— 608 —

WEKEE 58(5): 608~618, 2000

153 1 & OV FOH ARG 51T B ASBAIE Al 1
T2 45 K 75N O R B
—E RO PAEMER, BRERICBT 2 E0kEER > T—

El
A

By

Al
N

N

HORBERY KRBV 58 = G e
(RE L DIRATEHIR)

(EE] BRI T2 54K p7oNcR O MR CORTEIZRZMH S hTw v, RBFZETIE,
B FEICB A pToNGR O3 A, FE RN 24 6% O T ORIERIR AT BIE L, Bl LY o H MR

B L OIEHERILZ BT B T O & G L 7.

1EH EE R T 24 B 46T p75NemR B a A EE S, TORIEIREERBO—IICRB L CTn:. &
B ERICBTF A p7oNeR BRVERIIL, Ki-67 BBYET, ZO—#iE b2 kOB E b THBY, AE

ERC BT 2 EMILTH L REVED RIE S 7z,

dysplasia T L8 (2 p7oNCREGVEMIIASEREE S, £

7RIS BT 2BIT p75NOR [GEAT RAYBIZE S 7228, MO T ISV 2 OFRBULIRGS S 5 @IS H -

7-.
VLD, Bl OB

BT, pToNRGHEMIIBOBEIEETHL L E 2 b,

& U &I

R AR, MBS X Y bl S B
DR - BREZ FE - M THT SN D Z LT X
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1. X%

1994 4F 1 H 205 1997 4 4 H £ TORIZ, Mzl
WSS At v 7 =R 1R B W TYIER S L 7e il
HIARGRO LB RN 24 12 5 L L7z, g,
B2 pl, Z2BITHY, FHIERIT61.2+7.2
T o7z, SRR o BEAE L0 IR - A
PN BLE A 9 B0 (2oL B A 4B
JWEBFE T, MARTE S TR LR TH Y, S
17 2 %0, oA 17 B, LR 5 BICTH - 7z,
WL, pTla: 761 (m2; 160, m3;6%1), pTib:
1760 (sml; 4%, sm2; 5%, sm3;8%1) TH-o7-.

% 7z, dysplasia (3AliE - I B X OHLHE IO
M &) BRI CBAICHECTHEL, 2461
th 1961, 192 2L E® dysplasia 23 & S 7z,
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SHERIC, BEEYRAEEAD RV CEEN
574 AT ay 7 X0 % 3um Oy 2
L, PUp7sNOFRYLAK (DAKO #L#, Hifk 50 f5 A
B, ibcl-2 Hitk (DAKO #:%, Ptk 40 5400,
Pl Ki-67 P4k MIB-1 (Immunotech #1:3, Pk 50 5
) OF~<T AT 7 a—F VHikE Kbk L
Lt e et , AR EFTY Y - TF Y
v (HE) ¥t b #4172, F72, REMRRILY G
o T—RPUA LI ORI B L O R PUREIL, B
N7 74 ¥ SAB-PO (M) ¥v I (kXat=F1L
A8 ZMHHLL. AR, ThehgitTe10
YR, 135G 720 FIg 254 91 & 7 o 7.

1) wiEEBb2EeE

0 HL MR AL 27 e 12 1%, streptavidin-biotin com-
plex (SAB) #:x v/, 9, 774 UM
Oy 7 OEYEALZF YL TR ST 714 VL,
T a—= VR PFVWKICR U FEHE, RAKTHREL
7. F0k, Mixy ) —+30%H,0, DIRAWIZ
TERMT305 4 v F =1 &8, HRESVA F
3 — B ORGEAL & fT > 7. PBS Tb# %, Pl
BRI D 728, 90 FELL EHE L7z 10mM 7 = > 1§
FRMEH (pH 6.0) HZ—FERIE 7z, FEFFE UL D

