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Atlas of Diagnostic Pathology (12)
Endocrine Tumors 1: Pituitary Gland, Thyroid Gland, and Parathyroid Gland

Motohiko AIBA
Department of Surgical Pathology, Tokyo Women’s Medical University Medical Center East

Endocrine tumors are examined from the viewpoints of tumor pathology and functional pathology. Ade-
quate sampling of the tumor and nonneoplastic part is essential for a histological examination. Immunohisto-
chemistry, in situ hybridization and FISH, and electron microscopy, in addition to hematoxylin and eosin mor-
phology, are useful tools for pathological diagnosis.

This article first describes functioning and nonfunctioning pituitary tumors with immunohistochemistry.
Thyroid carcinomas exhibit a full variety of clinical and pathological characteristics according to histological
types, including papillary, follicular, poorly differentiated, undifferentiated carcinomas, and medullary carcinoma.
The former four are follicular epithelial in origin and the latter is derived from C cells. Histological subtypes of
papillary carcinoma have been well correlated with the abnormality of genes. A follicular variant of papillary car-
cinoma may have some diagnostic problems, among pathologists, with regard to its differentiation from follicular
adenoma and adenomatous goiter. Parathyroid adenoma, carcinoma and primary hyperplasia sometimes require
differential diagnosis.

The present article is to be followed by “Pathology of endocrine tumors, part 2” which will deal with adreno-
cortical tumors causing primary aldosteronism, Cushing’s syndrome and adrenogenital syndrome, and nonfunc-
tioning tumors, adrenomedullary tumors, some tumors of the diffuse neuroendocrine system, ectopic hormone-

producing tumors, and multiple/familial neoplastic syndromes.

Key words: functional pathology, pituitary adenoma, thyroid carcinomas, papillary thyroid carcinoma, primary

hyperparathyroidism

LI BENIRE . F 7 ER TN W IRIES; 3% lisids
WITIES DRBLII R E { 200 2RO 1 WS HMEITFE AT B RIGNE - 1RO EEE B A

OIIMMDEHE - Iz R DGR E & [k, JEEO R SRAFAET 577,

EMEOH e, EMEREL OMRRA - B - REED Balix, a4, FURBRFLIENE S 2 O MRk Y
FHRTOHE, EEOILEY Z2ZMT4. 391 ERIATFRE EOMIGEBRIVREN TS, F7-
DU N WA T B |2 Y 72 B BE P I 55 functioning 2006 4EIEF = v 2 T4 V) JESEEFI 20 FI2H D

tumor DM T3 5. Cushing FEBEHZIHOZE R & TG RRBE g & FTRR FLBEE AR R & oD B & 73 B

PN WEEREAS ROV E Y EAERIC L DS & ENTWAEY, FIRMANES CldaEikiby: - @Baor

N5, ZORK - HEOHIER, EHZHICHEYD MR I Z T, 4 OIRGERER -1 O <
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R TRAWIED IS - B X 5508

Horvath &*) fager)
2,091 SEHI 227 HEH)
PRL cell adenoma : sparsely granulated 27.0% 18.0%
densely granulated 04 0.8
GH cell adenoma : sparsely granulated 7.6 44
densely granulated 71 9.3
Mixed GH cell-PRL cell adenoma 35 15.0
Mammosomatotroph cell adenoma 1.2 1.3
Acidophil stem cell adenoma 16 1.8
Corticotroph adenoma 9.6 4.0
Thyrotroph cell adenoma 1.1 1.3
Gonadotroph adenoma 9.8 11.0
Silent corticotroph adenoma, subtypes 1, 2 35 1.8
Silent adenoma, subtype 3 14
Null cell adenoma 124 185
Oncocytoma 134 9.7
Unclassified 14
Plurihormonal adenoma 2.6

*2002 4F, ** 1996 4F.

TRV E > IR O BE SR S oD
BB LT T EARIEDFEBIDSERL T 5.
Rl HUIRPR B e TUHESE 2 033 2 I - BT - #E o
JEAT D3 AE A, Bl HT IR R B B8 I HE i 58 I 5 i 15 B
(hyperparathyroidism-jaw tumor syndrome) @ J&
KT THH 5 HRPT2 #in T OZE R L #Fs R
FURBRHE & OBEAVR ST 2", BB R E OB
i - R - EIRMEBERIZOW T OIIED AR, $BH
DRFETH % PPNAD (primary pigmented nodular
disease ) % AIMAH ( ACTH-
independent marcronodular adrenocortical hyper-
plasia), FFAESF M Cushing FERFEICBWT L 55+
EIRFIIRRREPEATOLY BEHEE - X5 7
YT FA = OBRFRE - RIEWRELEO
bR I T 5.

