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Summary : Immunohistochemical detection of estrogen receptor (ER) in paraffin
sections of human benign prostatic hypertrophy (BPH) and prostatic carcinoma (PC) is
examined. H 222 monoclonal antibody (ER-ICA kit) against ER was used in 30 cases of
BPH and 50 cases of PC. All BPH cases were positive for ER, whereas only 489% of
malignant cases (24,750) reacted with H 222 antibody. Positive rates for well-, moderately-,
and poorly-differentiated adenocarcinomas were 86%, 6494, and 119, respectively, indicat-
ing correlation between the histological degree of differentiation and positive reaction for
ER. Moreover, 15 cases of PC after estrogen treatment were also examined and the
histological effect on hormone therapy was investigated. Effects of estrogen treatment
were poor when cases were negative staining for ER before therapy. It is suggested that
ER immunohistochemistry has a new prognostic value in PC in terms of the renponse to
hormone therapy. In addition, proliferating cell nuclear antigen (PCNA) and argyrophilic
staining of the nucleolar organizer region (AgNOR) were examined to determine whether
ER status related to cell kinetics. PCNA index and AgNOR score in poorly-differentiated
PC were higher than those in more differentiated PC. ER status in PC seems to be
correlated to the cell proliferative index.

Index Terms

prostatic carcinoma, benign prostatic hypertrophy, estrogen receptor, hormone therapy,
PCNA, AgNOR
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ProEx g s L C ORIz AR, 19904E 1 B X b 1991
F12ARCERREIEXR, BIERERE, BI=2H
b2, BAEREWRERZ 3\ T Transurethral resection
(TUR), WZR&RME ORNLREH AR X » T .
RS DEARIZTNTI0 Bhr <Y v EERCUERS,
N7 vEBE LI, 3~4 ymZEH L Zo
RS 74 YRR E LTRY, RERERETT S
fc HE $BEAR THARBR SRS, BARESELH
MBBRIEES R - e ABREN S EGE SR
(WelD), H45{bE (Mod), EAE (Por)) %47 - 7. 1
B T EEA R IR BB A E 30 #1 & Bz IR 50 #l(Wel
7 41, Mod 25 5, Por 18 #1DC, & ® 5 % 15 BIORIILER
% (Mod 10 4, Por 5 DI\~ Tidk v & v BRERRIEL
DR A 7. SEEIR 55 B S 89 B TR 70.1 5%
Thote. ERFNIBERMTIC X > T 5 AlOKRTAER
MELR. ThbnR5 7 4 VERCHL, UTFok
BEGE B OWER B AT - e,

L /357 « »BEBORIRERICH TS ER OFHE

1. ER o#His&s

ER oBH&ARLYEHE T BRI wTfT»

TW592, BNZRES LR o &M B L.

1 #LEDRE
BIALE & L C 73518, Protease: 0.1%, 3
%, 5%, 010 %(Sigma : P-0384), DNAase I : 2
% (Sigma : D -5025), Trypsin: 0.1 %(Type I,
Sigma : T-8003) D 3 fE¥H T, &KEE 37C, 10 0H TR
S, HERIRE L.
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2)  —RIUED KIStk DR
—RFLRE H 222 Pk (ER-ICA Kit : 0.1 ug/m],
Abbot Laboratories) # V>, 0.1 ug/ml OELE CTKIG
B FE1 (60 4, 90 43, 120 4, overnight) % O Kt & B
(4°C, 3TCORE X THEBHRH L.

