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BERFE LREIERER (dysplasia) & MRITH 2 BARSE B A REHREE L, 2hh bk
P (carcinoma in sitw: CIS) # % TRENEICHEIT§5 L& £ 5T 3. Dysplasia 3R
(low - grade dysplasia: LGD) & & (high-grade dysplasia: HGD) (2K & h 355, FD0§
N, BERF LR ORERHEPE» T, TR, ZOZEEHLPIIT B0, AFRT
i, BERF FRETEHEICALNS pB3 BIATREICEE L, WP EREE ZhCHifFT
% RPiE% (LGD, HGD, CIS) @ p53 #{A 1A% LU EEMERREBR ARG L2 e
WIRERR AL~ U Bl AR B 10 15 OREELE A RS i M. M 4 B, RN T g i
SM #% 6 51) #%f% & L, LGD, HGD, CIS, M &, S MIEAHIZ p53 st 230l L, #
hEhOEB» 6~ 4 v 0584 312450 DNA i L, ps3#izTHOIr Y/ 5~8
APCRTCHEL, v — 22 ML DRBETEREREL /- ps3 BIZTrERILLGD ©
83.3 %, HGD ™ 50.0 %, CIS D 71.4 %, ¥{HEHRD 50.0 ~ 75.0 %1278 67z, LGD & HGD
TiE, 1HERE, B—REMNCHETS CIS LUV L ERa F Yy ld5h, 3L
{EMiFHE & wild-type Th-72. THEDT 15, psS3BIZEFEROME, S AR T,
LGD # & U HGD il — 2RO CIS @B & MR R 2 s 2 Z L i & h
7o, Fl—RENO CIS L RIE CIRBETAREIH —OFRI P /ZE LT, LGD &
HGD TIXZR I F 2SR (BEROER D F VN EE) BAS5h. LGD & HGD 28 7%
%5 pS3BIZTERAF OEMOMIBER 2 SR & h, Thorro— BREZ T %
PSRRI — L RF D CIS L b, KiREERBNRET 5 H5 2 o hr RIFRER
5, LGD OB TREIZ CIS R L JE 3 5 ps3 BIZFER AR L -MIEMAEGEE I T
WA EMfEE SN, LGD 2 AR T LEORETHERE LEEST2 2240 TH D,
LGD 123 U TR R BRI 2SR B & B £ S h e,

F—7—F D EE, W LR, LRSS, ps3, MIRTER, ERE

Reprint requests to: Kiyotaka Tsusol BIRIEERSE | T951-8510 Hrifi-h dL[X fHM] i 1- 757
Division of Gastroenterology and hepatology BBk R R R A TR RN L E Bl 0 B
Niigata University Graduate School of Y OF 0 2

Medical and Dental Sciences
1- 757 Asahimachi - dori Chuo - ku,
Niigata 951 - 8510 Japan



628 TR P2 ME 9124 %

##

|

BEEE, HRCERIRE LR & L
AEhs D jiHd s E> Uﬁ%ﬁ%’%&‘( 35
L EEEREEMDE L, 8IS REL
7 ETHE 2 -l T FEORRO i E R
TRAETS?Y FfEEER OSby b EEG LI
SNl FREY) ARABMETS. NAARE
D 90 %L IR LEETH D Y, I H
KARIIEED 3.6 %% NS, BETIEME
¥E, RN, ATRRE, BRI T 6 FHICHA
HHOEOENEETH 5 Y. AERE LRSI
WILERO P TIE PHEARIERT, Sfﬁﬁfff
20~%%tﬁiéhfhbm Z DB FHA
A EDO7-DIZRHRA L BRENDELEL D, &
B EREL, Wk & 0 B (dysplasia) &
RSN 2 BT B ARTERZES L, 2hat b
I% N (carcinoma in situ: CIS) % &% TR~
HITT2EEZALNTELEADVY 3 — Fgea 9
BEF OISR E > X2 7 4 (narrow band
imaging: NBI) 10 %3 U & 4 5 NHSHEl M
2K D, T URIRERE £ 72 3R N
DREEPUEE L L > TE, L2 LZRIZHEN,
RIGEPHIOEORFEOWRED ST R EFTRE
PHRF L aMEE LTREIND LTk - TE
7-. dysplasia (3808 & 5% (low - grade dyspla -
sia: LGD & high - grade dysplasia; HGD) &2k
BlEh, #HFIECIS LEE Lk SRR E
N DA R E OB IZ 20T
—EOT VA VY ZR/ER TN W12,