ZD L) BN ERBICANT, ASWEEOE
LR E L Tn

TEFEE

FHEARIX, Rathke pouch HISRDIR T IR L, [
JEHEBO T & OFEEI L 2 M#E FRAED2 S %5, B
# (%) T3 5 A OMLAY 6 FEEH O T EARH) 3
RANVEVEEELTHS, OFEFRIVE Y (GH), @
7uZ 27 F v (PRL), @ B RPN HL AV E >
(TSH), @RI R ZHIE AV E Y (ACTH), ®TF
FhaEy (Gn: PRV E > FSH & #KE
BARNVEYLH) THAEY. TNHDRIVE Y ZEA
T HMNLRIES X Z DR NVE Y OLIRIC LY s S

adrenocortical

Na. o O THERMIRY ORI TG 505
K+ o S Kk 1L 2% % in situ hybridization d & H
TH 5. ZOMIC S-100 Btk o 38 H 2 PRI folli-
culostellate cell 24F-ET 5. H%BH (%) &, #UR
THOMHK LB L BEEHKCH LT LYY (L
FIRABNVEY) &F T by v 2EAT DRI
DT MERR R &, pituicyte & M 5 B
fa, M&E»SH%5.

TRMARESEOIZE A EEHERRTH L. TER
T M VIENIZH o THMMRICHH T, HEXRH
RFEEEECAE L CWb 72, FTERARZEICLD
THERAE T2 ZOMFONRRE - EREET 5.

1. TE&RE

T XA A IR I B S 4, RIS fragment
KE %5, AhAGEBHR CIREHT R O I F ¥
) F Y g (HE) BEARLE & B2, HmENEEA
OMBEDLHEMTH A, HE A TIZIESR O T EAKD
MM & BERHERRR IS X 0 /MEREROREE &
D, HAxONBEIZR R - 72 EEOFEMEZ & A
TWSHOIIx L, BRIECIZEE R R 2R L,
v~ UM - BFLFR - rosette TR 22 & /NI HE & 1
FeTp b WE BT O % W HEGE pattern & & 5 (K
1~3).

B2 W IR b R B B A R &
179 (DY, BEREVERES; O Z W X b7
WETRZZT T %L, BRERZIRLZY, E1L
FRICARNVE YV EEZRT Z ELETH B, Wi
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P e RAEEDY Tem K O BiE %2 microadenoma, €
MLY% macroadenoma & L CXGIF 5.

1) B ARVE A

K AEKAE & B ANGE O K & 7 2 E 455 <l H
macroadenoma & L T3 W & 7L 4. somatostatin
analogue DEHEEITH 2 L3 5. GH EAME D
AhOhLMED 2R L, PRLEAEM DS RT3
WAL H D (F1).

i & D 9 b densely granulated type (& 4 B8 14 35
WIROMIE 2 AL, GHIZMIE V> 1wz F
%. BHEMICH EE % 400~500nm F AR D 55-s JEk:
. b9 1D sparsely granulated type (& &
T oMK E %A L, GH X Golgi o3 F ) TH
4. bW 5 fibrous body 24 L, ZIUTXEFHMIC
BT 4 9 2 2 b EWH/NMUADORBE TH 5.
SIWERLIZAN S KA, FIE O ENCEN, 2k
PE - BB 2 RS

PRL #EAM S /RS 3HER D 9 5, mixed GH cell-
PRL cell adenoma (34 MR GH FEAMINE &, Bt
FME D PRL MO M E IS5 72 5. Mammoso-
matotroph cell adenoma (Z#FEEME O B —Hl g 2> & 72
5 YT, GH & PRL OMi# % s 5 21155 72
%. Acidophil stem cell adenoma (3 #ff2 Z 1 DML
Hafa5 5 H—HMlah 5% 28T (X2), & PRL
M %2R LEFEB IS WEEORWESETH 5.
PERIREAL4M9121E GH & PRL A5ktE T, BEAMICD
PRL MLl @ misplaced exocytosis (F2k) & GH JihE
® fibrous body Ot 2= H L Tw5 (X 2).

