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Immunohistochemistry in Endocrine Pathology

Motohiko AIBA
Department of Surgical Pathology, Tokyo Women’s Medical College Daini Hospital

Immunohistochemical methods have played an important role in the pathological research
and surgical pathology. This article first overviews the recent progresses of the immunoperox-
idase methods, briefly describing on monoclonal antibodies and antibodies against synthetic
peptides, three immunostaining methods recently proposed by DAKO (i.e., enhanced polymer one
step staining method (EPOS), Envision system as a highly-sensitive indirect method, and catalytic
signal amplification (CSA) method), targets of immunostaining, semi-quantitative evaluation of
amount of antigen or intensity of staining, and several pitfalls in the immunohistochemistry. Two
examples of immunohistochemical studies are then introduced in the endocrine pathology. One is
aldosterone synthase and 118 hydroxylase cytochrome P-450 of the adrenal cortex, a hot issue
on zona glomerulosa and uppermost zona fasciculata and their transitional zone. The other is
immunohistochemical studies of thyroglobulin (TG), focusing on TG derived from papillary
carcinoma of the thyroid, TG of autonomously functioning thyroid nodules (AFTN) and non-
functioning tumors with the surrounding thyroid follicles, and TG as a carrier protein of haptens
and synthetic peptides. Finally, intrinsic biotin, an interferer of immunostaining systems contain-
ing avidin and biotin, is described as an example of pitfalls of immunohistochemistry and in situ
hybridization.
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SR 1T, PUR E RO RENHEE:
FIFL, fH#% - siahoRE £ 72 3RO RE L
Er¥EENC CBEREAHEDOEI LLT) A5
FHERTH 5, WK O MFE T OB R
AT 3 (HS) PO BEOFN L Y E&
b BEEI D HE AR & IV CRERE b Th
NTE, ZORTESEITRRIVEIC X 2HUED
s, RRCEBERIUEREICRE L Cillkd 5.
FEOL O BB O8I R, JURERE
M« Gl « RELREONR - FURYE O FE

£ -pitfall LW BEALSHEL, X TEMEKH
REIBEEORAT A FESGRCESE T 2BRE
FRIEOY A4 v 7 a7 ) > OSBRI DWW
T, I PEME: biotin 23RO RIE S I L
%, ARCHBHLZEZERE 2SRRI N0,
REHBIEFORE

1. PEIERERMT

B 70— RO ERKMORIER, 20EE
OHEFREOMESLEE Lk kolzl L, &
H X7 A FOFREBML ORI ATRE & 752 o 7z
Z &, PUREAMBEOTRTALIZ LD HiEsZER
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KRG SN LSkl b bz Lz, &
HIZEH « X754 FBRRHDBETH->TH,
SFEBFNHEC LV E NGRS T
S BRRCY) R HEE L Z OFRFEELDOR TS 4 K%
EEERT S LD, TREFIEE L TH-
TF VA EERET 5 Z e N HREE ko2, Th
XV EHINAELGEFOEHLV NV TOHED
T, AEHORESCERL 28D, 974
FHY o MRAEYFRR BT I NE L L, %
AR b RERESFE RS> TV 3,

2. FERM

1) Bk

TEF PRGSO HONTERER, B ML EW0HE
U7etR2 it GHEREZ &0 ) »HER
nTw3, #X@E%E (Coons 5, 1955%), EEE
(Nakane %, 1965%), ferritin % protein A-gold
ZIICH LT 2EERE, BEREMITRLZ E21H
D, BRIKE—DKE-> T, BEFEES, M
%, peroxidase-antiperoxidase (PAP) &, avidin-
biotin-peroxidase complex (ABC) #, labeled
streptavidin biotin (LSAB) ¥, ZODOMi%iEizb
72 5. peroxidase 2> T, H 5 _ERME
iZ alkaline phosphatase ® glucose oxidase % 1Z
BT AGEELE W, B DAKO# LV 3FEED
TIERO S AT ASFEF I NIz,

@ enhanced polymer one step staining
method (EPOS) T, dextran polymer 2§
FTREPE I T 2 Hi4k & peroxidase & 2 5
Hl, BEEELEROREBRT v 7T, LrbE
OWREHEEBL LB TE B,

@ERREM#EEE & L T O envision system T
%, dextran polymer X~ X @& s/a 7y
(Ig) T2k Figizwd sk s
peroxidase D 3 BEELZHIEG LIcbDE AW, 3
BRELEDDILDTH L, COHFERL SI—D,
avidin-biotin XFE L XA T ARZEENT VLR W
72912, NWAM biotin I X 2BBEHH 272 T
FWVBEWVSISEHEFELTWS ().