BB Al BB X TR FRAER S B U 2 p75NR D 5E
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7u oy ¥ 27k PBS TG, 10 % 7 ¥ F IR L
HERRTIS OHn S TIT- 7. 20, Hi
R BPiRE — KPR E L TR T RER BOS &
H, 0.5% Tween 20 il PBS TPk {2, €4 F VB
WPt~ 2 IgG +1gA + IgM Ptk & Rk Pufk & LT
JAWE T 10 M U 24872, 0.5 % Tween 20 fill
PBS \Z T L 7ok, BERME (vt F vy —+
BEEA ML T T ED V) EERTS MG S,
508 0.5% Tween 20 Il PBS 12Tk L, H,O, MY
TIINRYF IV UEEEHCTREASE . K,
RAX =AY M) VEBISTHGREE L, A< b
¥ o Uik, M) IEmM, BALL.
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et O EITOEBIICAT - 72, RLEREEA BT, BU
p7SNCER Bipfk et Bt Ki-67 Pifk MIB-1 4¢ff, $ibel-
2YikGt D FNENICOWT, EEH S WIidH
K 20% L LoMEssgute S a6 btk e L,
5 A A7 A SR P 2 DO BRAE AR - I PR L7z,

ZHURIC BT & OB R O FI G, AR
A L CIEH B, dysplasia, #E3ER% RIS, %50
RIS 2 B PR AR #iPH & LT, €0 0T

M ZRIAAY Y ZER & LI H IS TR L.
b S

1. fHEIATR
1) HLp75NerR AL
P7SNGER 5 I oD By 1k 7 LA AR I — Bk oD e

g Th ), ISt S 5 Ml b FE0
b7z,

(1) FEEH

ARV R AL B 2 IR L QR R2)
Tix, 24 BB p75NOFR Bk D Wasdh & 7z,
p75NGFR EEVEMI G 1 S ECHI L B X OV AR & TP
FTHLMBICRBLTED, T35 Mtk E LT
A B zA, LI X 0 oM I
N33R 7 h o 72 (Fig. 1b). p75NoFR fg i Pl o 3l
A1, 31.4 2226 % T, RIEDVHILDHPALR
papillomatosis DHEBALTiLZ DFEBIIIE M L T 7z,

dysplasia #8 T, dysplasia 3% S L7z 19 Bl
14 B (73.7%) 1 pT5NGFR [tk o it i %GR 72903,
[i] — B0 12 B B > dysplasia W& DSAFET A W6,
W3 L b W pTHNR sl S b b
T2 Ao 72, p7oNGFR BRI X R bz &
PLEKEICRELTBY, % Loz b i
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Lok < FEH$ 2 - 72 (Fig. 2b). F 72W4
D—FBT, p7ONTR BV N AT L B L C 2~
SIICHIS NI H Y, HIEEIZ 1 ED AR
WENDIH FREOLGERED N RSN,
(2) =3B

HETEIZ BT B p75NOrR Bk ia o S BLIE, 24 14
BNZRRD Bz, RIS BT B p75NCIR [k i o
T3 41.6 2184 % TH Y, B VM EE 3G 5
E DB IICE AN, T —HENICH
JAHHEMEELTLE ~MREIEWS 2072,
P7SNCTR D YLAUTEIE L, FEOGHEIT L ) EILA R
LML L DD, MBI X B2 ki 7
S YAR

pTla#EEBIC BT % p75NCrR Bk bix, ml & 2
WiE m2 R CIE, N B & W U S SRR I DA
MCFEBHLTWD A (7% 56, 71.4%) &
(Fig. 3b), ¥Rl R b72 ) O F AMEICHED S
Yity (1B 26, 286%) &A% -7- (Fig.4b).
—77, m3FEEBD p75NCFR O JEHIIE m1, m2
W L Thg <, HoEAESS X 1 3R o 2 b <
FEBLT B MIAN dH o 7. FEIGAEIRIZ I 1) % p75HNCIR
FlE I OV F AR, @ 2\ I N 3 20 EB oMl
NBIWZDARESNE Z &M% L, ZoBEEA iRy
L DTH 7.