2) Tug s F AR

I D BB O R\ E T, PARERT & & PRL IE

3B, Wk 7 & Cld macroadenoma DIEIRD &7
WF XM 5. Sparsely granulated type 25 & S E A
< (1), BEFEMT, PRL I Golgi HoRtkz
AL, BRI /AR - Golgl 2 D FEE A
Z L\ FEBEI I B I 26 3 ZE ISR o0 i Je oD A
2, AMEHIR R ER 1242 = A misplaced exocytosis A%
Wi E K% FF2". Densely granulated type (5
JEASA 2. Dopamine agonist (7@€ 27 1) 7F V)
OEMZEGOBHiHRE LTIORERTIEND
D, S5ITITMBAN/NGE DA L THilia /N L
2L, MERMOBMEILEET 5.

3) HURBRAN S A VT & A B

1% Aife & FNPRIET, HUIRIRBEREICHEE 2 2
L, HIRBRIZER T 5. BitaFEEZRT I 2%\,

4) IR BRI OV E VA R

Cushing ROJEK & 22 0, RIBREDOBIEE %5
k9. LM% <, microadenoma 2SKERGTH
5. EEMEOMBE %A L, PAS JlE T,
ACTH % it ® pro-opiomelanocortin B # X 7 % 4
R TH 5. BEHIIZHE /AR Golgi 2
B OFEE L 150~450nm DERIE - FiGIR - v— bE
DITWIERLE L\ 7 4 7 X 7 P B
WIS, Thas@BEIIEE S b & Crooke cell
adenoma & FR &M %. Crooke ZMiZ, BRI BIFR %
CEMOFE IV F a4 F#EFRE T ACTH A
ficslERI shs. FIZZOFRE#RSZ LT,
BEHEEIVFIAL FBREOHFEEEZ 5.
Cushing ¥ C i & B Bt %, TR ACTH REAE
microadenoma ASBHAEIL L, K& {RBUEICHEEFL
T, B OFERARCHEEE - B2 ET5 L
Nelson JEMEHE & v 9. R IZ Cushing 5 < I H
ACTH Eifi # 7k & 72 \» silent corticotroph adenoma
D2 WRPHFIET B (X 1).

5 I+ Fbrwa¥r (FSH/LH) #EA:

HEEDOFIEDZS {, IfiiH FSH X LH, o-subunit
PREMEZRT I LD DS, KESIZIEFEHRPEANT,
BRRIIC D BRI OIEREZ B4 5 2 13w,
Bt FEVET, MFERICB L TR - 72l 2R
3. TWo¥4, FSH/LH ofetatir L K<, &
$H B9 12 honey-comb Golgi complex & i 5 $5 %
B2t 2 S 5.

6) FIVEIVIRiE

TERMAFFEORVE VEAMEE L TORREIZZ
L< (K3), SEMMRLEmICD TERERVE VB
PEE 721335 @ FSH - LH - o-subunit B 1 il fz
rEtllE T 5. AWM E LTonbidh s
M Tdhb. FDOHToncocytoma (X 3) IZEE &M
NN SRAAR DI EDE L\, BN/ R D iz
RV HHTH L.

7) % RIVE e

PERAE %4 O T EARF ML 1 DO THEMARILE
VEEETLEEZEZLONTOVRY, BEFED
GH - PRL - TSH#fifd %, LH - FSH - null cell 3,
POMC RDRFIOHT, HoHVIIRYIEZ®Z T, %
RIVE VEAEZ R TIEE R SR, EEEERETR
FOMGE % ETHER I N TV, —J FEARE
MRS E L CIEF o TRAMZ /ML, &
P EBREO G2 IR 2 LD B D THEED Y
BThHA.
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x£2 HUREE O staging (WHO 4348 2004 48)

FLUENE & OEMaRe (45 mEA)
Stage I any T, any N, MO

Stage 1 any T, any N, Ml
FLIENE & DG (45 D) & HURIRBERRNE o stage grouping
Stage I (T1, NO, MO)
Stage 1T (T2, NO, MO)
Stage I (T3, NO, M0) or (T1~ T3, Nla, M0)

Stage IVA (T4a, NOor Nla, M0) (TI ~ T4a, Nlb, MO)
Stage IVB (T4b, any N, MO0)
Stage IVC (any T, any N, Ml)
HRBR A 5L
Stage IVA (T4a, any N, MO)
Stage IVB (T4b, any N, MO0)
Stage IVC (any T, any N, M1)
TX JEC S N5 AT AN HE
TO JRFEPENE S 7 L
T1 =< 2cm, HURBREAN
T2 =< 4em, HURBREA
T3 > 4em, HURBRN F 721305/ B O IR e
T4a Bz T kB - WEEH - S - A - SRR O
T4b BHERT B~ ORI, SHBIIR - HEFRINE %2 it
KON 4T T4
T4a HUIRBR N B B ] R
T4b FURBRA B B AN 7T i
NX B Y o /Sl A e
NO [ 238
Nla SUETRT - RAERE - WEEHET Y O SEINOIERE
N1b — - W - O FEE, HEkEO ) N
MX Ja PR A BT AN e
MO IR RE 2 L
Ml IR D