P53 BT T H @K 17p13 IZTEAE B IEHIHE
(2T, WM p53 EEITHMAEEBIS 7 b -

AHI L, DNAMBIE & &7 ) L O EMEMETS
ICEELRRHER-ZLTWSE Y. 2O#ETER
2E <DL MEOREICEE LTS EEALNT
fﬂ) 14)15>, AR T E 40 ~ 80 % 16)~ 19)
I pSBIETERMRE IR TV B, THEA 53
%ﬁ T3P T SR T D O3 R[] 43 3 L <
VAL UREPICER X N5 7280 20, Gigiilism
IZEMBFIRRE LTRETS Z 9:75“’(‘% Z) 21),
B R RS TIE 57 ~ 83 9% 1D~ Z pb3

11 FEE 22 4 (2010) 11 5]

FHIDAB B H D, FIZ dysplasia D 55 ~ 92
Y 22— 20026020 (- AR BRI RHESBAL NS T
L2 G, pb3BIn T RIL AR T LB O
TLHAERPE Tt % B 2w S h, FECEEREIL
TP ORE & BT 2 -0 OHM & 51
REL~Y — 7 — & LTI S h T3 20— 2020020
UL, 2RI TOMRETIE, po3BIE rER%
5 RIE TR ' LGD, HGD O W hOR%
CHMTB0H, F72FN6 AEOTLED HTEERS
BOME D, AZOOTEST L EMIEIZIE S R
Twkwv, JEER—O ps3BIE TERNS LGD @
B 5 U T a0 TH I, LGD & Rt
BIBENR L AGTRETH D, B TFHREYN
SR R AR IR R OB I I R & T
WEVORBIRTH S, KIFREFIIASDI L%
5 ICT 5728, BT LEEE R—REN
IZf#4E¢ % dysplasia & LGD & HGD & 24517,
FNO LIWICBIT S ph3 BIEHEFIRKR, LU
P53 B(EFERIZ DONTRE L 7.

M EFiE

1. HBEta®

NRBERFEER & D = U [E Bl R LR
10 5] CRLBEEIEI A R A © MO 4 45, 5l g
WREE  SME6R) Axg L L Mg EA
TS L e ASRE RS A R S VB RS & PR T R
T30, & L < SRR R 2 BAUR - L B
fafadi i+ 58 nE Lz (R1-A). BOE
REH R RANICE Y580 EMIBE L
7z, SM &I BRI b H o0 MERE ARG RS AR & 5l
MUt &L, lREENERBEHNS D
D3RIk 4 5 IR X CEIAFBREH,
SIBRA U 22 JREERDE (U, RRNIEE)
I3, BRI (low - grade dysplasia: LGD), &
JE B (high - grade dysplasia: HGD), LA
% (carcinoma in situ: CIS) (2% L 7= V28,
LGD (345 88 ~ R IIMTE - MO R %
DRAMBROBEE B FET LEO TS
/2 FTic&e g, REMEDL Glifgo /i
b, N/C KT, MilREEDIKT) 4605
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B fraer bR e o R
A ORSISEE AT R, KO BRI - P SRR LR AR e A (O RIE A R LT SRR
LTWwa,
B REETUER (low - grade dysplasia, LGD). PRI S#E SRR A EeD FH 1/2 £ Tl e &
3.
C D REERIER (high - grade dysplasia, HGD), FRHIR0 S8 HERGRENEA Lo T 1/2 8L &%
A A, AT A S 5.