pT1b HEFBIZ I3 T 2 p7ENCIR ERk iy b & e e ik T4k
W2, FEREEBICR - T b, FGEIRTIX
Btk b9 2603 - 72, pT1b FEIGHESKIC BT 5
HNL I D pTHNCR VML D FEBUE By, H o T
b IS <, m3JHE &ML T/ (Fig. 5b).
2) $i Ki-67 Hifk MIB-1 &

P Ki-67 Bk MIB-1 BV o Gt fgig, A
CEEICR I NS DOTH - 7.

(1) FERESR

W BT, 24 WA Ki-67 Bt )i FAS A

Fig. 1 Normal esophageal epithelium (x200). (a)HE
staining: Normal esophageal epithelium. (b) p75NGER
immunological staining: The p75NGRpositive cell
populations were segmentally localized in the basal
layer of the esophageal epithelium. (c) Ki-67 immuno-
logical staining: Proliferative cells were observed
in the parabasal layer, and no cells were positive in
the basal layer. (d) bcl-2 immunological staining:
Weak positivity was observed in the basal cells.
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57z, Ki-67 Btk Milie 36 8 B AR RAE L,
JERC I BRI E A 5 g (Fig. 1c), p75NerR
R AR € (8 ARl B L 0 e GV A o 0 o0 7
B 5 Ki-67 Btk o# A%, 30.7+191% TH
D, RIED D B EALTIEKI-67BVEMNL O BB
T AHMENIIH - 7.

dysplasia Ti&, 1961t 146 (73.7%) T, L7
< & VIR L. Ki67 Btk bl & 7B 72, dysplasia
2B B Ki-67 Btk O AL T, £k X
0 FKIE TN ITIE D BT, p7HNER Bk

DAL RS> THBY, ZTORBULIER LR & K

LT FAICRD b7 (Fig. 20).

(2) #=&B

FETETIE 24 I EBIT, Ki67 bntkifasilo bz,
i uR AR o Ki-67 Btk il O E 513 46.4 2 16.6 % T
Hotz.

pTla 6381 BT 5 Ki-67 Bthir ik, Wik &
émi%m%Aﬁbb%DUihﬁ’wbbhé%
& & (Fig.3¢), W ERZICBI2HAICHPL T
B BN R L AH Y TZ.)*K RIS H:ﬂﬂﬂ’?#ﬁﬁ;&é g
LY L o 72 (Fig. 4c). m3FIRIZBIT % Ki-
67 B PERIIL I p75NerR DIGE 3R Y, Ok
HEFR & TS T AMEICEIg S L s,

pT1b %“Efsm BT Ki-67 B, WEORE
B, e caticBlg s n . R CIELRRE
3514%[%'[%[1])]@75‘%&&%%35 N5 ENE L, FktEds
Tl p75NerR BB L o 545 L IR L, XD VA
PEIZERD B A ENNICH - 72 (Fig. 5e).

3) Hibel2 ke

Pt bel-2 PoakB VEM T W, M ihsdets S
5H0THY, T THTLE GG D RO,

(1) FEREER

JEE T O bel-2 B PERIE O /e, p75Ner® Bk

Fig. 2 Esophageal dysplasia (X 150). (a) HE staining:
Esophageal dysplasia (b) p75N¢"™® immunological
staining: p75NGR-positive cells were similar to nor-
mal esophageal epithelium and were localized in
the basal layer. In some lesions, two or three lay-
ers of p75NGRpositive cells adjacent to the basal
layer were observed. (c¢) Ki-67 immunological
staining: Ki-67-positive cells were more diffusely
localized, mainly in the parabasal layer. (d) bcl-2
immunological staining: bcl-2-positivity ~was
detected in the basal layer, which was the same
location as p75N¢FRpositive cells.
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M D JGAE & FABL L Tz,