® catalysed signal amplification (CSA) i3
8DODEME» KD, D 5 KR (avidin-
biotin-peroxidase fREE 2 IEH & ¥ 2 ) % T

5

ZTABCHEELRICU 70X A TH L. ROKET,

biotin i3 4 7~ 4 N #{EF & ¥ 3 &, perox-
idase DREHCRBERIC LD I A T4 FBT
CHNERGERY, EBFEOERCHEAET 5. £
U CE 7R T, biotin ##&H 7 % 7291 perox-
idase 3 streptavidin Z/EF & ¥, &x& K< H,0,
% H8 L LU3,3’diaminobenzidine ZF&EF| & LT
peroxidase K& 2175 b D TH 3. ZHIZE VL

FERAEREL ) ORBOFRZ2ZE L EHD T

%. insulin-like growth factor II O P4 4o
EERTRIEOFR I DL THEV OLRERE %
RLUT. kA=Y VEENT 7 4 /AR
TERRORETH > /-5 F PO L R 258
b2,

2) AEARAAE D E i

RV ) VEENST T 4 /A X B EB DAL
BHIWEREO@EE DB ETH L. TOHE
W REREIC LIELIEERITH Y, excellent TH
LEER, FIHEBVIE LD L 28 5 DMNE R
ET 5L H 3. mRNA ® DNA O EHIRE
DRBETH 5 2 & DHER S N TB Y ek
LHHAEDLY MR IIFE»R S, —FTHER
Fatl R TR L REREESEIIOFUE D £,
Z DEEHBIEOBERIBHIC L 5, 7B
HE7ay 7 ORESH —T70°CO deep freezer %
B9 5, HBOEEEHIZLENHL L, &
FHEEZ2EDTROVRBMETH S, WAHEOF
R R D Fk & LT, AMeX #%42 EA T
KENTW3, ZOM, PLPEEX Y, Rtoxt
REBRDIPIRC Lo BB EDERNLE TS,
3) R VEENT 7 4 AR ORE
BRYE

trypsin 72 E OB BERERUEIC LD, KL=
D UEEBI L VBRI NIEERYY, PUEER
BUET 2 2 &MThbNT &, &iIE0.01IM 27 x>
BNy 77— T, MBYIF % microwave AL
(FBENELETMELIE) $52k12&D,
Z L REREBELEESI NS Z LR ER,
microwave JLEE & Bi#E & U /- gt B o Hifk
DR S %\,

D& BROEMOFRIC L Y PEFBROE
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BRbBRAEL, PEEOFERZ L CRPAERD
BEWROFRT 2. A RREEER T,
B O b I T 3,

3. RBRZEBEONR

RIVE V- ERERTF R 2 DA, MlEAy 7
TIVARENE, BB FEY R EINEELG T EY,
2 OESYE, e - S - M - MR/
B O marker B (BER%* &), MEEED
marker, &S T, MIES matrix RAEHESF 3
E, D30IV A NVAPHMEL EOMEVI DR
ozl L3 20k EOMBEBDS T k%
D—EROENLRETREE kD, RS TE
CFRAREEE T 20 FREXORE RIS %
Ho 5, ARFICHEOREER CBLTY, &
DA - MIEEROMTICRL L, FEBITYH
Ktk 5%  OFHREERBICIERTE 5, iz
EEEE O LR/ EEED vz O
BORERE, EEOKEEREE, ®vE v IkEFEHE, B
TR, MRETEORE, BEERRR S EE0
FEE 5 marker DERZETH 3,