£ (E1-B), HGD (XA S50 M A5 i L
O FH /20 E& b2 H, RT3l
HALRhLEO (B 1-C), CIS &l wAHIHE A2
WMELEERELDEE0 (B1-D), & L7
2000 fF2LET OO WHO 205 Y T, R A 4
(I AU NE | PN IERE (low - grade intraepithelial
neoplasia) & @& ¥ i IS (high - grade
intraepithelial neoplasia) 122 % L, CIS ki &
G B ELTHAA, A¥ial T p53 B A1
A L B 8 TIHEERS O S 2 MRt & T & L 2

7o, CISITMOL U s LT - 7o o5k
AT, 5 K USRI & IR O B,
HL A BAY 290 125 5 A2 PR SRR LA 0 O
& 2 EREA A T 2 AT 2 DR A
SERSL 72 W RHNE EEIREE R T 7 0
M7y 7 &R, HE §46 & GERE M 3 pm
UIF 30 L OB E T3 10 om UIF 3 K, oidigs
U 2R L 72, HE 246 A THA O MRS
R AT, flEGe R O < o v T A REIK
L7 (H2).
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=== LGD =—— HGD ——CIS ——M

5 Frk 22 1 (2010) 11 H

2 HEOHEEE O~ o

"EDNARA 20 a2 5y (4EH No. 2)

A D ZONEENEE NN LGD (low grac]v dysplasia), HGD (high - grade dysplasia), CIS ( 1%

M), M ORIBER]A R i) A FAE L T,

L a4 g refral.

ik V- B S G D—02& T 125 5+

B ! EAFRS S5O HE @A — (% WHEHSHAvA 2084 2 5 V&l HoweidH]

ADDDIZHIET 5.

C  BOLEOI AR HGD. =4y 703 F v 24512 GGC — AGC OB ER Y & 5 (KA.

D DB OGO AR R AR R, T
RERAW A B D (RED
2 RGC £ T A,

2. p33 mgHE

pa3 RNz H4 A€ 2 2 —+ Ptk (PAb1801,
Oncogene Science, Manhassett, NY) %Ity SAB
i ( streptavidin - peroxidase complex method)
TORIZRE A 17 - /2. Microwave ZLPLIZ X 0 bl
BRI L 2 17 > 7=, RIS (A O SFfif (2 HLREGS e
WAy, DBEE B A U, ORUENE - Py
PEdRE A A B E ko B, OB ¢ BRI
APRIGHE & 7o LRI BE, T & AL ¢ B
fai £ AN, 2380, @LD% ph3 &k
FOMEPRBLE LA 30, f2tta » ro—nid, IN@
BIORFRAEINIZ TN D ER W e L7

g0y 703 24512, @EFBEO GGC — AGC D5l
. wild-type @ GGC £ Kt ST % o8, »— &2y ARG [T

3. p3EIZFERDERE

287 7 4 A 10 4m UH'I' 3 A, s
WP e ) | AR R S P~ = o T L E T
{fruxf{es g raitok (B2)3132), E
HAOBIE AR 2 Y (heterogeneity) 3V — 3%
L, [l O AR E Wrk & 2 &
L EDH 7)) » r&fio 7 2y Fa—
AR, B A SN A B R R CE B (2 i) &

7. DNA fili {1413, DNA isolator PS kit (f1%
PIETE) #HOTIT-/2%). pS3ERDEZL T
DNARSB F A4 v THdxv v r5~8I2%

A LI TE40, KPR TEZIhE
420 x % 7 v &, AmpliTaq Gold ( Applied
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F£1 WNRAURFELEROAR