IEH T, 24609 1761 (70.8 %) 12 bel-2 By
PEDOFT AAA B 7z. bel-2 Bl p75NeFR [k
M & Ak, ERICOARR L THES R, K
J& & 0 KoM B LR o 72 (Fig.
1d). 1IEH ERIZBI 5 bel2 P I, vt
BeELTWwDbDH% L, ZohEfEROLF
THHOEFIIBBLR10% U TFTH- 7.

dysplasia 19 BHr, A7 < &b 1HALL LI bel-2
B kT b % BR O 7 IEBNE 7 B (36.8%) Td - 7.
dysplasia (251} % bel-2 Mg X E 5 1z & Ak
IR RO b, IEF L oZFh e Rk L Tk

CRBD LN BMEIMIZH Y, p7HNGFR BPEMINL D354
EHMLL Tz (Fig. 2d).

(2) #=ER

FEEETI 24 Bl 21 81 (87.5%) 1 bel-2 BtAg At
B b, I % bel-2 B PE#H o B &
X, 20.5+18.7%TdH - 72. bel2 L O R 1E i,
FEUB T p7oNOIR Bk 1% & 0 L FIPES, iR
EORBEHE R ZHEHECH - 72,

pTla FEEBIC BT % bel-2 Btk i, 1w Rk
FRRIC IR D AR BB s h s 2 &
%< (Fig. 4d), OF AT RE 23585
i, WMORBIHNRMOETIRHEL Tz
(Fig. 3d).

pT1b #EHIC BT % bel-2 Bkl ix, =Mook
ICOEAMICBIE SN D Z L% L, FOEBH
WA R0 5 2 134 % - 72 (Fig. 5d).

2. EMEOBEYH

LI 7% Tla fEREd O ZHURIC BT 5 RAES A X
HRd 5 (Fig.6). a~eldHIC, K<Y v EE
BEARNIRAT R, S~ YEEEAGE IS
%5 HE a2 R Lb 0, FHyx—<kiC
p7SNCFR - Ki-67, bel-2 Bt EAL & F N EN R L 72

Fig. 3 [Esophageal carcinoma (T1a) (X 200). (a) HE stain-
ing: Cancerous lesion (T1a). (b) p75N¢ R immuno-
logical staining: Positive staining was observed
only in the basal layer of the mucosa in the can-
cerous lesion, as was the case in the epithelium in
non-cancerous regions. (c¢) Ki-67 immunological
staining: Unlike staining with p75NSFR proliferative
cells were observed in all layers. (d) bcl-2
immunological staining: Positivity was detected
mainly in the area of deepest cancer invasion.
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bOTHA.

1EH ERIZBWT, bel2 Btk iRz 1% p75NerR [k
HAICEEND 2 D% <, BRI L & ICRE
MLICBR)G L Cig s h. —J7, Ki-67 B
RS RIS H .

FEEBIZ BT % Bt o 5461, #PiR oL
BEPETHROTE L TH Y, BHHHOE G
Ki-67 2% b & <, KWW T p75NCR | hel2 DNHTH -
y

£ S

MK RN T (NGF) 1%, FAYZSREANRE, AM%
FEANHE D O HE AL NG 0 A=A FE & M 41k
R WHEEKNTTH Y, neurotrophin (NT)
T77IV—DIBbDOEDTHBY. NT 773
—i%, NGF o, B kAfEH2ZER T (brain-
derived neurotrophic factor; BDNF), NT-3, NT-4/5,
NT6 2 SR S e, T2 51238
DBOPINEE IR T ZBEMREEEGT B LALEL
%oTLA. NT773I)—IIHTHZHMHE LT,
BRI Z AR L ECBAME S AR Sl S hTw
% . FBAESZ FKIE 2 E TS pl40trkA, pl45trkB,
pl40trk C @ 3 FEFA G S N3~ NGF i U9
EFTAHNT 77 3V —ORERBUTIEIKRL LT
EhVnEINTn5. —7, BRBAEZEATH S
p75NGFR X, NT 7 7 3 V) — 3@z sk LT
LTWaHY, ZO/RENIRZEEEHH ST
v, 70, JEMESHERIC B A fEEB L U8
DREDHL LI EN TV RWEGH L.