4, MIEMEDOEEE

ﬁ@%@éthHWﬁi®ﬁE%§K9m

, T L HREMEDRE L FURENLET 2 b
@’C v, JEERRE (PAP &% ABC %) 1ZfE
BRI HARTREOEENHEE S KL Tz
WZ EPEFHINTWS, F—HEBURF ETok
BIZBWT Y, BEMLEESTE RN L% n,
B 2. 1358 D thyroglobulin (TG) DFEHEM
ZDoWT, FRERFREFOa0 A4 PO+ Y 4
kL TG ORI 2 Hikfls2, Ll
APV a 04 R g trypsin JLE T 5 2 L &
D, TG HaEMIIEMmL, TG B3 % WEICHIR
HEREBH SN T TERNWI EARENS,
2D &S FIZFEME O Russell IMED Ig §2
£ <>, infantile digital fibromatosis & 5 iJ % f
RIS AR D actin EER 1T U H L0,

—F, GEREOFERELERETI2HADES
TN Twa, HAFED estrogen receptor (ER)
DOEEDOHE 2 RO S Wb & 3 B4
ROBIZE->TITBI L3 5F 2 &, BHEMED
BEeRetOEs 2 BZE L scorefbd 5 Z &I

Lo TFHi s 2F 2035 5, HRIRFRO 204
R T4 - T3ORIZFEM T eosin et & witH
BLZWEELZ W, LrL, TG 0Bttt ot
ERLEZERZIDZOEEVNHOLER S (1
R), HERNZE, REEOHRIPH LEEY LD
B DA EL TR « Foali 3% 2 L 3%,

5. pitfall

RBLEERDF AT L O pitfall BEA
TWw3, FERRRN G, FERE LR R Y,
R R, BER D g tats & BERIE M o i,
W peroxidase #EEIC X % Ffh, avidin-biotin
EEATRIERE Y AT A E Ao BEONENE
biotin DE§E., G 7¥ 1 FEHIE L L CIER
ENTPUERIE Z DFEEID 72 IEE carrier BFIZ
TP BELTWDS Z &, 2D E0c K.

E51 : BIBRED aldosterone synthase

cytochrome P-450,,4, (P-450,,4,) &11

Shydroxylase cytochrome P-450,,s

(P-450,,5) DFZEBBALS

1, & FEIBREIZH (TS steroidogenesis

aldosterone #fRF L T2HEa NV F a4 ¥,
cortisol #XR &+ 2EHE IV F a4 F, dehy-
droepiandrosterone A& & T 2 BB M7 > K
0y 3BHEOBIBEKEARVE VIR 1O X
D IR EEBEZ X o T cholesterol > 5 £ &R &
5, ZDIBANT YV IVERODRKERIX
P-450,,s DfEEERIC XL DIThiL s, 7ILR X
7T urOEMKEEICEEG T 2BREIEIC I DA
%0, TP ELIZHEET S,
bk Tid Mornet & 5319894 2 D P-450,,5 B:&E
E=T, CYP11B1&, CYPLIB22%E L2, RiE
0 P-450,,TH A D & & 17z, Ogishima & i
19914\ M BIE FREEY DEI~IFHD 7 = /&
BEOECICEEL, BEORBERXTY AR
ZHUR L UTHKAERERER L7z, 2 OFiFi,
T AT a rEERE (APA) EBFRE7 VN
A7 usE (IHA) OEIEREORKAESEL D
FEELL 72 P-450, s BEEE DS 5, 7V AT 0
VEBREED D D — D% D AL 2P (anti-P-
450a140) . anti-P-450,,5 b [AERICEE279~292%& H D
RTTA4 R EEGRLTEEIN D TH S,
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cholesterol

