t77v—

F— b7 7Y BEZEV SR OMIEETEECH Y Rz v o8y
B Dok - BREZT O, HEEOHRHCEH ST 2 cH 2 1, MII/RE
TG U CHIRRE i B U - FR R 23 R L IR oy & 7 v X L IC L
DA IRE BRSNS F—F 7 7 3V — L) PIER I, oL

DOfREZREZED Y VY — L LGS 5 2 L CHIRRE R Y 20 25, 2h

H

CXoTH— b 77V —2HNRC Ty TEINSZ RV NIERT I I

ETHMS 2 2 LATE R L WK & E) L I o8 i ig N oy

fRbEME E T2 DTV 3 28, Z DRI TICKRENMRECRIFEEI NS

b HECR VAN ZEDGIC X 2T I/ B 2 4 U 7 A Frikig & 52

I NTE 7228, AR, PERFICE W T D —EFMkE L CRERE L. SR

LI OVRELTIRTA—AT 4 v IRy 2E0EE L -M/NSE
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DI BRERAT S © & IO RBIEHE & 17, MR O EHAERERF 17 5

LT3 Zehbhol s, BERXVNIHEDHEEZITO, EEENCZ

Lo PUEENIREZ RO L E 2 b2 3 G T 5 2 & T i BN i

BOHETE S L RS2 3 20 LUK T 2 2 208 R efio L I s

Y, = TA— P77V —DEFE, PAZETKAL RREDFENE XU

HATCThLIERERHINTWE 7O (K2, K3)

1—7 8-OHdG icD>wWw<T

DNA 74 F v VR =2 (Fpi) LV v, HE» SRS 328,

ZoSbIERII T viERch s TTF=y (A) 27 T7=v (G), vY IV

VIHRCHBEI PV (C) 53y (T) o 4 ENEEL., Hiic DNA &

S IN % %, DNA R BBURC 7 Y — 7 Y e DGR L ®

T EnHMonTEY., 2L - DNA BEEEL LT Th 3,

Z ORI X S FFE & . DNA LB~ — 1 — A oNTnh 5D

2. 8-OHdG TH %, 8-OHdG i DNA ¥ TchHh 2z 77=v (G) 7Y v

Bo 8 (i tansWEac. 19 84 FICEHVPAYZ—DEVELIC

Yo THRHEINE S, FD1%. DNA I3 2 lGHRIBE clEL s N3 Z &

252, EREOMIHNTOELEINT VWS Z EBHRCCHE I N B, BH
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ZIANF e L CHAT 24D DNA BRIt (RELTw5 e I,
Z DOJFRNL, B D12 i L EWE, HElE, BV, 2 L TidEw L Lo
WkMERTCH 2, 2Dk, 8-OHAG REERTT TV ALY 3B
&. 8-OHdG 23& £ 5 4kFET DNA oEHE B EH L, GC>TA D+ 7 v
AN—Y a VRO RRRERZFET L5 LBAON TS %, 2Dl
I 75 8 OEIEDOFIE, M, HFE T PR R E O FHEFIK ® L LT
BEAFEZELEL WL LEZOLNTEY LR L 20ib 2 A[REHED
EOCORERIE LR ic s v»Td, 8-OHAG DIFEDDBALDIEN E 2 Y155
ATREME R BB D T\ %, 20 8-OHAG I3 ic X ) FERTRETH b, ik

ftx L RiIck? DNAEE~—H—L LCHEZEINTWE, (X4)

1 -8 Ki67, p53ic2WnT
p53 BInF X Qe tufk 17p13 ICfEET 2 EEHE R CH » . DNA {5
L. BABIRT OWEMA, KRR L DR P LA S Z LT
WL L. B4 ebkRER S D p53 IEIR T2 G HE T 2@ % 2>
o, FrICHIfEE IS 7 K b —v 2zl L. DNA BHZRE DT ) LLEN
MEFFICEEAHE AR LB Z0EREIL DL FOBADFKE IR
boTWnD & IND 26, ZEHRD A\ p53 BE T b FIR & n7-HEM p53
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£ 7RIS 3 0 A FREE & 48 K L M T 2 I & B A 66
AL p53 & v o 7B I3RS 4 — SRR & FH L CBIEL . Mg
BT 2L oTWE T, 2D, BEM 53 & v EDIFTEIT