ER Ot FHERA S 7 4 vERER A5 7 4 v,
Tris-HCI buffer(pH 7.6) TLE#L,, 1% H.0.&% »
& 7 — V- THREAM peroxidase DEREZRTT, 0 10
9% Protease “TRILE % 37°C, 10 5T - 7. EESHE
M CHERMEISEREL, —XE4% 37C, 2KH
TRIGE R, ZXkFE(EAF L7 » + 1gGH
&), ABC complex(ABC Kit . Vector Laboratories)
13 37°C, 40 T4 4 JIG & 1. H#ic, diaminoben-
zidine(DAB) CHEIE, <4 ¥ —D~< b F>V VT
Btar L. fok&iamic ER BEoAEEBy
Bt tr—nELTHBY, Bavir—n1ELT
—XFfEDII b 12 Control antibody (ER-ICA Kit) %
s &%t ER 0¥E B BECREIhRE
Feftifa & U, B bR iia (B MR 100 {ER, BEHEMias
5 %L TFaEM(—), 5~15 %xiEEk(+), 15~25%
PREEBE(+ RO B EEiREE(+++) &
L.

2. ER o#3EEHE

1D BIZBEOMSRSLE & ER ORBLR OFEE IS
i

FE D ERBEEFEEC, BZREOBBKRSLE &
ER 0 RB K OFE# 5510 B LBRS 2 L e,

2) FIZBRERMHBERZYH GBS LE L ER 05

G

BLIREFHW TH 9 7 4 vEEO KXY A
DB 5 Bk L, AR LEEIC X 5 ER BEOER L
53 B FEBERES L 7.

3 ArEVvERECHTLHRE ER 0XE

FVE VEHERIR THARK O TUR TR Lot
7 7 4 VEBEOHNILIRER 15 glicskt L, HE 6 TR
B DM E R OVBHEE OB E L HET 5 &
Edi, BENSOEMICRT S ER 0 WERE 21T -
fo. BE, ArEVIREOYRBEL U LB AWMRE
B, BARAREZSFEINIIREREEGI X 586
HBRERLSAVORTWS. & 2 ARERHIERSR
L e BRI ERIC L - TBORBNIFTHY, B
W Ef, & Ef, » BIRECHET 5 2 LR EEER S &35 5.
DD ESENTAEZFIBIL, Ef, Ef,& 50T E(+H)
L L, EZBIEfLE Ef(—) LRREL 2B T, Hr

& v % ¥ 132 14 6 A diethylstilbestrol diphosphate
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(Honvan ® )€ 500 mg,day O¥IRAI# 5% 30 HHE,
1 %53 chlormadinone acetate(Prostal ® )¢ 100 mg,”
day % 12 BEZEO#E5 L.

II. /857« IIEORRERIERICE T 248
58X F (PCNA, AgNOR) & ER & NBEGE

ER O 8 & flifaEEeE & oBEEZRF T 5709,
PCNA K0 AgNOR iV, ER #H Lic 574 v
IR IR AR R U AR ARG B b0 2 7.

1. PCNA #eH D 4ME & ST

¥i PCNA #itk & LT, PC10gG 2 a, mouse mono-
clonal antibody, DAKO #) % fi\ 7z, Z OHEBIE
BETRELEREE DD, FERE R ORIGRE
R L. BEEEIE, 100 6%, 300 f%, 600 5K 08800 f%
EHFRL 7. KIGREREL 30 4, 60 5 R 0090 5 &5 E
L, KSRER3TCRURR TITo . Thboifae
DR THEDRELLLRENBOLN D EEEZREL .
PCNA ozt 5 7 4 vOIF i 5 7 4 v1&, &
KTHEL, 0.3 % HO, 2 Eds 2 £ 7 — A THEM: Per-
oxidase #&FE Lz, 0.05 MTris-HCI buffer(PH 7.6)
TEE L, EEEME CHEERMRIGEREL, —
RIEEEFHEE T CRIG ST, RPN 37C, 30
4, ABC complex 13 37C, 45 5 TERERRIGE &
7o, FEZER BT 5 B E L ik DAB
V, BB~ ~ FF ) v TOfTo . PCNA AW
MBBERERE DR 5k & LT, 100 E R R Mia(E 7o
BRI O 5 bBE AR AR E S hic /RO
¥ % Labeling index(L.I) & L, #EESILER OER ©
FBL & HBRES L.