BAE ) ERABHEOHR
fEH No.  Filf %R REHE  ARE AERE FEE

(mm) LGD HGD CIS
1 69 M Ut mod 1IIc 18 M + + +
2 70 M Lt mod IIc 37 M + +
3 73 M Lt well Ilc+ila 30 SM + +
4 71 M Mt mod Ilc 30 SM + +
5 69 M Mt well 1Ib 10 M
6 42 M Mt mod Ilc+1la 32 SM
7 70 M Mt mod 1lc 10 M +
8 61 M Mt well Iic 29 SM + +
9 60 F Lt well Iib+1Ic 37 SM +
10 83 M Ut mod IIc 25 SM +

M: B, Foo&iE, Ut WS EEEE. Mt: BEcHaE.
M: ERERBEEE. SM: BETEERES

Lt : WA THEE

631

LGD : low-grade dysplasia. HGD : high-grade dysplasia. CIS: carcinoma in situ
well : BMERFELER. mod : PO ELRFELRE

Biosystem) # HI\»C PCRIZ & D g L 7= 32,
PCR FE#) % ExoSAP - KIT (USB Corporation) i
FOKH L, Zh#% template & LT ABI PRISM
BigDye Terminator v1.1 Cycle Sequence Kit
(Applied Biosystems) 2 & - TH{ b 25 L, ABI
PRISM 310 Genetic Analyzer (Applied Biosystems)
EHOWCY =22y AN AT -7 wFhoy
v 7%, sence, antisense D% &P d 5 Z
& T ps3BInTOREREMHE L 7.
METREIZIE y “HME, Fisher O BT
BgaHw, p< 005 2FBEHD L LT

¥ £

1. WRREOHEEZW & BRRIEYNER

X$ 550 10 FERI O HEE 66.8 £ 10.7 T, MW
TIEHES 9106 TH 0, BEHIZ2HH N
e (bE2ml, hEsm, TE3f) Tho
7= (F D). EHEHANIEMAEE GEbs O
diorb) WY ERETH D, PIRE T 2 &k
T, FRABEL SR EDKE 313258 =
10.0mm Td ~ 7z. 10 KEFIEH A kR IS % 0F
ffL Tk 0, LGD, HGD, CIS Z#fffF L 72 & D

4% GEMFIL, 2, 3, 8), HGD & CIS #fifff L 7=
LOM3H (GER4, 7, 9), LGD DADE DA 2
B GEB 5, 6), HGD OAD & DA% 145 (LEH] 10)
Th -7

2. RELRRESHEREBESO p53 EER

FEBRE LV p53 BIEFER

X 5 10 #E {5 O MLEREZ W I A O p53 FIE S
BEU ps3 B T EROBREHELR2IITT.
p53 falEyetald, IEH R FRIEETEETH -
7=, 7/10 10 (70.0 %) @ LERWIEE & B2 IEIESS
TEABRHRRAAZON (REMEZ 230 F AN
ISR ERTE), 3/10 1 (30.0 %) TEMIE & B
PEPEMTH - 72, mIERE 2 — v L2
EORNTITEEE T L, - 72, LGD TiRBH
WG R B R Is - TIRRE U, iy
LA A DN B EERIRRE R A & FRGIZH o TIEH
BREETH D, CISOREER TIIHIKE L&D
AR BRI A A B EE A B - 7 (B
3).
po3BIEFARIIREME DY bu— L Th B IEH
W CIRRB e -7 7/10 (700 %)
O FEENEERE L CRBEES TERENED S
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£2  ERWNIEER L RENETO pb3 RIS E L BIZ THEEER

