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The Sort and Portion of Malignant Transformation
in Gastric Adenoma
— By p53 and Ki—-67 Immunostaing

Takehito MAEJIMA

First Department of Pathology,
Niigata University School of Medicine
(Director: Prof. Hidenobu WATANARBE)

The aim of this study was to elucidate what sort of gastric adenoma transforms into
malignancy and where cancer develops in adenomatous tubule. The object was 111 gastric
adenomas and 10 carcinoma arising in adenoma. p53 and Ki—67 immunostaing was performed
for objective detection of small foci of microscopic carcinoma.

Malignant transformation was found only in adenoma of high-grade cytological atypia
and of 19mm or more in size. The rate was 8.3 % (10/121) in total, 0% (0/71) in tumors
less than 10 mm, 8.7 % (2/23) in 10=x<20 mm tumors, and 29.2% (8/27) in 20=<x
tumors. Microscopic cancer was found in the proliferative zone (superficial layer) of
adenomatous tubules by p53 immunostaing. The cancer tissue was of low-grade in cytological
atypia, and cancer cells were Ki—67 positive. Then, cancer cells extended downwards
along the adenomatous tubules. This is the first report which objectively verified these

processes by p53 and Ki-67 immunostaing.
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F L &

—RC KB OT0% L EiiRE s HRET . Z0k
DAGIRE IR OTRFREL LTERIA TV,
Kigaw 2l % ¢ TOREBETFELE, 3 APC BET
BECKBRE, RE L, K-ras FRICX Z2EBMAE
OREFERE U O BRI & - THREAHEA LY,
p53 BRI T5EELLATLAYY,. & LTHE,
p53 BHEIBOZBEMIREC LD 5B L3N TH5EI78),

HREL, KB adenoma-carcinoma sequence &
Fiiz, BWMORERME LTEET, LirbAEOR
EFEEATE BT 200E > hht 1 20k X ik
WELE-TWE, L, ThETOPELLDL EW
KOOSR DS. Thbb, (1) BErOLOD
kMR E SRS EMTR S 2 &, (2) BE
WL EEEE B2 S h b L OH dysplasia GEEEFERY
RSB T E S, EENREL SR VD) &
ERIhTW5Z&, (3) HBERIMaEmc, K
BRHERCGREER - CHEZRDYT, Ll h
T TOPMEEBMELEI LT &, (4) BESE
RAE SRS OBRFIX AN S Thhn &,
BLU (5) p53 RERETO p53 BEARFRAOE
HZLPEREIC I TWiewWl &, THA.

KWL TW, BESOBEYE KBEEOREL S
te) wESWT, BEREVE YR TE LEEEE %,
Rl (RRBESLEE - SRUES (LB s L.
ZO#SESEE, (D) 3~ 9F I RSEREORENE
b, (2) BETRY, (3) MIHEMERESRETRERERE
EHic (4) BEEHI ROMET LB, 6) K
T B LR ORI S & BEE S & OFEREN
HEg, #BsL Lo TH LT,

ABFETiE, HROESSE, XHIBOEBNE
Brino 3 ps3 BEBREAEA AT, BREOCE
LR, BIVBIEIVBECSOT»bIaED, F0k>
CHERET O EHEFHCRE Lic. ThbERND,
BROMEREEL LToRBOEERCERBEORE D
LI TORGETFRELEEL THTL.

MoH & B E
MR 1979 7 A b b 1994 108 ¥ T FBAYE
FRME—FREEHE TRR S W ISREIRMED 5 b,
MRIEOSEES] 111 /W% (EPBARE®) & IREPYS105E
BILORE (ZPIRIEPRE) #XRE L. Zordi,
FEBEPHCBRIE U7 B o L BURAEB62E Bl64R A (EREIE

FESRE, BRAERIZRE) ZREE LTV

wovw ) VEEE, £FE%Y 3~4dmm BeeEL,
AV DOHBREEL B -, LEREOE 7o v v
% hematoxylin-eosion (HE) AR L, KED
BHIlic, #h#xEBADOH T —FHE I mapping L
7.