2. AgNOR D#EH & FHE 5 v

AgNORLBIZ 2% DY T 5 v & 1 %D FER% HE
Lic A& 50 % DMK O B % 1 2 CRE
LBl # B> TifT Lie, Rt diEE ofty, ZiR
T30 RIS S @ e, R THRER, Bk, B

o B

HALL. WYY X% HAVCEHEE T TR0 AgNOR
& 1EMF 100 EoMECOWTEB L. &R
» AgNOR 1 dot ¥47- h OTEFE(AgNOR area) i34 ) v
S ATEGREFEEE(HA 7 €4 = 2 2 #SPICCA-TD %
FBCEHRIL 72. AgNOR score (%, Z8F D 1 EORA
AgNOR 0 F#dot # & 1 dot 4 h DFHHEBEDOE T
2y B el

& R

L. X5 7 1 VEIBEORIARERICH T2 ER ORI

1. ER ofH&H:

1 HIREORE

BIALE & LT X < & h 5B 5 Protease, DN Aase
J O Trypsin @ 5 % Protease D L35 T, EEIX10
% D3RG & 7R L7z (Table 1).

2) —XHEORIGEME

B TR RTALE CALEE U 7e R, H 222 ko UGSt %
BR LI LA, 31C, 12050 MBHEERL, R
37C, 90 B AEEEM AR Lch, kT RCERTH-
7z(Table 2).

2. ER OBREHR

1-1), 2)26148 bRl e 4 TR ZIRAEXE
30 B & BINZARSE 50 Bl ER o %17 - 7o,

1) ER FH & EBFSLE

Table 2. Comparison of immunohistochemical
staining for ER according to different
temperature and incubation time

Temperature ('C) | Time(min) Staining intensity
60 -
37 90 +
120 H#
4 overnight —

Table 1. Comparison of immunohistochemical staining for ER according

to different pretreatment

Pretreatment Terperature('C) Time(min) Staining intensity
0.1% 37 10 =
3% 37 10 +

protease

5% 37 10 +
10% 37 10 H#
DNAase 2% 37 10 —
Trypsin 0.1% 37 10 -
No pretreatment 37 10 —

Protease . type XXV, DNAase : type I, Trypsin . typeI
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ER ORHEEX K& SBHRGE~+++) LBEHRE(-)
o, R LE B ER BBMR % i35 &, 8
SZRRAEKAE 30 4L BB (100 %), BIAZERE CTikE
AT 7 Bk 6 BI(86 %), Mk 25 iR 16 41(64
%), FOMESALEL 18 Fild 2 HI(11 %) TH - 7= (Table
3, Photo 1, 2, 3, 4). Tich b LEIMEL
B ER BUER I FBET T 5ERE R L.
¥ BHR B Mao HBHE, 74D immunor-
eactivity THOHE L 7o 3 —EDERIIR X 7ah» . BIL
HRBBAHE I OVBISZ B D &R TL & ER Bk BB D4
Wi % Table 4 R L. HEBME CABE R O

ER BH:HEABBL, —EOBEMIZRD bhinh o

2) BIMERERHER Y H GBS LE & ER 05
i

KR 5 #lo HE Yefaic X 5 Ekz a2 Wz Owiaz
BRIEKFE D 4, @BIZIRIEAAE + B LA RRE, iz
BRABAAE + B oL BRI + R L EURE, ORINZARIEX
iE+ AR LB RSE, R OQ@RIZIRIEXE + &2 LER
& + Ao LB RRE + K5 L EURRE T B - /o, & mapping
(Fig)wwmd & 5 wm—EA AT b EE oMk 5L
Eon#EIX - TERBEMAO MBEE Ry, HH
DFER L RS LEME RS ER MR 7o
WO ERPE. ¥ @D mapping ILRT X 5 12
Urho IR © b ER [BHERIIORE & et MifafE 2 B4
THEVIERLEL. Larl, MIREHEHEZT5
FHEIEDL 3, HBSLOoBNDDORELITL S
723 ER B %R T d D3 et

3 ArE v %R E ER ORE

v VR O R W R ERE 15 FEBI D 5
B bE2S 10 B, ESLELA 5 FITH - 7o, Fobdy
DFT, ERBHEGIS Bl 5% 4 6180 %) ikk L€ v
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EREThote. LU EREMEFANLSHIE S AL E