LR MEER BME
fEHINO P p53 P53 BEFER P p53 p53 BIEFER
IHC  codon BC (AAC) THC  codon BC (AAC)
1 LGD F 161 GCC~—~GAC (A—D) M D 161 GCC—GAC (A—D)
254 ATC—ATT (I-1)
HGD D 161 GCC—GAC (A—D)
250  CCC—CTC (P—L)
253 ACC—ATC (T—I)
cis D 161 GCC—GAC (A—D)
2 LGD F 245 GGC—AGC (G—S) M D 245 GGC—AGC (G—S)
301 CCC—TCA (P—S)
HGD F 172 GTT=ATT (V—I)
245 GGC—AGC (G—S)
cIs D 245  GGC—AGC (G—S)
3 LGD F 244 GGC—AGC (G—S) M F 244 GGC~AGC (G—S)
HGD F 244 GGC—AGC (G—S) SM F 244 GGC—AGC (G—S)
CIS F 244 GGC—AGC (G-—S)
4 HGD F 151 CCC—GCC (P—A) M F 151 CCC—GCC (P—~A)
209  AGA—AAA (R—K) SM F 151 CCC—GCC (P—A)
242 TGC—TAC (C~Y)
cIs F 151 CCC—GCC (P—A)
5 LGD F 157 GTC—TTC (V—F) M F 157 GTC—TTC (V—F)
166 TCA—CCA (5—P)
213 AGT—AAT (S—N)
6 LGD F 133 ATG—ATT (M~I) M D 238 TGT—TAT (C-Y)
238 TGT—TAT (C—Y) SM D 238  TGT—TAT (C—Y)
F  wild-type
7 HGD - wild-type M D 190 GGA—GAA (P—L)
CIS D 190 GGA—GAA (P—L) D 190 GGA—GAA (P—L)
225 CAA-TAA (V--I)
8 LGD wild-type M - wild-type
HGD wild-type SM - wild-type
CIS wild-type
9 HGD wild-type M wild-type
CIS - wild-type SM - wild-type
10 HGD - wild-type M wild-type
SM - wild-type

LGD: low-grade dysplasia. HGD: high-grade dysplasia. CIS: carcinoma in situ.
M: $IEEEEEME. SM: #ETREIZEE. IHC: RELaE,

D: UEAMBHE. F: BRBEBME. - B,

1, 3/10 51 (30.0 %) Tiili#E & €12 wild - type

TdH-7-.

RIS TRIRRETIZ K 5 — I

e, Jv—Lv T VERI - (B2). 3
Hl1OLGD T7 3 /BERE bR ALY

NES (T F Y 254 ATC— AT, 1= 1) HA5
NlPE, 2T I BEREE) IAL VR
LT H o7z, pb3 IFZE L DXL TIE, EIR
TERFED - 2TOHBTEABR B2 S

BC: BEERE, AAC: 73/EEMR
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3 BRUEIEL SR Pt ¢ = Mg &8 er,; My ¢ L 1 Sy

e e e SRR L AR

3 foi ke BRSO pa3 RrEusE
A 0 LGD, FERPERE. FEMET S GRS 2RS4 S
B : CIS. UF % AMERRIE. FRMEMINEAS L BRI 0§ 5.
F+ 3 MR - psd (s AR
BIEFER WEFERODAR
Bt b
= + H—mcodon #F¥@codon
LGD (n:6) 1 5 (83.3%) 1/5 (20.0%) 4/5 (80.0%) :I
#
HGD (n:8) 4 4 (50.0%) 1/4 (25.0%) 3/4 (75.0%)*
cIs (n:7) 2 5 (71.4%) 5/5 (100%) 0 **
M (n:10) 3 7 (70.0%) 6/7 (85.7%)  1/7 (14.3%) :|##
SM (n:6) 3 3 (50.0%) 3/3 (100%) 0

LGD : low-grade dysplasia. HGD : high-grade dysplasia. CIS : carcinoma /n situ
M: HERFFESEEA. SM: IR T @3 HEL
*ys *¥* 1 P<0.05. # vs ## :p<0.01