NT 28, FIHBHIERIC A3 525, Rl
FEAREAIR IS BT H EBRANZERTH S trk 7
7 I —OFEPHERINTB YD, FHHY IZIE
AR o R B X OB RN I kA
DB RO, F - ABERAKKIC BT b FFEEH D
Aoz, EHELTWA. FEHE T, KE
k2R TDH 5 p7oNCFR OFEBLIE, IEHAE LRz

Fig. 4 Esophageal carcinoma (T1a) (X 150). (a) HE stain-
ing: Cancerous lesion (T1a). (b) p75NGFR
immunological staining: Almost all layers of the
cancerous region were positive. (¢)Ki-67 immuno-
logical staining: Few Ki-67-positive cells were
observed, mainly in the parabasal layers. (d) bcl-
2 immunological staining: Weak positive staining
was detected in the basal layer.
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PN 3 H58% W5

DIEEHNLIZHD SN D L OO, BTN
KLTwW7, LLTWwWA. il FFICBT 28R
PEZ 254K p7oNeR D EIE2IE Rt OGO AT, ZD
AR, FAEEHREBEBICBVWTIZEACIIZES R
TBLY, MWD T T THAH. 72, HENEHER
TOFRIBUIMER S LTV,

ARIFFETIE p7HNRIZEFH L, £9, BRI
SrEEARTOIEE L GEWRT 1) 188
5 5B E Ao BIEZ Y] S 512 L, p75NCerR
T E SRS B OB L ERIC, Bl ERZICBTS
W OB 2 D BB D ERE L. 72,
FEERIRIEGI ORETBI BT 5 OB E RE, &
I TSR AL T 0> pTENGER Bk o> £ 55 & [l IRE 2
B L7z,

1. JEERE LEE (B8 ERK) ([T 245

1 BRI BT p75NGER BRI £ [ 0 5 1 1%
PO O AT L, R XY 258 o
JZZ 2 DFBIETRD S h o 7.

% 72, apoptosis #Ill&1 & S B bel2 &HHP @
B ERIC BT B3HIE, p7oNorR M4 & R ERIC
T R oL O AR S 7z, BEtEfip o
HA T pTHNR D F L L R D B DS, bel-2 Bk
TR p7oNGIR BEVEIR O & E 1, bel2 Btk o
% {13 p7ENOTR [k b [ IR D BTz,

—J7, WM~ — A — & SN BB B Ki67
Pk MIB-1 Btk % 529 2 Ml o ] A8 V35 2R i g A3 2
kT, BB L) EEOMILTH Y, p75NFR [k
HIRLAE R & 1358 2 ZAERITH - 7-.

Kunimura 52 (2 X 2 7= S AR IS BIT 2
p7oNCIR EEPE M (X, Jones'™ '® 512 X ZEHIEo~
— 51 —T» % integrin 1 B PE O MR & 13 5% 7%
D, (1) FRARSLREIC I35 2MBdERE LT