TR I K o Tx v s 7 @RIFESR & L CRET 2 C & 28a[He T i

\J

IR p53 2 v 8 7B DIFAED S p53 MBI TR OFEZMENET 5 2 & 23
Hisk 2 860, OERSAICE TS, BSAMIIIC ST 22 8A p53 2 v <78
DERBPHE I NTE Y, p53 BIE T OEENZ DFA IS L T %
M TEf T hTn g 07

Ki67 13 AR EZ o O B EYid & L TRR I NTUEDHIFT ™,
Z DYUEDERHRT 5 Ki67 §ilf(gene:10926.2 ; MKI67)™ 1, HEFHVEMIIE D
BMEEs X UOHDZH D G, S, Gos X UM Hlo B taik Fic B 2 i%aE
HONTTH 3 7, WiEZIKRIEL TW23 GHIICBWTIZFHEL R \W720,

A SERE %2 7 I MGG B E SR & L € 77 MIfEHdiE 2 & NI 1 o

o

~—Hh—¢tLTHwbNTWS, MIB-1 1% Ki-67 il 7 u—v 4ok
2T, Key (199D Ic X o CTHFE I Nz €/ 7 v —FAHiRC, VI Z
2B Lick Y dr=) VEEREARTORIGT 2D TH S ™, 2011 4,
Ki-67 1CB3 % Breast Cancer Working Group (Z. —X¥if& & L T MIB-1,
Tl EE LT IR VI A Ty 2 ARG S 2 L EHEE L TWw B, G-l
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3 2R 1000 i & =i, AL PESR (MIB-1 Index) CTRHEi E 415 ™,
Ki67 LI o &k z HlWr 32 /7 v b A ZfHic 2w T, 2011 412 Cheang & 14
4% %R LR O, Zoftio% WK TIX, /7y b+ 7fHIE 1~50%D
HPICHRE SN, 2DHD% L 13 10%~20%DHIPATH 2, % OFHM /5 1%
LI NTEL T, HRICK ) ST, BRACTIIRELPREE L I
Twb, Ki-67 137U, B, K. FEER S oEFicswT, o
LEE MERES XY v HilimfE & v o ZEE O BHE L T4 L X < AHE
TEZZERHMONTEY 8 OERAICEWTHRBEOHRESINTED

meesT iR~ — 7 — & LCHTH B,

1 -9 IhnICOWFERRELARNIED HIY

INE CTOMFET, AERAICE T 2=V hr~— VHEDIEF R
BT F—+ 77—z v 27 ED LC3A, LC3B, p62 DFHl%
# L. LC3A. LC3B ORI L HED BFTERE X O TEA BB 5
52 L, p62 ORBIINER OB LEEMELH L2 L ZHL2 IR > TS
88, Slul, FBADBIRD O OWEDR A DRIV AJRETH 5 NPEARIEICE H
LT 21T - 72,

ARFFE D HIOIE O REAMGEMRIC 31 2 LR B e 4 OFfRIEH & &
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O p62, 8-OHdAG, Ki67, p53 DFEBURE DB 2 5l L, LSRR DFE