D, wild - type D F K G GEEETH o 72 # VAKX Aus. HGD & CIS, LGD + HGD &

{7 PG 4E LGD 5/6 (83.3 %), HGD 4/8
(50.0 %), CISS5/7 (714 %), M#EE 7/10 (70.0
%), SMIEH 3/6 (500 %) T, #EEWRTH
RER AN A, AR F oMLzl
Wik hmndis o7 (F3), EEFLARA R
EhAWmELENEL L TERONREARD &,
CIS, SMZM#ES o =M & MIEE O 6/7
(85.7%) CREEIFVIEIH—Th-1H,
LGD 5 KU HGD Tt #h 7FH 4/5 (80.0%),
3/4 (75.0 %) (=, Wl—HZEH» L HYOERT ¥

CIS + M #+ SM #8, & ORIz HEEN AR
57,

3. RFEEAAIEES & RMBED p53 @I5F
ZERENS— DA

[l —FRENIZF5 1 D L NI & il i &

OFHFRIE AR A A D 729, WFHO ps3 i

[AFaEmos s — v &l - L 2 (F4). CIS

Ll Tk, e T ARrE, BTy - v

[ - Td& - 7z. Dysplasia TEE /v 7 — » # CIS
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4 RN & B0 p53 AT A RO

LEREES 2 mE
£ No
LGD HGD CIS M SM
161
1 ég: 250 161 161 -
253
245 172
2 301 245 245 245 245
3 244 244 244 244 244
151
4 - 209 151 151 151
242
157
5 166 - - 157 -
213
133
6 238 - - 238 238
190
7 - w 190 295 -
8 w w w w
9 w w w w w
10 - w w w w

LGD : low-grade dysplasia. HGD : high-grade dysplasia.
CIS : carcinoma in situ. M : #EEEERBE. SM: HETEBZEE
HFTABREROH->-aRVES. W: wild-type

BEUOBMEBERE—TH -850, LGD T
it wild - type T > 7fEH 9 & 1 F > 244 DL~
BERER AR 2 iEH 30 241, HGD T
wild - type TH - 7z 3Bl (e 8, 9, 10) & AEH
SOABMDATH 7. LA L, LGD, HGD D
FThe, EFl 7 Ak E (HGD 73 wild - type T, M
TN 190 &£ 250 RH D), CISk &

ORI & 3R T P YRGB L T
Z %=
foERT B NS & RTEEAL O ps3 Ein T

EREE - B LRI IhETIIEZRS S
A 18)19)22) — 24)26)27)’ %h%{i’ NS A dys -



FF L MR LEOR S A O ps3 #(x (4

plasia & U< FET 2008 L L LT
L7z &0 191922926 BIEIZRE LA %2 5t %
LUz, r PR A D AR 22)2924)26)
HTHD, WThY ps3BInTERMNVEST B
FLHIEERS & 13 LGD, HGD OWFhaHN T 50
M, ERENSAEOIEO R O,
i:OLVZ@WWF‘é%VCNELx I He RS %
dysplasia & LT ~ff L 7234, p53 #{n 48N
BT B HIESIE |”;§ ERHLETHEIIRE
7, ﬁh!@%%“*”%mmwmmn%£u
U, BRIKIZEILTAZ S ETE LW, it, eaiki
W & OFFF U Ao FEONIERSIE, MBI, =il
WEO TR 236 LAassu, b5, ps3 ErnEE
UL ps3 MR T AR AL T3 Z & 52,
il 2 110 TR B 0D e L 2 Rt ¢, A 9%
BINIZAEAES 5 B PNIS & 2 o, HIEkE
& ps3B L A RO M A IR BRET A TBET B
5. LL, BED P VOEWE GRS
HHG 2 Z LIEATRETH O, RIS & v
WHOMEICHABRIRELALN TS, ThE?
N DA T AR A DM A & Kk &
NTBUHMES & D, i # O FLERFE 47 1)
PARBIFT 5 Z L NETH 5.
AT, EEANES 4 LGD, HGD, CIS I
MAEL, Tho L—WEMNIZIHET 2%
D ps3BEIR T AERARGT Lz, ZO/E, Rk
NREE S, SO he 7/10 (700 %) 1538
RTAEREEDBHRBIAAL N, BATERE
ﬁmﬂﬂ%m@ﬁﬁ —H LT ZhETO
Wik Tid, B 40 ~ 80 % 1919 |[EIR T
7% 5t 7’1\, dysplasia ¢ 55 ~ 92 9% 22— #4)26)20) |-
P53 I BRI A AL Nz L T EH, K
A RSO BEEANTH -7z, KIFRTO
pS3 AT BB 2 Z MM iz g+ 5 &
LGD, HGD, CIS, mifEH cHEZE I < (£
NEh 833 %, 50.0%, 714 %, 50.0 ~ 75.0 %),
LGD & HGD i, 1l &, [H-—RENIZHHF
TACSBLUREGTEERa P rpibay
272, Wihg B wild-type Th-7. ThHd
Zemb, ph3BIRTEROBENI, L ALK I
LGD # £ U HGD 16— W4 N O CIS R #h