A - RARE - 5 LA ORI R e
AR WHO orxh BV, Lhl, %E
LOINEFTOWMERRLS, BRkTLIELIEHVHR
T B2 KB dysplasia IZIEFEEMESE LD
WARE, BE (BRAE L SRNE), BREE L
B s BRABESEEBCIEIh > 5 EA2WE LT
ED7N LletioT, AR TIESE D OBBKSET
FEEWHE UTDD, MRS RE, EREE SRS
FERRES AR S L.

®abT 5 p53 BB 2 —vh (+4) OBET
b, oM cRBEcEYT 288, BES
LTH - 1.

REY HE ERTH O LERED 7T a .y 7538
AT BEL LBERR TRIRERLELE 700 2
nHOYR R a s T L, SMEEBREciaRET
oy 7 3~ 5@ BORBERELFT I, &7 00 I
b 3pum OFYEMITAFELL, HE a8, p53 b
LU Ki-67 gl & L. p53 & Ki67 #faf
TR T HRER S L, microwave JLE#%, SAB T
guft o, —yBUA S LT, ps3 1Kl PADISO1 (Oncogene
Science : 200 %) #, Ki-67 i MIB1 (Immunotech
150f%) FFVio. pb3 REOFREBEMIL 6 & L

WP O¥ER  Ki67 BHEARARER TRom
CHEALTVWAHE, UTORETHES 2 ERELL.
Tibb, Ki67 #EEXKCH I EETREBRET %
B, FOFEEMD 50pum TEREE L, FXMTE
HlaEuc b ) 5 Ki-67 BtEMiloEls (Ki-67 BB :
%) FEH L. Ki-67 BHEEMNN0%2BL 5EEY
FTRNTHBEHAORBEE L, TOBMELHEESL L
(FHELORMETIE, EREMERO Ki67 BHERI30
W ETH -1, KFERT—4).

P53 HEERE A2 — v L E DG ¢ pb3 BERET
B D 2B OMMERROFERL LR E S DR BN
& L.

p53 Rt & — VIMRRATOBEMRS Iz LY,
(+++) | BELECCE ARCHEBRT 240, (++):
o - £% GofELL EoMiE) LTHET 54
o, () EERCBIECHET 240, BIU (—)
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Bfilan e Abhitnbo, Kbl EELDS
¥ CORMENL, (H++) & (++) % pb3 EHA
FIFW L LD 09010 = o @ F R B ILE O KRB NS
BEELTHATSHSS., Ll, U5 OHBBHEET
BECHYT2RED S B, 0.8~1.5%70% ps3 Hefs <
Z—v (++) ARTEREINRTOAYI, KT
4, ph3 B (++) IRE<T, p53 (++) & p53
(=) Jouv L pb3 (+) #B& AR C b AT /%
RTBEGEELREL L Cto -7 pb3 Bt (+
++) HE () TR, WAL OBEEET, B
FEE R

P53 MR CREFLTO L > LTEE L. p5b3
Befm X g — vt () TR A RRE OMTER P ]
BLTw38E GEGFYR O Ki67 Y@K CHER
ARER L), WEH PO Macx4 5 p53 Bt
MR OE G (%) THEBE Ui WHEHDAORICS 5
5E, po3 Bl s o4 5 KT p53 BMERAE
HL, Fhiciitd 2R T Ki-67 BsRe BB L.
—J, p53 Hetr iz — v (+4+) oBECE, B
MARE B 2 BB A o 2 iEEMle w42 pd3 B
MR ORI E (%) TRELL. BEOHEL, Ki-
67 BBMERIE pb3 BEMESR G T 4 A CRlE L s,
BEEWE © 7 ZFHGE § /018 Fisher OEBERET
HE v, p<0.05 AEEXLH & LT