VERICES TH - T, ESLETH 1410 ER B4
R VRIRCAERTH - by, Bl 4fIRuThd

2T d - 7(Table 5). iz, Thb D ERBHSICS
T immunoreactivity 2B U T, Fe{&5 b RRE
EH(+H)~(+F+H)EFEER L, MEEETR L.
PEX b, B ETH - T ER B PEELE

Table 4. Age distribution of benigh prostatic
hypertrophy (BPH) and prostatic car-
cinoma (PC) with ER

PC ER
Age BPH
Wel Mod Por (+) (D)
50~59Y 1 3 1 0 4@ 1
60~69Y 14 0 9 9 19(5) 13
70~79Y 14 3 11 6 2511 9
80~89Y 1 1 4 3 65) 3
No. of 30 7 25 18 54(24) 26
total cases
Wel | Well-differentiated, Mod : Moderately-

differentiated
. Poorly-differentiated adenocacinoma
. The number of PC

Table 5. Relationship between ER expression and
the effect of treatment with estrogen in
prostatic carcinomas

Histological ER No. of Ef(+) Ef(-)
type cases
Mod + 5 4 1
- 5 0 5
Por + 1 1 0
- 4 0 4
Ef(4)eeeee Ef, and Ef,
Ef(—=)-eeee Ef,

Table 3. Immunohistochemical staining for ER according to
histological types of prostatic lesions

Histological No. of Incidence Immunoreactivity

type cases %) - + H 1t

BPH 30 30(100) 0 10 14 6
Wel 7 6(86)2 1 1 3 2

PC Mod 25 16(64)® 9 2 4 10
Por 18 211D 16 0 1 1

(=) Negative (0-5% positive cells/100 cells)

(+) Weakly positive (5-15% positive cells/100 cells)

(#) Moderately positive  (15-25% positive cells/100 cells)

(#) Strongly positive (More than 25% positive cells/100 cells)

a) Significantly different from BPH group (p<0.01)
b) Significantly different from Wel group (p<0.01)
c) Significantly different from Mod group (p<0.01)
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Fig. Schematic localization of immunohistochemical staining for ER and histological types of
prostatic lesions.

THBIEFICI T HALE VIEENERTH D & 2R
B BiER BB/,

1. N57 4 BBORNIRESIERICE 1T 20k
H#5EEF (PCNA, AgNOR) & ER & (R8E

1. PCNA #H 0FHRE

PCNA #H Of#dt 1, —XHiAEPC10) D 100 £
ZRTER 60 4, 300 AR TER 90 4, 600 MR T
37°C90 2Tl b L5 Ll feta v’ S hvic (Table 6). 4
Ex—X 2R S ERETH B 600 5% AV, 37CI0
DR IGEMHT PCNA #H L.

2. MBIBEERF (PCNA, AgNOR) & ko LER O
ER %3 &L 0B3#E

W

@D
o ®
O

@ BPH+ Mod

® BPH+ Wel + Mod + Por

[ ] BPH
Wel
Mod

B For

Table 6. Combination of appropriate conditions
for the PCNA staining

Dilution of PC10 Temperature (C)  Time (min)
1:100 room 60
1:300 room 90
1:600 37 90

Sk L Bz PCNA o LI 08 AgNOR @ dot #
BRIE Lok R, PCNA CRATZEIEAE & &t o
BB CREBREZ IR b Rich - eh’, hbl, EH
(LE L S ALEMET T 5 1eoh LLAEEIE 7 518
%7 (Photo 5, 6). AgNOR o dot $% Bz
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Table 7. Cell kinetic information on benign and malignant prostatic lesions

No. of PCNA AgNOR
cases L.L dot/cell area(um?) score
BPH 30 1.14+0.33 2.57+0.30 1.12+0.45 2.88+0.72
Wel 7 1.12+0.54 3.02+£0.19* 1.26%+0.23 3.28+0.36*
PC Mod 25 4.17+1.68* 3.66+0.57* 1.45%0.44 5.34+1.21*
Por 18 6.55;"_1.89* 4.10+0.78* 2.19+0.40* 8.95+1.42*