& p62 DN OEREZ I T 52 Th 3%,
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2. WNRLIE
2—-1 XR
1991~2015 4F 1 B HIE B R oA Bt mbe. ERE A Wb, iz
PUH TR, T RERE %2 5252 L 7= DR AARE o BRIR AT R % R 3 F o
)b, MRICHFEE G ONz 169 Azahti L, WEZH2s DB AUE &
MEEL72BES0HDOFL<Y VEE T 7 4 vl HHMEENL 72, F
[EIHR)E2E L B2 A 2B K b A B0 AT @ e 23749 3000,  ZEHIF A IR H3K)
1000, isZPY H ke 2349 6000, [T EIREE 234 4000 TH b | EHIF
AP IBAERH I N CTw 3, T2, 169 ZONFRIZ. BHIFEECRY R
SEERATIEMBE DY 68 44 GEMALIE 37. BME 9. Z Dfth). FHIEE ST
28 28 % GEMAALAE 2. EIAGE 21, % oftt), WZPUH TR 47 4 G
fALAE 16, EIBUE 1. RFEHE 1. Verrucous hyperplasia 1. # ofth). [
T BB AS 26 4 GEAMLAE 2, EINUE 23, Z0fth) TH o7z, FEKRAY
COMEAIRE 2 SEb N2 B 169 4D 5 6, REZWOHETE L 7= NE X
PR BORE 54 1] (4 Bl R 7 4 V). @AMEE 57 B, mFE§E 1
], Verrucous hyperplasial ffl. Z DfhTH - 7z, EELERD O FEHE
& LT, 4, MR BRAZ. FEAERRI. BGERE. MR o SERIRECER & b
KEMOFERZIEL, AUIFRICHEH L, FWRIIKTITRLTH 2,

18



Tz, 2O, BAEBREHREFIREEE B RO KR ER TV 2,
BERUL. 28755 95 RO Fh» S0 Bk 24 4. K26 4
T, EMOTIRAEIR 681K TH o 7o, HIEAMIERAEIZ, 18 HlIA T A b

E i, 32013 % DIEHh DL TH 572, 50 N\ORED 5B, 244

(48%) »WUEE (FEH261) <. 184 (36%) M7 ra—rEHE (R
16 Thot, LEREMEFTZHDIX 18] (36%) <. HFEHED
FeA R0t 43 B (86%) THIEIEFAERA A 7HI (14%) TH o7z, W
o F/U 13 8 4(16%). missed F/U 1% 42 4 (84%). 78AAL1% 2 % (4%)

T®H o7, (Tablel)

2—-2 J5ik
2-2-1 GHiiEEDRE
ABGERRRIC 310 5 p62 BYeta, p62 BEHE. p62 MINEE Yuta o FIK
REZ I~ 5, HiRfEE s L, DNA BLIEE~— 57— & LT 8-
OHAG, HfEHEFEAEN T & L T Ki67, 2SAMGLER T D p53 O FBVIREE
Z IWEET L. ABGEIC BT 2 fileN 02k Ek 4+ — + 7 7 ¥ — 2 HEEL
AP L RR, BIETE. MESREEHICO Y EARICHREES 5, %
DD, BAD I RIRAFTH L EEEMoOFRE KH~—h—, Lk
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PR oA L Fifn, MRl AL, FEARR B, BYEE O 25K

JHH

v

TAERNICHREE L 72, FRCEBI DM IS, DR S E 23T

=(iil}

it

v, FHEHE X WHO2005 Head and neck tumours D73 HICHE - 77 8%,

2—2—2 GGk

(1) p62

ABCHICT, UToZ e ftanfTor, HMHMATIA P2 F

L vic 12 BRRER. =& 7 = 99.5%—70%—50% DI I i3
BL. Bioso9 7 4 vEXOKNLEZIT> 72, %Dk, pH6.0 I
#8172 10mmol/L 7 = V[EF b U v LB ICRE L, 95°CT5 %)
[EALER U B IRE (L 2 1T o 7z MR O AR~ VA F o X —¥1E
M% . 0.3%EFLKBEE A X ) —AVIERICT 20 3L 3 2 &
T7u vy 7 L7, 14IC phosphate-buffered saline IZ TPE#E. <
7 A FIic—X¥HifR(1:100, SQSTM1,ab56416,Abcam,Cambridge, UK)
R IER, RIESMETIC 4°CT 6~12 BRI L T—RPta %2 1T - 7=,
—RPUE DT X Single Enhancer HIKARI for Immunostain (¥4
HEmAl) % fEFH L7z, FF U phosphate-buffered saline TUEi&. YIH
X PUR(BIMETUAR) © 30 4L L 72, #FRICiZ Single Enhancer
HIKARI for Immunostain (FEE3E58#A]) Z{HH L 72, oz IEiE <