& ES
1. MREORE{EE (& 1)
BEESAFT AREER AL 555 % TIRED
ikl &3 54, BLRGIMERETS.3% ThH -T2,

KEXJorhiy, 10mm KHT0%, 10mm HT8.7
9%, 20mm LI ET29.2%Th ot LRI 20mm
ORI, Fh L THEBCEBETH -7 (p<
0.01).
2. REAETOEIRERERORE E&E0%H
(% 2)

AR AR L 10Ed 2 @R AR 19mm T, ®BHDOS8
By 20mm LAETH e, FEBEIRERoORE A 47.1
YLLT O IRETIE, ERIRHEOGEhRCH D, 5
LIBETROEE T, WO A 100~133 %
O 3RE FEFI3, 4, 9) T, BWEIHREOHLE
P BIIREEC § TROY, ORI RE SR L
Twfe. FEBI2, 5, 8, 10TIEEO—R L RS
AR LT e,

3. FFREEEEED p53 & Ki67 it (& 3)

18VE T SRR & 5 JPIRR s S OB Bk T, L
i p53 BBHEDORE A, FhFh, 4BEEY Fo
p53 BEMEER, Ki-67 BEMEE, & rolaims L.

HARE Y- 0 o, ps3 BHEMIE 1~ 2@ &L b7
<, FRUIHEFERTPLCRRE Lo, HIEERTO p53
PEMEERIT 1.3 % LAUF T, ph3 B L Ki-67 BiEo
i 2.4 % LT TH - e,

®1 RELCURBES S UREOK
& LR

REOKEE (mm)
5 [5<x<10]10=x<20] 20=x 2k

1A

8/27 | 10/121
(29.2 %) (8.3 %)

- 0/34 0/37 2/23
A 000y | (0% | (8.7 %)

* 2 BREAECRTZENLRENELEhORELER

P ﬁ?é?@k%é a:ﬁ?@k%é blﬁgﬁmkﬁé b P EEH
Rf/E% (mm) BR/A%E (mm) BE/HEE (mm)
1. 19/17 1/1 18/16 5.6 %
2. 19/11 11/9 8/5 137.5 %
3. 20/14 15/8 13/6 115.4%
4. 20/15 16/12 12/6 133.3 %
5. 27/27 27/22 19/8 142.1%
6. 30/20 4/3 27/20 14.8 %
7. 30/17 8/6 17/16 47.1%
8. 30/26 26/18 28/12 92.9 %
9. 37/16 22/15 22/6 100.0 %
10. 45/32 45/18 9/6 500.0 %




340 FrRESSME B 110%

B8 P88 A

£ 3 BEEAZESHMMEL L OB ERAERO pb3 & Ki-67

BtR s o ER
i = a : p53 BEMEER b 1 Ki-67 BB a/b
1. B ER{ER 1/75 (1.3 %) 40/74 (54.1 %) 2.4 %
2 ” 2/162 (1.2 %) 124/168 (73.8 %) 1.6 %
3. % 2/219 (0.9 %) 92/132 (69.7 %) 1.3%

4 o 1/194 (0.5 %) 162/241 (67.2 %) 0.7%
o | 1109 (0.9%) | 50/108 (46.3%) | 1.9%
2 # 1/144 (0.7 %) 75/135 (55.6 %) 1.3%

3. v 17100 (1.0 %) 69/82 (84.1 %) 1.2%

4 4 1/253 (0.4 %) 146/223 (65.5 %) 0.6 %

F 4 BE RERESMBREO ps3 EEFEH

p53 et X & — v
(=) (+) (++) (+++)
BRiE (n=111) 40 (36.0) | 70 (63.1) | 1 (0.9)
AR (n=10)
i FE £ 0 (0) 9 (90.0) | 1 (10.0)
bl 0 (0 7 (70.0) | 2 (20.0) 1 (10.0)
%ftﬁ”ﬂ{ﬁ% ()F;EH%WF)
EFRUE (n=52) 16 (30.8) | 29 (55.8) | 4 (7.7) 3 (5.8)
ERAE (n=12) 2 (16.7) 10 (83.3)
()%