PCNA : Proliferating cell nuclear antigen

L.IL : Labeling index

AgNOR ' Argyrophilic staining of the nucleolar organizer region
*Significantly different from BPH group (p<0.01)

Table 8. Relationship between ER immunohistochemistry and cell kinetics
for PCNA and AgNOR on prostatic carcinomas

No. of PCNA AgNOR

cases L.L dot/cell area(um?) score
ER(+) 24 1.45%+0.72 3.53+0.46 1.31+0.41 4.64+1.46
ER(—) 26 6.65+2.96* 4.08+0.82* 2.05+0.45* 8.42+2.33*

*Significantly different from ER(+) group (p<0.01)

BEAAE 2.57+0.30, BINARRE CIXESLE 3.0240.19,
H4{LE 3.66+0.57, {E4LEL 4.10+£0.78 L {ES{LIT
b &b REL ok, &5 AgNOR area,
AgNOR score &R LE & % EBHRE L -8R,
AgNOR area, AgNOR score & & IZ{LEE DR FT A
BWBELRR L. i, FoMERIE AgNOR score 43
dot = area I HLA~AHBEBAMR AR B E L\ & S KER
BB hi-(Table 7, Photo 7, 8). —Jj, ER D&Hl
LHIREEER T L OBIE Y HRE Lt & & A, PCNA,
AgNORC(dot #, area X 'score) WFhizk\~Tdh ER
O H REER X ) FRE(<0.0DEWHEL R
L, HMBHEMEEE & DB %R Lic(Table 8).

% %=

B 3Z iR '@ % 1 %5 ER o #F 7 X RBA(Radioligand
binding assays)#¥<°, EIA(Enzyme immunoassay)
HEOWi ST TREH I TR Y, TREETR A
WCHTIZERA D ER 0 RFEM R A @G D ShTwb
L L7e2i b ER-EIA % W7 JI%E X, BRSO
DRNZBRAEAAE & b MBS E O ER 3@ - e &35
b 022, ER-ICAtest T, BIZIREICIL ER 2@t Th
Sl ETHLDY, HHWIHECEIRDbRILr o
TedTHH0WEE, —EDRMIBLA TR,
Z DG RNTSD, ER 23R B o SRHES M a7 ig
iR OSE R R EEMRC S K FEL, BEK
R EERD b inds o fo &3 BG4\,

4[a], 313, Greene HVAMEEL LT, H 222 31 ER €

V7 m—FAFEERRWSZ LR 5T, Bk OE
BRAOEERET S - ENTEX . Cokifkite
S BERTH S MCF- 7 OfileE S E 2 bl S hi
/7R —FAHBETHY, TOREHITFLIRT
W51~ — B IR AR R WA B E RS, &
S, SHERTRID, 774 VERTTORENTEE
iz o TERD. SEOBERTS, FILEBES—RIEDK
INRER ORIEREZHRET S LT, T4 ER OB
W2 HIE T %, REMaME « O heterogeneity #8225 L5
fe. ¥ 7c ER B OHECOWT, fERR AL 16
THHNEBHE L, 5~10%oMiaEERs
cut off fH & L8023 % % 5%, —EOHERLEILE
F 5T, SEOBETE, RENL3EFCKT
HEMR B MY X O, BB 100 EoFhhnb, 518
BlE®HsBED(5 %) 2B (cut off fB) & LA, Thix
Btz v b e — ABFNTRT, ZOEUTOBRMERTDH
ofeZ LERHEKEL L.

BRI 315 ER &HMBRAVE & DBIEIC DT,
RNZIRIEAIE T2l ER BB TH - ey, Wizl c ik
ERBBHRMETL, LadSMLEMEL b ieohiE
T+ LW EREBI. BFED L A ER LHIIRE
DIARESE & OB R BGRE L & 17V 23, AR I
BAL Tk, FEELEoSLIE R AR BHEAIRS <,
R VIREODHRS COFICE VT AREND B.
FrTEbiz, EREB &A1 EvEELOBEIO W
THRELK.