20



® 5720, TV V-t F VIEEERESHRLE (ABCE) % 30
ST o72. 337 -diaminobenzidinetetrahydrochloride (DAB;Cell
Signaling Technology Japan, Tokyo, Japan ) % F\»C 15~40 FHALEE L
THREIE, IHEA~ATFF Y VYRR 20826 1 7ERE L.
ARt L7z, BifkE T X —0 50%—70%—99.5% D JIEIC i3
EL. RTx oL VIGRE LKL 217 BUKEEE A I TE
AL 7,
(2) 8-OHdG
FMFRRE IO\ TIEBUT DAl < et (ABC i) 21T 2 72,

274 FP&F2LIC 12 KEERE, ReTx X/ =i 99.5%—
70%—50%DNEICIRE L. Bi-v7 7 4 v XKML ZTW, 20
#%. pH6.0 ICFHEE L 72 10mmol/L 7 = v EF + U 7 L AR 1 i3
L. 90°C 20 [l H L HUR S L 21T o 72, £ 72, 8-OHAG 3%
CREERNICREEZ RO 70, NRE~AV A F o X —EiElEZ 71y
73 % 0.3%EBLKRER A X 7 — VKRR I fTb b o7z, +
S TEE . AT 4 FIic—XPiiR(1/200 1 8-OHAG £/ 7 v —F v
Ptk (cloneN45.1) HWF 4 V) & Fed —RPa 2 4T o 720 —RIUED
7B 1T Single Enhancer HIKARI for Immunostain (F&aH§58%#]) %

21



L 72, RS T IR D, 4°CT 6~12 FfELEE L 72, U, +
Sricedtg. YUk 2 XU (B IEDUA) © 30 LB L 72, &R
IZ 1% Single Enhancer HIKARI for Immunostain (FtigimaAl) % i
L7z, FEMmFlIL L7 vy y — et F SR SEE AR
(ABC#) % 30937o7%, 3.3 -
diaminobenzidinetetrahydrochloride(DAB;Cell Signaling Technology
Japan,Tokyo, Japan ) % FH\ T 15~40 FYLBE L Fth X ¥, X Hic~~
RO VIEIRIC20 800 1 pERIEL . Xt L7z, R
RE X/ = 50%—70%—99.5%DIHICIRIEL, R TFo LV
ICRE LIAKALEE 2 77\ BB A IS TE AL 72,
SMFRER I HBIROEE (e R P AT 4 F—48A =F L 4 N4 FH
ATV R) AL, BREHSE ) ~—RICCHBIREZT > 7%,
(3) Ki67
MAk A AR e » + (Dako EnVision FLEX) %H\C., H
et 25 (Dako Autostainer Link; Dako, Glostrup, Denmark) % i
L. BEREHEER ) v =K L7z, —XPifIC Dako
monoclonalmouse Clone MIB-1, Dako, Glostrup, Denmark, —X$i{f
iIc K Y = —(EnVision Flex/HRP) Z i/ L 7=, HURBRIE(CALER (3 &<

22



(4) p53
HHRk R E A E R % v + (Dako EnVision FLEX) ZH W<, H
Bttt 3E & (Dako Autostainer Link; Dako, Glostrup, Denmark) % {5 F
L. BERERER ) v — i Tt L 7z, —RPifRic Dako
monoclonalmouse Clone DO-7, Dako, Glostrup, Denmark, —X$i{A