p53 MMM S Ki-67 BBl & Akt ©—x
—ZXRIGT &b DT, pb3 B0 L ik Ki-67 B
HTh 7.
4. [REE, BREAES SODEEBRED p53 &
BNy~ (E4)
p53 EEBEFEBLIIIRE 111 LD h ) LFE (0.9
%) kb, BERBEME 18X10mm KOBEMIIC 1
DT (BARE 0.5mm, p53 (++) Bt sa—v) %
Shte (KD, MlREENICAS &, pb3 AR
HERRMEREC A SRS (0/61), SREERED 2.0
% (1/50) ik bt
RRIEMNE D pb3 EILBFIABUIREITT10%, B
TR TH -7z, S{LRED S b, KEFEBEO L L
13.5%, SRHEECT3.3%EEMTH T i,
BRI T pb3 Bl o A B L T
7.
5. pb3 FENF— (+) RED p53 & Ki-
67 RS LV ZFDOHEE (K 5)
JRIED 5 H, p53 Btk s x—vpt (+) ORRELME

Bt ph3 MM A &G IRE & 16038 0, pb3 BEtEE
& Ki-67 B A &t

p53 BEM A IR I 1 ~ 3RHER T A BE T
ik, pb3 BMEE, FMEREO T LEB, 1%
B LK<, p53 BEER L Ki-67 BRI 2.2%
LUF & B » 7o, p53 MBI A EFEH M 4 ~23(RH B
+ 5 IRERE T, Ki-67 BttRAIEEERE O L
IOEFLTOREEhbT, pb3 BERIL 5.5~
16.1% & LA L, pb3 BEE & Ki67 BirEd 12.4
~38.3% LB Te > Tz

& HIC ph3 MR A39~42(E LN L 72 3 DO RIERR
BT, W TO Ki-67 R 31.2~38.3 % &
ELOIT, p53 BHERIE 22.3~33.1 B & &< D, ps3
& Ki-67 OBHERLA 71.5~86.4 % & BREICEBE &
Tl L L, pb3 MR Hcs ), %
£ EEOWEEY & - Tk i

p53 MR A AN LIS ORI 2 b iz 2 IR TR pb3
EtEER I, Ki-67 BEMEAES, WEOLE 100 %
LLET#® 7. pb3 BHEMilaofRIid Ki-67 vl