Fig. 5 Esophageal carcinoma (T1b) (xX80).(a) HE staining:
Cancerous lesion (T1b). (b) p75NGFR immunolog-
ical staining: In the T1b lesion, p75NGFR-positive
cells were observed mainly in, or only in the sur-
face layer in many cases, and the area of deepest
cancer invasion had become negative. (¢) Ki-67
immunological staining: Positive cells were
observed in both the surface layer and the area of
deepest cancer invasion, and the localization was
more diffuse. (d) bcl-2 immunological staining:
Positive cells were localized mainly in the
advanced region of the tumor.
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JRAEL, (2) i FEH B o 10% LT %
LD LEHNY 72y S Tho72, (3) BRIIA
HHETHELEH L GOWIZILE 5T a (Rl o
bR L SN D Ki67 13, (4 AESROWEN:
MR X7z, (5) apoptosis HHLEE b 72 698K
FICT® % bel-2 &ADFEBD D Y,
7% —43F integrin f1 DIEHAEG L vy, i
TRNMAETH 5, (7) FEKPE EADIYEIEAE D T-&
L T integrin p4 OIEBAFED H N7z, (8) T Ol
Y7y MIBERFHETTHORTE LD, FHUKH
EE Z 2 72N & LRS54 2 LD CTH
o7z, Lo Zeigfilapel & L C o4 OFEE % i
ATEY, HHRTH L WHEEIRIE SN TV,
AMFTE T DOBIGER A 5 [ [ EIZ 3BT p75N6rR
P ER D AF A A iR S, & OMIBLEFNZ Lz o
FERFICR L, Ki-67 BEETH D, —HBIEFEEEC
bel2 ka4 5 2 &R EN7z. IRH DRI
BT Kunimura 5 O & —HLTHBH, £l
BEVZ31F % p75NOR P V1 SRR o s £
LI, OB EE FRICB A EMBTH S
WHEMEDS R S 7z, F 72, p7bNorR g, o )k
KB THBHEOREE LTAHTHELEEZLD
nrz-.

2. dysplasia 885 LUEEBICH T D5

dysplasia #2817 5 p75NCER RPN, g
BB B AL USRI 2 & FL 7z 28, —
{if T p7HNIR KRR AN SR % D 72 2~3 e L2 B
BEANLETLHEO LNz, F72, bel2 Bt
DD p7ONIR AL 2 E FBLLTB D,

IR PR LBl bz, —J)

Ki-67 FptEfiieid, YHEZEoMoHE? 12bdH 5 &
912, dysplasia R O ILERMIF 1/2 % BRI F
AR50 LTz,

FEBIC B VT, p75NeTR o FEHLEI R LT w iz
LOHEL H DY D, RWIRICBIT A% TIE, 24
Bl 4B CTHREFRIZ BT p7ENCR D IE B A B, £
DR, FOWELIZL DBV ED 5.
pTla #5 D ml H % W id m2 i<k, B Lk &I
USRI OAM T L Twa6a L, Fkilk
DERGT D7) OVF APEIC p76NerR Bk % 529 % 1y
e o7, F7-m3, pTlbFEEko p7oNCIR ) 5E
Bldml, m2#HICIbi LCyy <, SRR L &
Jeg DA i < FEBLS B IS B - 72, FioiE

WP LB X OVREFRACEIS BT D p7HNGTR o) SE I

(8)
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TRIZ BT % p7oNOR BRI O F AR, B D
VBN BT L EE ORI DL S 7225, F DRk
FERAE <, FEeE T IR 3 A B B -
7=,

Pk Z &g, #3840 #WIiz i p75NerR Bk o
ML 2HIH U CTHREARR O ILHIPH 2 L od 5 25, HE ok
JEAZ A 5 T p7HNCIR B PE SR HI DBE A& A & T
S TWL TR RIET b D EE X B,

—7J, bel-2 BPEMNEIX, ml, m2 $EEE Tk
p7ENCR B PRI 0 S AE & — 303 B IS B > 7298,
m3, T1b¥iiBTId, K Ui AE S Rk
2% 5 2 EH% <, Koide 59 12 8B1) 5 i & [FAk,
FENBHE D T ORI D 5 IR F A
PR Bk ir b & 52D, p75NGIR Bk Ml i o0 IR AE & 1%
Wip Tz, F72, Ki67 Bptkiileix, Tla, Tlb
B E DT, RO T AYEIC D B A1 D -
7z,