AN J6 1 % & v & VIR 1L, 1941 48 Huggins
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DOMRBLACKRENRE =2 b v 7 VEFHI OGN FL
LigoTEle. =2+ vy VEIOERE, FEN—TEE
REEAL=LF P r e v GBHEIENALTCT v Fr Y
VERBS I LMBENER L, BBRACETST R
P AT e v OREERT, 5 a-reductase G w FHE
L, "M FaFR AT e v OERYEIET5 205
BEENERCHRERZBET S LEbhTw5. Lal,
= A b vy VEFIOZHRAEIG T X HRIREE, Ak
FEEHAEDE S DT, ESETIIERRD - T
DEFRENE N B, Fh, hAE VIEERH
FTWHHCERTA2EE6 LD, ToBAOEBE X
BRI HEAESE It - TWB 2 E 0% L, Ibi
MZBREBFEOTF A4 FrF 2 b 257 v v AR
PLTWBEELRTWAEY. ThbOBFIZOWTIX
BIZBRMERR D & v & v IR O FERC R v VIRFEME D
i, BRORTH BB EREbnTE k. BEB®
v, TERBIILIRE A v v R & BT
PREFEL, wrE vERICX o Thve VERE M
Wk « 5T A M, ke vIEFIMIBE LB
TET 5 EDRBAEILTT B, —H, IBANXT v F ey
VARIEHEIEE 2 LI L -k & A, 2 b FGF
(Fibroblast Growth Factor) ¥R F &4 W L T\ 5% Z &
FRELE. ZORLLEBLOHE I bIc—HiED,
Z O FGF #RERTF 2 H b O MaHEIE D 5 E AL E
VIR O ML HEIE X R B1cd, s VIR
LEHMERT I 55 &0 5B LWMEBE R T,
Z DGR 7 EOFEERERBOFELEL LN TE
D, HiBrr e VvEIOBRENEENDET Y5 &R
LZDicdh v VIRFERERS L THHEDLH 5.
4Bl EETE, O ER BiEMRL, SIZRIBAER X b
FACEOEEICE N EQ— > DRI IREREARD 5
RE—5MLE OFEMEBPIC S ER MR & ki
BNRAEL, EHL7cERoMo < ER BikMifanZz L
WZ &@ ER BB S EBNC A L' VEREM X <
RIGL T35 2 @ ER B Miai T UEE
BMEWZ L ERBD Bt Bk X b B D pMRE
T HENLIREA O A v B & R DR
ED, A VEFRECEREORERI Lo T\Wb T &
PR R I NI, FLT, FOANEVEZMEMELE
LTo ER BBiEMIas, e vEEDROBEEDIFE
CiehBosLFE2bhle. RERZOFALVEVEREORRE
BELLTE, OB F I FeF R bRFr VD
HIE  BERICT A1 F T A b AT R Y OBRSE
B, ArEVEECX RET 5. @ AR OBISE ; 7
BUEBESEO AR O % \EFNIZ ERIM AV v IRE

o &

CRIGT 5, e EDME3 55, T, METwT 2
F vV OBMERINIIREO FEHEAB LV I REDL LD
ha. Lal, WIhb S KECLETH-7 )
BRI TN D THEENE L, BB THESE R+
LV VEREMEDOTFAENRD bR TE . FOHE
BT, SEIZEETo 4 ER OHIEE, <5 7 4 VEIF
RIATE DL, EOARED I DAL E VEEDOR
IBEGHICEL TWHZ EbirrE VEEOF L WA
RIERELLCERATH Y, $HBIOITEMNZEN LR
BT & & THERWCEHT 5MERD S0 &
Zzbhie.