Ak HREOBLE:BOBERE

Bl 1 p53 B (++) o FRE
SRYUERMET (a, b), WEHF (BEO Ki-67 BT LT 525 CREE
BEizhonsd (c). ps3 Bl (B MEEFENI I TR, TOERBSECET
S LTWS (d). (NS701-9. a (H.E), c (Ki67 ), d (p53 &) : x50.
b (H.E): x100)
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F5 ps3 Bz —v (+) BED p53 & Ki-67 BRSO+ HE
B | p53 B 5 a :p53 MR b : Ki-67 Bt a/b
1. 478 & 4t 19/80 (23.7 %) 7/80 (8.75 %) 269.3 %
2. ” 19/83 (22.9 %) 11/90 (12.2 %) 187.7 %
3. I AN 39/118 (33.1%) 46/120 (38.3 %) 86.4 %
4. ” 42/157 (26.8 %) 62/180 (34.4 %) 77.9%
5. ” 42/188 (22.3%) 89/285 (31.2 %) 71.5%
6. ” 10/62 (16.1 %) 29/69 (42.0 %) 38.3%
7. / 23/158 (14.6 %) 80/171 (46.8 %) 31.2%
8. ” 5/49 (10.2 %) 31/47 (65.9 %) 15.5%
9. ” 4/73 (5.5 %) 54/122 (44.3 %) 12.4%
10. ” 1/92 (1.1 %) 50/104 (48.1 %) 2.2%
11. ” 1/91 (1.1%) 51/92 (55.4 %) 1.9%
12. ” 1/126 (0.7 %) 48/114 (42.1 %) 1.8%
13, ” 3/413 (0.7 %) 154/389 (39.6 %) 1.8%
14. ” 1/136 (0.7 %) 83/149 (55.7 %) 1.3%
15. ” 1/167 (0.6 %) 123/179 (68.7 %) 0.8%
F 6 pb3 a2 —v (++4) FED psS3 & Ki-67 BMEERE LOEOHE
p53 (++) ff .
] 1 O B . - . R b ,
p53 (++) HORE Kxx | Bx/pE f?f? a‘;[irgy_) a . p53 BHEER b : Ki-67 B#®E | a/b
(BEH &K (mm)
LM (ERmE) g | R0 EED | k020 | 643/838 (76.79%) | 306/869 (35.2%) [217 %
2. " 0-10mm | RO | WA 0.20 | 216/250 (86.4%) | 74/257 (28.79%) [301%
3. ” 0.50mm | KA G | %R, 0.20 |1057/1345 (78.6%) | 365/1441 (25.3 %) 311 %
A, BRI PIRE IR O R 0'3(021)“”1 0?35’?/71‘_%’5 %M, 0.35 | 481/577 (83.4%) | 205/554 (37.0 %) [225 %
5. " Uﬁﬁm(fgﬁg £B, 0.30 | 450/491 (91.6 %) | 236/522 (45.2 %) |202 %
6. # (ERuE) mE |00 0%3%/%).?2 /B, 0.28 | 113/149 (75.8%) | 54/142 (38.0 %) [199 %
FEL, 2L5BAFKERDOLOD.
BE4L6RRA—FENOLD. (F 4 0 ps3 s ia—v (+4) ERTIZ, 4FBOXEXERLL)
HOLONRH T (FAMEHRRILTWLEE2DH BEWEEHCOEIAMEZLR, I5REBD Ki-67

ha, FEBEREAO pb3 BT Ki-67 Bit).
6. pb3 RENY— (+4) OEELS (kK 6)
p53 BEHE (+-4) MizvFh i/ hEo T, BREE
BB S 75 VERBERSE S OLBD bht. pb3
Btk (+4) &, BECEAMHE, BN EE
L, X5HEHEOMCLRATLE.
BEO 18 RE 1) Tl pb3 BIEME RE DR

SRR WE D 5 b, HIEREE ClE ps3 Migs o
FAMEEYE, thioEFcarlchd -7 FOR
B (RE2) T, WEHIBEOERBHECH Y, ps3
MlasmE, FEL &N BT, BOOR
f& GRZ 3) TiE, pb3 MV EBHOMER L,

EHEEOFER~S R, HEHO ps3 Mo LA E
nKi-67 BETH- (B D).
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ERAERES HE EAC2 ks, ph3 &
FEQttc, i RE ORBEC, UE S RE OB
HLIRE RE4, 5) BRERIRE (H 2). 8T
3 ph3 Her U F AMIIB T, ZoUE AMBEME
Ki-67 BHMEAIRL 34 O HETEARY (X 0 T <, SRR
T Ki-67 fifanbrnuBcs@Bsbniz (H 2).
Lo, RBOBEBICH HETIE ps3 Mfad a4 5 i
hote. ERMERO LD HRLBETHOEARED p53
FR AN E 5 0 T L, FDETO Ki-67 M
B ic Wi LR B s, L L2 OESNICIE ps3
MR L b e -1,

7. ph3 HENF— (+++) DR

p53 MR BESECCFAMCHEAL L OWE
(#5) DHRTH 1. p53 MOV F AMEHE R
BOBBISEBE L RATHE., 2Ok AN
VIETER ATRB I B DR (R, (REAERCEV) (|
3) I Tl K, WIS REB RS (BRIER
) T bk bnd

% £

B ORI 4 ~60% & AV R st
ATt 4 ~16%T, SHETIZ22~60% LEICERTH L2
W SEIORETIE8.2%TH 1. ILENHRE
FcRic A RO, IRIE oM BRI, R
AL, EHLERVBSTREOKTEINRILL -
Thb.