IS DOEIgE, dysplasia i, ml, m2¥EFETIZ,
p75NCIR Bk RN 4 [ 28 bel-2 Bath, Ki-67 Bk & v
)W & I P oA LRI ADbERF>Tw 5
EHERLTWAS. L2 L, m3, Tib¥E & EaiE
1351220, EOMWEIZMIGL T &wv) kg
PERREL TV,

DLEofER KD, p7oNCFR R LI o> £ i
HECBU A HEIIUTOIIICEZLNRS. OF
0, AL T 3 % p7oNCTR Bk 3 T
& HR L 7ok, BRI 5 L CaE LRI A
T 5 L9120, W TIHMENZ L. 840
WoRsMilglx, R2ZMIEE LT p7oNerr [k &
V) PR MERE LBIZE LT B 98, okt i
LRI EFOMEEI ST EwH M TH
bH. TOZ EIE, dysplasia i, B I ORI BT
% bel2 ptEfiieo@lgir s b EMTF O D L& 2
sz,

FEEHE OB L m3 LR DR T,
Wit LA L, THRE(ICORD D 2 EDAS
NTWD., FEIREARE B X ORI TR o) > 8io
FFAED ZRE L 2T E R 52 2s, m3 LRORE
T p75NeIR 3 EifiE b 5 b v ) ARFFEIc 1T B Blgs
RRIZPRZRNE A TH Y, 5B S I
&, MADPLETHLEEZ LN,

RIFZEDKEHNL, p7ENCIR 3100 SHER ML & [ Bk,
RSB O P AHERF B D B B O FR Iz 22 B &
5, MBAEMFNE X 05T B2 RE > S 54

i

562k

1) N
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e ) positive portions

Fig. 6 Localization of each antibody-staining in esophageal carcinoma. (a) Macroscopic observation of forma-
lin-fixed preparation. (b) Illustration of a HE-stained preparation corresponding to the photograph of
formalin-fixed preparation. (c) p75NGFR-positive portions. (d) Ki-67-positive portions. (e) bcl-2-positive
portions.

(9)
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IR E FJEET, [AIREIC p75NoFR [l i
FEROPIIN B R 2RI LT D 2 L 2R

FTHLDTHolz. 72, HEMEEREIIEIT5
R o> HE S b [ R IR S 7.

] G

1. EERIENE T 24 Bl O EEEA 2 H v,
p75NGFR, Ki-67, bcl-2 BDOBO D IEH L& F %,
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Expression of low affinity nerve growth factor receptor p75N¢f in
esophageal epithelium and esophageal mucosal-submucosal
carcinoma and its role in the maintenance of regeneration and
carcinogenesis of esophageal epithelium

Sumito HOSHINO

Department of Surgery, Tokyo Medical University, Tokyo, Japan
(Director: Prof. Yasuhisa KOYANAGI)

Summary

The localization of low affinity nerve growth factor receptor p75N“™® in non-neural tissue has not yet
been elucidated. In this study, the expression of p75N“™® in esophageal epithelium was immunohisto-
logically examined in 24 patients with esophageal mucosal or submucosal carcinoma, and its role in
the maintenance of regeneration and carcinogenesis of esophageal epithelium were investigated.

p75N¢"-positive cells were observed in normal esophageal epithelium all of 24 patients. It was
recognized in the basal layer. p75N“"™-positive cells in the esophageal epithelium were Ki-67-negative,
and some cells were also bcl-2-positive. These findings suggested that these cells are stem cells in the
esophageal epithelium. In dysplasia, p75N¢™-positive cells were also localized in the basal layer. In
malignant lesions, p75N“-positive features were also observed in all patients, but its expression tended
to decrease with advance of malignant disease.

Therefore, it seems that p75N“™-positive cells are involed in the carcinogenesis of esophageal

carcinoma.

(Key words) p75N“™R, Esophageal carcinoma, Ki-67, bcl-2, Stem cell
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