ZD X5, ER &ALE VEEDRBEMEILE R
Shieh, BNZBESERE IS L5 F DNk &
DB EZ I BN WHBETH S, Zumoff H2923 13
BomE+ Ve VvREYHNEES L EFECHEL
fedZh TAVATRY, TAAFRTAPARAT RV,
anFV—n, FO=zbuifvo 4fEizonTiE, 65
RAMORNLIRREES L EEEOMCAREXRE L
2, 65U LTI EBERIRD ot LTW5. T
TR B RINIERE b PR & AR, BEE & EFE ORRR
R s EELbRTWA. Lirlianh, SEOK
BT, BIZEE OB SLE X O ER OFED I
DEFEWINC X HHEBIFERICHERD bhioh o .

%z, ER 2MAROMLE LB R 2 L 2D, N
JEBE & DBIEAHE L. MIafERE oML LT T
7 4 VEIRE RS DT, PCNAO< AgNORVAH
BOE X SFAEhTwb, L ERMNRERE LT,
PCNA Tix L1, AgNOR TiX 1 BN %
dot B HEH I TW5B. LaL AgNOR itk \»
T, $ERD dot Uz X % FHMli 72 1 CIIBRERE I S h
505, BRIE LD X 5 I RiEtEREs &8 & oERIc I
Vit e W HENRD D, dot B & dot HEE D TFHE
DFE(AgNOR score) N FDENCERTHB LT HE
B9k 5. 48, Zh b oRIaREAERE © 50 & BTz IR ic
BWTHEBRN T 57D, PCNA K 0P AgNOR % HETHAE
DOIHE & U TS LE & oMEBIRHRE L. FOfEE
IRIESALEEDME L T2 B ICD MIMFEEE AS B\ MERTR L e,
LaL, PCNA iwkiF5 L1, foEGcs\THE
SNTWBEE REET NI WERR L. 2D
FRES DS, BISZERES % doubling time A3E W~ & DR
EN—HTHEDTHBHEELBRB. K AgNOR
DR O AgNOR score I 2WTHER L. Wihd
IS & DERE AR LIS, iz AgNOR score 23
dot BROERE X » BHICHLE S L oERER L.
ZDEMND, BIZIRIZE VTS AgNOR score BT
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BBHEEBE LRI, AgNOR oEREBIL Ty, Eip
PELBRBEONTNEL B EEINTE DD, L[
DEBFER L HET 54, AgNOR o R i34 fa
TE, BREIEMRORETHIED % E O« 0RF O E
PHEEISNTED®, ZoZ thbThII—EDRER
BRI HIEAZERRN TR H D EHE 25
nire.

ElEX b, PCNA KU AgNOR MHIZIRIZ IR NTH
FOWIEREDOTHE & LCRWOh B Z LR I hi- &
AT, ER ORBIC X 5 BHEEDER YRR LI, B
B ER MR O 2R R W E WO R B R .
ZDRERMS, ER ORBOEED K€ VBB
5RO FRO K T b MEEEOBE Y SRS h
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Explanation of photos
Photo. 1. Positive reaction with ER-ICA in well-differentiated PC (arrowhead). (ABC method, counterstained

with hematoxylin, X200)
Photo. 2. Higher magnification of Photo 2. (X1000)

Photo. 3. Positive reaction with ER-ICA in poorly differentiated PC (arrowhead). (ABC method, counter-

stained with hematoxylin, X200)

Photo. 4. Negative reaction with ER-ICA in poorly-differentiated PC. (ABC method, counterstained with

hematoxylin, X400)

Photo. 5. Immunohistochemical staining for PCNA in well-differentiated PC. (ABC method, couterstained

with hematoxylin, X200)

Photo. 6. Immunohistochemical staining for PCNA in poorly-differentiated PC with PCNA. (ABC method,

Photo. 7
Photo. 8

counterstained with hematoxylin, X200)

. A histological section of well-differentiated PC. (X400) : Many nuclei possess only a few AgNORs.
. A histological section of poorly-differentiated PC. (X400) : Most cells contain numerous AgNORs

which are irregularly large.







BIZBREIC 31T % = A b » 7 v U 7 4 — DSREERRRA R