Frit I E & 20mm L EO & DD ZIE A T
nicE@mE LCw M SEOBGHE T L RIEFI0EO
At 2fEIE 19mm T, O 8 20mm LLETH -
7o (FE D, BESSOLOBRRIL 8~28mm LR,
FEER & RIES O Bk I id 6 ~500 W A T e (K
2). #-T, BEORLE 10mm TR S 555
FE2Y (MR

B OB MB WL WHO OKTLE#RI AT
WAY . L l, RE LT, dysplasia DHZER L,
COPICIREL BTV ATEE L H LT, HT
Lk, BREsE, BIME, MREmeE, ps3 EHOE
e S AT L, dysplasia MIEEBMEGE LR 5
WARE, BEERBeyETcEL b, BELELES
CAERAE L GRAE S CHES D L BRE LT
BITONOW gk 53 Heftr b 4 p5h3 B EBERE
VRRRIEE Y O B N B R R o R L BE O &
BZMCEREEZBRDL. CoFELRAGT, IRE
LREOTER ORI L BT 5 LENHH D

BB O RERE O L oshr by, JEL
RN SO L R T ADTHA I . D
RERE RS L3000l /e . 2 ORK ORIk O
EBR TR -T2 & TH 5. ps3 & Ki-67 Of
gt SEOBNDIHL, TORBEHTERO 1L
Erbnka.

Ficht, ps3 Bk (H4+4+) TR L Z2HET 5
FEOTMRATH -7 (B 3)P-9. 2o pb3 Bk (+
+4+) O Ki-67 PfEkn b, BBENCET 5E
HROE) & A FHAILS - LT EDL, WIREAL RS &
Ki-67 Bt « p53 BEbh Ml o i S -c BaTh Ay %
L (B EREER), o THi: Ki-67 &k - p53
Bt chonshTe s (B 3). ZoRTRE, WES
BT 4 ph3 B REER~BE LTV 5D b %
BHEL TV A,

p53 Btk (++) Ari G REOB e R TR BNE
BLEL LD, O RIGIEESRE KR IR E
AR S, BRIEMEIRE O (258 LER
TR (LRFRE) wabhi (6, B 2). Lal,
Z O Rk &S RERESO[EF 1S, IRENEOSE
RAPYEIOES 1 GE3UE 2 D CLilvbhi (&
6, @ 1. SEMERENO ps3 Btk (+4+) Bo
216~1,057 il & &4 > pb3 BBMEML LY, L,
T bR A C L O, pb3 BB L 77~86% &
B &<, ph3 & Ki-67 OBMERLL 217~311 %
EEW. ChHOFFRI, [p53 B (++) #BaE
OB AETIBRIRE S B S 5%, p53
Yefn b Ki~67 BethOfER D B E BT - Ay
FTLH) EFEZLESRELTHAS. ph3 B (++)
OGS G, BRERE N T Ok IRIEO I A
(BEAFDEE, RKBHWHL) T, L bERE
FWOWETIHE A L HETFE S N5, Fdk UTo@Hie s
WRERF A CHIE L <, BUEEEE O et 5o 5 &
Husteh, B O IREME A B L at S RE TR
BL, BEECHsEEME T LE L LRD (] 2,
3.