i & Y = — (EnVision Flex/HRP) Zfifi L 72, PURBRIEULIE XS C

2 —3 G
2-3—-1 HEHE
TRTCOEARIZF —x v 2%E BZ-700 & — 4 v 7 v HCHEBEE % F
WTBIE L (K5, X6), BISESMFITHGEET L L, K3 100 £5
TR % 30 L. RITHE AR 200 fi5 & 400 £% i TE 4 o #ilfid % &1
KTz, BRHHEANOEL2—7 v F oGEMIEEEZEHIIL, RETo
S R 0 2EGEZRE Lz, Y IANOFE~— 71 —B
ZnE 1%, 10%BEMH. 20%F5. 30% . 50% [5Gk ok i
T3 HDHENARIEHE L 72, FKEDKY v T A DG - BED
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HIEFRERT2 U U LOOPENRIEDOHELF U & 7 2 #5 R 2 L
7zo 200 f5HI{R, 400 f5HEIRIC T, &~ — 7 — DGl AR 2
L. BRI, e 2+ 277 4, O, ROCHiIft%ZFR L7z, % D
REesFEICL T, &IV IAOHERKED D 1%, 10%. 20%.
30%. 50%DGHED 5 b, EOKEOHIER R LT 5 2k 72,
LIED XS mBfRc, &~—Hh—Dh v b A 7% RD., ZDKHED
HIERS R 2 2T ICER L 72,
2-3-2 Ay trA7HEORE
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Table1. Clinical classification

age
-64
65—
sex
man
women
location
tongue
others
occurence form
single
multiple
drinking
yes
no
smoking
yes
no
epitherial dysplasia
positive
negative

20
30

24
26

18
32

43

18

31

24
24

18
32
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x200
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Sample N57:Ki67

Sample N57:p53 Sample N57:p62
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Table2. Epithelial dysplasia and other clinical parameters

univariate nominal scale logistic multivariate nominal scale logistic regression
regression analysis analysis
odd's—ratio 95%CI P—value odd’s—ratio 95%Cl P-value

age

=64 vs 65= 1.909 0.588-6.196 0.282 1.756 0.429-7.1844 0.434
sex

man vs women 3.333 0.991-11.217  0.052 3.226 0.427-24.397 0.257
location

tongue vs

others 3.5 1.026-12.434  0.046 2.446 0.587-10.196 0.220
occurrence form

single vs

multiple 0.362 0.071-1.843 0.221 0.413 0.062-2.749 0.361
drinking

YES VS no 2.444 0.732-8.167 0.146 1.002 0.183-5.486 0.998
smoking

YES VS no 2.055 0.624-6.764 0.236 1.546 0.193-12.358 0.681

57



Table3. univariate nominal scale logistic regression analysis in association
with dysplasia and each biomarkers.

Parameter odd’'s—ratio 95%Cl p—value
p62 in nucleus 3.457 1.024-11.558 0.044
p62 aggregation 3.467 0.959-12.536 0.058
p62 in cytoplasm 1.222 0.377-3.966 0.738
8-0OHdG 2.722 0.733-10.114 0.135
Ki67 1.238 0.299-5.134 0.769
p53 1.765 0.531-5.865 0.354
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Table4. multivariate nominal scale logistic regression analysis in
association with dysplasia and each biomarkers.

Parameter odd’s—ratio 95%CI p—value
p62 in nucleus 5.750 1.262-26.189 0.024
p62 aggregation 6.157 1.013-37.418 0.048
p62 in cytoplasm 1.904 0.420-8.622 0.403
8-0OHdG 5.306 0.956-29.458 0.056
Ki67 1.458 0.274-17.7157 0.658
p53 2.349 0.566-9.759 0.240
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Tabled. univariate nominal scale logistic regression analysis in
association with p62 parameters and other biomarkers.

p62 in nucleus

Parameter odd’s-ratio 95%CI p—value
8-0HdG 2.600 0.750-9.008 0.132
Ki67 4.333 0.966-19.429 0.055
p53 3.938 1.137-13.645 0.031
p62 aggregation
Parameter odd’s-ratio 95%CI p—value
8-0HdG 1.591 0.417-6.071 0.497
Ki67 2.000 0.467-8.557 0.350
p53 3.667 0.874-15.384 0.076
p62 in cytoplasm
Parameter odd’s—ratio 95%CI p—value
8-0HdG 1.667 0.518-5.363 0.392
Ki67 3.619 0.682-19.208 0.131
p53 2.090 0.663-6.593 0.354
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