P-450scc
¥ P-450:17

P-450c17

pregnenolone ————»17-0H pregnenolone ————» dehydroepiandrosterone

3BHSD
y P-450c17 ¥

3BHSD

3B HSD
P-450¢17

progesterone ———— 17-0H progesterone ———— androstenedione

P-450c21
1] P-450c17 y

P-450c21

11 deoxycorticosterone — 11-deoxycortisol

P-45011 8 /P-450a140
y P-450c17 :

corticosterone ————— 4 cortisol

P-45011 8 /P-450a 140

Y
aldosterone

P-45011 2

X1 BIBRECBIF2A7T o4 NESRORK
3BHSD : 38 hydroxysteroid dehydrogenase

2. REERENDHE

anti-P-4504,4 & anti-P-450,,s O W L4 1% BE It
REMFEDO=Z/EEFRELIVHEIN, 20D
PR EREYI R 2 Fvwic & & BIFIc g
MErFEINS, —F, BIBEKEIZIZED biotin
PEATWSDT, avidin-biotin & A Tl> % Bt
By AT ATIE, REOBIEIEMCES (&),
Z 2T, HizR®D Envision System (DAKQO) %
Awv TRERAZ T2, F6133,3di
aminobenzidine % A >, hematoxylin T % L
7o, WERMERIE, TNV T o ELERE, av
F Y NWELRRE, ACTH JMKFHERAIRIR EEX
rEETHE A (AIMAH), RERMEERIE K E/INGE
MR, ACTH IKEFHRIE KEBEE TH 5.
FEIERERT uA FEERKOLEBIE R
TBi5 ¥ %34 hydroxysteroid dehydrogenase (3
BHSD) 2 DWW T b FAIfKICREREB AT 72 (KRR
% 7 u— HiE, Oncogene Science ).

3. REEEMH

P-4504140 13 BB B E R B D —FF 12 58V 5
EREMESH Y, Bt TR P-450,.5 ©

Rttt - 3uRatsRa i (K2,
3)9, ¥ N RRER _LEOMBLC P-4504140 D H
EEOREMIIRENT, RINE - #REHE
ANF YV IVELE R ERRE L P-450,s D RERE
ez R U7z 98, P-450aac DB IX L o7z,
APA 13 P-4504140 & P-450,16 DFHZHDHEE DR
EREt 2R U (K 2). AIMAH OFEIET I P-
4504100 13 BEYE, P-450,,8 DM TH > 72, 1HICB
VTR T P-450a100 B TERIRE N OSEREE & 1,
Z g P-450, s Iz Z Lo 7z,

4, REFEOER

Ogishima & i APA & IHA O#fE#k X b aldos-
terone synthase 7 EERESIL, 2wt CYP11B2
BETEDCHT 20 L 0E#Hs s L%
w73, EFERIBEEER APA CfET 2EY
HEIEEE R &0 XEBEREOSBIT S Lo
729, L L, SEREHEBILETEIC LD R
PR It R HESERRECEET D 2 &
DRENY, b N DOBREITREERE D FE
IAEL CEL, E/ERIC X D SR RT 2 8,
APAC T E T 2 B B KB D% 4 renin-
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D.

2 TNRNRTurELERE (APA) CIEEREEHO
BATE (A-B), [FFEEEL (C-D) @ P-450540 (A+
C) & P-450,,5 (B-D) ofuiEgalt

FEEIE IR DO RIRE & HIRIE 1E P-450a00 1EHET H 2

DY, P-450,5 338 P FE 5T B, FKIKEH S 13 P-

4500100 IEPETH B3 (A), —ZF (C) i Pz h

LMFEER S HEE T ICRD 5, APA 13 P-45040 &

P-450,,5 OWH OFEEERL T 5,

angiotensin ZRIF I N T w5 Z &, ERKER
B ATE LEEORRAEDERENE N & L
THAENCHRETE ro b D EREbN S,

APA BIERIR B B B P-4504140 B ML D 55 4R
X, 3BHSD OEFRMBILETREINTz D EF
BRTH 5%, P-450a100 & P-450110 D RIEHMBALE
i, 7VFRATuYEEREINVF Y NVEERD