fit 75, pb3 BBYE (+) T, BRI RS
LTV 55, B39~ 42(8L £ <, p53 & Ki-67
DIFHERIENTI~86% L@V IRER S S (X H). Zh
5T, ph3 BRI U o DRI N TR L
TULAHAEM S HAH S, £ ph3 B (+) T, HE
HwoM ph3 Bl S h, FEETO ps3 & Ki-
67 OFBEELLH 100 WL EORREL 2 Hhic (3R 5).
SRR PO A C RERA Lo ps3 PBMERERES p53
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2 p53 B (++) OHBRERE
po3 B CEHOEENELA L . pi3 RAMAERBER L+ nLADOTE T, &)
h (HESiFgtEcAfob Mas ) S o8 R4 #RE3 (a, b).
MR IRERBEICHY (), ps3 AMRBIA (M) MWK ELOETCHS (d).
FOFEBCGBE (BRAE) Spanhb. (NS-4370-10. a (H.E), c (Ki-67 §fa),
d (p53 #fh) : x50. b (H.E) : x100)



BTS¢ W IR O b Lo EREE M5

B3 M B A

S LAY pE A - i R > S R L

RN T, AMoBMERETE (a, b). W, WSS L, MR ER
Hickhh (). pi3 BEABERRIER COLAS LN, Ki-67 BT ps3 B
MTHL (d), (NS4370-10. a (H.E), ¢ (Ki-67 #f), d (p53 H#&) : x50.
b (H.E) : x100)
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FERABZLTWEDO0E S, SHEBFT 08NS
A%, ph3 BRI S L, BRERTOBLIRAL
% I T ORI O O E A~ O RS X
HICFHMC IR, LTl A D,

HIREIEEONERE L L TEESHN A2 5D T
HOTHAD D, BIREOIEMBERT0.14 TR
RO F NI 218, REORE LY, 20
K& 10mm LLF2E<, 20mm AT TOMREE
S TEGE SR, SEIORETS 2.1% (2/94) T
B-1z. 5mm DL FoS e B 183 HmE I ME S
PHANE 1 B BT T d - 725,

—%, 5mm BUFOKE LR 1,672 K% (K
PIREOL) 1IEES 98.2 %, BEPAEY 1.8%, #
B % 0.7 %I & A T, 5<x<10mm KOKMEE
BTh, BN 90.8%, IREPUES 4.2 %, FERWEL 2.5
% TH 1.

Lichi->T, BT, KBgci~1T, BREORHR
HELTOBRIENEEBE2ZHNL .

EREORE» BT TIC D Lo B ETFREMN
HFLDTHH S P

[REIC APC ZE#120% (6/30) LT ah Ty 51,
K-ras ZZRI150% (0/13, 0/19, 0/30) ~O#En4%
WA 2D Kihana 52 42.9% (3/7) SHEL, &
HICIEEL 4.5, 9, dmm TAE S LEEGRTH -
Frlah T A2 F 7., DCC @ LOH #114.3% (1/
7 ELMEIRTLAY, p53 ZRIL 0% (0/30)'97,
&£30% (3/100%% r#EEhTV58, BREOHRE T
i p53 FETEABEAEBIL0Y% (1/61) TH-Io&
ATV B, AEOREE T 0.9% (1/111) THh -1,

—7, IREPUEORIEE T ps3 EEBRERE A 21.1
9% (4/19)20, BTt 26.3% (5/19)20, BT
D ph3 ERIZ10.5% (2/19) LfxbhTw5. 4
BIOBH T, p53 EARFEH M IFEN T10% (1/10),
FEERT30% (3/10) TH -7z,

IhOHET, BHEOFh T SRR, BEe
BOMBBIEEOR ., BEFSITECET IO
RE, kEnEzbnb.

L L, ChOMEREENS, BREOREZIE APC
BEETFERNSBES L, BEOSEE pb3 BENAE
CEE LTS EHEEEIRS. Kras BRI KERE
OHEH LR, BREOERCEYSY LT W ATEENS
BRKTHAS.

ChEToOEREE T ORLOBRETFELIIRES &5
{LHUgIE & DR TELR TV A, L L, StBEo

F10%E 8B FRSESA

F&H 1213 adenoma-carcinoma sequence & de novo &
LB, MEOBETFELMEIKBTLRAL LN
HwEEATWA. Lityi-T, BREOBLIZZ RS
BEFETIREPE OB A o+ 5 B TH
h, SBOBETH .

E
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