T B 5% 635
uﬁéﬁﬂ%’aiﬁ%’i FIEAEE D B B Z & e X
—Ji"C, dysplasia & CIS & iU(%(FﬂﬁnE@@

ufﬁwﬂﬂ~y F T LS E Tl h - 7
CIS &b ©id, 1o Mg 4k %, #is
TERIHE OERI P VA E LTV,
LGD & HGD Tz ZzhFh 4/5 (80.0%) L 3/4
(75.0 %) (2RI F U IZEHN (Eoz o
F Y OTEE) Bl oz, BIENEEIZE T 3
pS3EIL TAERD LR IZ>0TIE, WUk
R 59 KRG o (LRI A 32, Tl & h
TWb., ZHho O TiE, MBENE TR &
P53 B PR A ok U 7= BB O M A L,
FNE DM 7 o — VEIRE RO IR LI
ISR, ¥ ph3 s PR S — Y A FD
RS X B L S h T 5 39380 K
PR S, LGD & HGD 13825 3 ps3 Ein 7%
WA B OBEBOMBEN» Sk S h, Thdy

O RINAR T 4 ph3 BT EREARD
CISt b, HEEAREARET 2 EMRT 22
&ﬁ?%ﬂﬁD®ﬂ%&ﬁﬁRTh&®%ﬁ¥

EEDTAZ L MARETH DL EE A Bht.
LGD (23§ AERPR A HEE 1, NS bR
TAhFARBSET 5, @3/4’.’/%7\#{;]‘0)7&
TWwAL WY ZoMie LTI, LGD DLW
FHIVERS (CIS R IS I R B 9%
EAH) BB CIZA T & &, LGD & IR
WEE T B B RISPESE Frk & o PR 1Y 8
BT LERGTRAENT ED BNETFLoND.
PEIEIETERARET LK EEREL» S, A
T E NS T, LGD OERRE A & BRI CIS
i & FEOMIERA G Eh T 5 & HEE
S, LGD A U T tH BERY FEER 75 £ O R
AR ISR ETH I EELON5. &f,
LGD & Bt £ b Fe oy L A i 12
p%ﬁmr£%®%M%m%?ép%%@mﬁ#
R wiBh TR 2D 3 5, LaL, MRk
Yeln A BRI IS 4 A FR10E, LGD T
t pS3METERN BV DOMGFET S (A2
& TIE3/10, 30 %) T kABIHICE L BEA
Hb,
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& Ed

i b IS T3, low - grade dysplasia
(LGD) OFEFETREIZ B2 (CIS) <eid i
ERBRI EHUS IS ps3 BIE TERMEE TE D,
[il - FGZE N LGD LFEII3 B O RS (L% 5
MALNTZ, ZTheDIZ - s, LGD A EEm
bR ORI HIERETH 0, LGD 2% L TId
W) A AR IS S B & 2 57,

I
Bt A 5CH720, L5 £ LAY K
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