3 AIMAH @ P-450a4, () & P-450,,5 (F)
TR 2 H & IERS AT O RE S 1% P-450a40 13 M T
B2, —ERCHIEE T OB B IR a S
oD, P-450,p IFEEE L FEREETER I A R
RO 5,

g% XBd 5 L TEENE L, Z0HT, APA
DIHE DR %) L, FTEE hybrid g0
%R LTz DI BRI,

T BREEINE & RINE i SO DA
% hybrid corticosteroid (18-OH cortisol) OXE
ROV THEHINTB Y, ZORBITICEI %%
HIT2bDEFE 25, AIMAH 3R E&H EERA
O % & RESERERIC L 57 v v v TER
HTH 209, ZORBETENC P-450a 0 F B 13 72
<, P-450,,6 2D A% 7R LTz DI BEBRE N, 1
B 513 P-45011s D SRE LA 2 1T 5 T\ 3725,
93% @ homology # 7~ & 4L 3 P-4504,40 & P-
45018 DME Z TR T 27 v — U HilEE HnwT
BY, SEIOWEPAEBTRITERIIBL TV,

EH2 i Yq4nsn7)r (TG) @
it

TG FENHDIVHLEST, 2D
subunit » 5 K D, A4 v F ¥ (T4) ®
triiodothyronin (T3) OA& L 2 94 NRHEE
D TH 5B & & b2, monoiodotyrosine,
diiodotyrosine DT I 7 EDIFEDOBEEE L H ¥
%, &7z, TG IZFRIRO A TEESNLDT, H

—230—



4 HERBEAEESEROVAaZa7) > (TG)
T2 300~y AE Y o—VHEK(PCTG1~3) &
BURER TG e 2K AL 7 u—>HE pTG) D
FUR AR L TR LI 05 B S it

pTG (L) & PCTG2 (£TF) 134 pattern LA

LTw3, PCTGL (L), 3 (AT) d#EEDHT

BT 2 FICHL U,

RO~ —h — L LTHEELREH{THS., 22
TiE, XD 3 HIZDOW RT3,
1. BRIRENRICIEND TG 2EET 5D
EEOMEICE DO TRZENS I B O &
AFFIRIEAEEERD TG IR T 2 3207
v A8 70— ik (5D6B6B12, 4A10H4E12,
5D10F3C12 ; #h=2h PCTGI, 2, 3Lh&ED) 21E

9

Bl ZOHERO RSB ERNRE O
21T 72,

1) & o¥itk & Miles-Scientific #t D KR L 7
o — > i (pTG) 2T ABCH¥ET, B4 DR
EEET 5 HRREGER (LR - JFhfE - BRE -
R A FUIRBRBE - Basedow J% BURER « BERRRR) %
g Lz, WwIno PCTG b pTG & [EEED
mOfERaEsE s (M4), Friz PCTG-
213 pTG L\ BT WHE pattern %7 L7z DX
L, PCTGL, 313 O W BREE 2R T
F V5L, FuPEEERT EIA TR L DN
Qa2 IR LTz, RRCABEEOERIC R B DS
BV Eidal, FFEEHEBOI A P LR
manhi (K5).

2) 5® & 512, blocking protein & U TIEH
FKRIMEDRD Y 12, pTG % preincubation 3 3%
&, PCTGI1-3iz & 2 ettt i3 L < AHEK
L7z, 20O, PCTG20 Fe it DN I3 o K
holz,

3) dyshormonogenetic goiter (DG) Zi&EF
BEW L DRERBRLVEYOEESENEE S N,
FORDIZTEREDSOFRBRE ALV E >
(TSH) OEHORIEEZ 0 THIRRBERT %
bOTH %, #DHEEIX heterogenous TH 5.,
DG 7213 Z D50 4 Bl EREREB 1) £ [H
RRCFIELRE L, Q26T 70— HikThH
5 pTGEAW S LEORERAENT SN
7, PCTGIOSEREM T antiT4: Hice &
»ofz, 1T, —EORE & RMOERE
ZRIPRLER I ERL 2 Bl E FRROFIRB B S N
72(E6)., 1#ITiE, pTG & PCTGlD Gt
MR THo72. @QPCTG2IE 2Bz B W T
pTG LB REREE R L, @ PCTG3IX
FLOD3IFNCBNT, FEFICTHREMEZRL
7z.

PLEXY,D1) 2R & 51 PCTG1-3I3AL5ERE
WRREPZ DD TR, 2)2RT &£ 512 pTG
DT 5 TG O epitopes D—E %% 2 b
DEFz 55, @PCTGL-3133) DFERH» 5 TG
DRIz epitope PRBTAHLIDEEZON
5.
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gt BeRE

FE1BR
l

IEEFRMAE (x5)
l

H2 B

HEIR
HaB I
5 B |
F e B l

>~ HE L B
3 M kB Kic X 2 N #Eperoxidase® &

l

ERIMNTGZ 7 v—riifk (x5)

<9 ZXPTGH 7 u— ik

PHETVIERAMTF o F—EEA<Y X 1 g KRbi&k

3,3 -diaminobenzidineic X 32 ¥fh

AT FEFE VY itk BBEE

X5 KRATGCHZ7ou—HiRick 2> A TGHE Y o— kO fERakt

DB

TG %7 vu— v HifEsi8i8% 7 % epitope D—2 %2 TG & 7 0 — U HiikH 03
BIGE IS (&) L TG RanilEisans (F). BHE T3/ ERERE L

/4R FREBE TR TH 5.

2) FRIRBRIETS - FEENOHEREIRGE & B A L2

FORIRIEE BT B S B I FER e T b
5%, EICEEEEIERE - AR A R S
i, Plummer 5%, % %\ X autonomously fun-
ctioning thyroid nodules (AFTN) &BE X%,
Europe DiE#EELE FARREE Tld, TSH 251K
® Gs HH a subunit # 2 — F § 2 &R T D%
REBEPLUIEUITRWIZENE D, HEIZBWT
BZD X5 nEbZENEEINS, Lo OBERE
REDE W IZRIEHEM L b KBRS 11510,
B FIRBRFRID 2 0 4 N X eosin Fr 3K v
& TG ORBEREENE <, FiEIEW LBED

BnEwoBRERL, T4 T3ORELREOMED
TG LEERT D %45, FEREREME O FURIRIEE - 5 &
TiE, TG OREMNIE L TH T4-T3DFERE
BBV L WS HEOREWDEHNA SN S,
& ZAD, Plummer R OEE -FEHIClX, T D3
EHEOBREN L OPFHENITH L (KT). &5
12, Plummer 8§ D% &, HIK TEH— FEAE—FR
BROINEI D &, FEMEEER « FEAEETE R AR P
DEMEERL, 204 N b HE Jea TIRERR &
55T, auA NRREO TG O et rg
{2 D FEBD HDOREMEE TR T Z ED3% L, &
BIC, ZDIFEBTIE T4 « TIDO ISR HME
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R’r

X6 FIRMEAEERE

goiter DB GLEN
pTG (£ k), PCTG1 (K k), PCTG2 (£ F),
antiT4 (FF) 2RWIHERET, 22 THpIGL
PCTG2ix L U 72 & pattern 2 /n 5, PCTGl&
antiT4lZeMThH D, Z OPELRT epitope & TG
WD TAERIZ LW EBZREL TS,

7~ L 7z dyshormonogenetic

<, TG ORtM L OfFRER RS (7). FEBRE
'fﬂs@ FR AR R R R O IR SR R Pl Tl 2

REAGIZRZ S, IEEFIRIER & RO Rz
%{h?muﬁ% L%, b, HeEM: & FREREME O
FURBR I - R8T CIZBEESS & JRIEEE O TG &
’MﬂB@&é%@WManﬁﬁ%waé.#%
REMERZ OF S EE P RBFER T, 3 vHk

11

i e

®7 ESEEEERERPRIEED TG (), T40H),
T3 () OfEREl

EEES (T) 337/ b RiFcmsns oy, JERE

B (B) & TG E—EoFRoaaf Faaf Pl
FENBREINEDOHT, »D T4 TIOZAEITE
<, TG L DM HEEEDOBEEERL TWw5,

I —-FF Ty D coupling HBIThHIL TV
TCHEETHEHFZOND.

3. HUBR® carrier & LTHOY1Os 071>

INTT URERARTF FIxt 7 5 JiEERLERE
T, TG EHED carrier & L T2 GIET % &
SHEbhs I enbd, Z7a—HUAMERD
BEFEEIRNEZEE, ZOPEEREELRLT
TA=T A=A 7L ERALTREL VAL
Galb D, s TGS ZDhikficgEns
Z E3%H %, insulin-like growth factor I % en-
dothelin D FERE L ETRELZZETH S

Z®0 TG X3 2D Sffiid &y, carrier
EHZFFOM, TV Iy, SFTOEY, NFE
7 = (keyhole limpet hemocyanin) 7% £53
Ebis,
pitfall & UL TH4{FA biotin

biotin & vitamin H & & ’EIE N, EAEWNO B
Ml % F % < O, RN THREL DR
FLCFIEL 9 %23, % < @ carboxylase D%
TH?dIEMD, RRRICE CRIBKE LN
[ig85 D712 oxyphilic cell, oncocyte & % 0 JEE
¥ L T® oncocytoma I2% { FFEET 3 (X 8).
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8 EIBEKHE® biotin ©FFE
HEEFFEY] F % streptavidin-peroxidase ¥ incubate
% £ AR biotin DFEIC L D RBEI NS (). 1
FeaHehLUOI0%FL) VIAREET 20K
IMEHIEI S NS (), &R~ Y VEER, B biotin #i
HERBOTREBETED 3 LRtz T (5.

avidin-biotin 2 FA Y A F A THRIGLME F 72
iJ in situ hybridization 2175 354&, &K<V >
EE#FLTid biotin @ avidin & HEITEb N S
DT, WERIOREMEAL TLW(XS), L
L, #2820 2356 WHFE27 € >
Ly /= NVTEELTHEER, BB - N
Bz 1T U &35 EEMEBKRTIZABCER
LSAB #E TIENRA M biotin 2 XD L 5 2 L4
HEDIH 5P, biotin @ avidin FEEMH T TFL
D 1ffiTHh Y, avidin D biotin FEEHE X 4 T,

& OB EMEIZFEFE CEETH 20T, FTAK
M biotin i &t L, avidin 2 KIE X ¥ 5, X IZ
biotin Z{EF & ¥, avidin @ biotin &&& M % 20
S®3. 2O E LD, Rz 2 KUK, biotin fE4
¥15°, avidin-peroxidase, ABC &2 EH I ¥
TOHRIGIFREZ 5720, L LEEFRS 1, #ifE
HREVIF 27 Va3 —)v - 7 b VERRAE CE
E L7z 0 in-situ hybridization OB T, WA
1 biotin % block #1270% & v A 7 3 F80°C10
5 DD WEFE T, avidin-biotin &1 D EEEHS
I VIEBENY 7 F AL T3 2L ERLT

WA Fi, R ) VEIEMETLERIR
biotin {& % 7R U 72 microfilamentous 72 #f A {&
289 2 FRIEABEREOIERIOL, EREOENE
AMEZEHT 5 R CHIRTENERRE SN T
VW%, avidin-biotin ZF A Y X T ARFERHYT %
e DKM biotin NOEBIZEICLETHY,
oy o=V EBREL ZEICX D 2O ETT
INRETHD, FhIDL> REEYHT T, B
BES PAP i, B &EER# (Envision
System) ®EHET50b HETH 5.

X M

D EIE—, PIR—TER BEHEE FIR ¥
PR, EFE (1992)

2) Mornet E, Dupont J, Vitek A et al: Charac-
terization of two genes encoding human steroid
114-hydroxylase (P-450,,4). J Biol Chem 264 :
20961-20967, 1989

3) Ogishima T, Shibata H, Shimada H et al:
Aldosterone synthase cytochrome P-450 in the
adrenals of patients with primary aldoster-
onism. J Biol Chem 266 : 10731-10734, 1991

4) HEPTE, ALK, WTHTIED © Aldosterone
synthase cytochrome P-450 & 118-hydroxylase
D FIERABACF IR, HRE S 85 208,
1996

5) Aiba M, Suzuki H, Kageyama K et al: Spir-
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