2. TEEE

TEAEITE NS MR THE B S
N, HARTH 10 BIRREOHIEDH 5. PRL AN
& ACTH BEAEREDZ bRV E v AR R IERE
BELERE XA 22 ACTH PSR ¥4, Wi E]
B BT & Nelson SEMERE 2 £ C T EAARE S ZW X
NaZlbZwv. TEREWEDHADRKTIIEDOD
Wit L <, BB s 2B oRm - muv
MIB-1 O#Ei#k (3% VL) - ps3 getatk /R L, ke
AN & RS & SIS h, BRESHR I
MIZHECTH 57, BRSPS RN T O Bl
R (LIS UITBEN) &21E2 %, BF -l -4 - Y
YO EORRMRERIMNCEERB T 2 A TH S,

3. TOft

PR NS - PSERIESS - BORHRNE - dmRs ik
W& 7 &3 5.

FRARERIEE

HARBR X 2 O W% 2 Fio. e B2
thyroglobulin (TG) ICETr 2T {4 FEAEN72HIRER
T2 L, HUIRBEHRVE ~ (thyroxine : T4 &
triiodothyronine : T3) % AT 5. EEiEIaMIE (C
M) 13 HIRBRIE N 0 ZE AN HAE L, calcitonin
AT DY,

HUARIR O b Bz PEIE RS (X i LRz IS HIsk ¥ % BYED
U & B O ZLBEE - DR - ARLE - R
b, RN I sk § 2 BERR MUK T, &
BRI ZE T 5 IR IR & & b 125
B MR - SRS 2 R 3720 HUIRIE S (8 s
PENE G RE G RE ORE 57 & LCHEETH 5.

1. FIRIRED staging (£ 2)

FUIRIRIE (36D TFHE D L WHLER A 5, Hied T
TFHROENDDETHAET L. Th% staging DB
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BB ETW e FUIRBRFLEEN & I8 < 45
AT DREBNL FRA R L, EREEE %Y
N RE B % A0 TR T stage 112, mb@lEE A
i stage NI SN 5. 45Ul LTI, Bikk
W & D staging 2T N A, HIRIRBERE X2
200 ThsH., HRBEAEIEEEREIZZ T
BIZIEFICE G, BRI DV 721F T stage IV & 7
% (#£2).

2. FIKRILEERE - BREOSH

NS DOEMUETIEEBIRZIIENT, FZikD
5 fb#E @ 1 2 Td % insular carcinoma % & 72
WG TIZ 9% HECTERBIEETH 5. HIRRIER
FRIZZEOI YRR ALHE—DOHIRTDH Y,
CHICHERTAEMEBoRED LiIFLIXI v EER
DALOT, I 7 FE T o&GIZ X 2N
5 OMSHRFAERTH 5. Durante b (2006)
DHE T, 444 BION - & - T OMANDFRRESE D
9B, 295 B T O AHBHDH Y (664%), ZD
43% (127 %) \CERB OB/ S, HHH -
L - RRTEOBBEICLI VAN TH 72, £
DHHEFEL7Z2DIZ 7% OAT, “TIHEHEMLGRE 10 4£
HEAERIT 2% &, BHALL 2 o72dbDd 19% &
R L7z

3. RAEBBICLIFRBREOCHE

FRARBRFLEENE (&, ORRIRHE clinical carcinoma Ot
2, @ )V M occult carcinoma (FAFEHIZ X 5 [
IRFEIRAEAT LR 2B L 2R ST, £
DIREFER & UTHIRBRRE AT ) 2, GFERE in-
cidental carcinoma (YJBR - i S L7z FEARBRALRR O
FRHELEMMRIC L D WD TR, @F 7 ¥ M la-
tent carcinoma (A= Fif [ PR i (2 HARBR A O Bz 23 72
{, FERHRFBIC X ) #18D THARBRE OFFAE 2 7D,
DWFTNH AL,

4. RURERFE DB E

1) #LEAENE papillary carcinoma

HARTIX 20~80 iAo A L, HBAckid1:5
TH 5. HAFFE 0% L L, FFIC 45 LT O EE
T2 FEAFERY D LLoRELDH FHRITE
V. HURBROASET - SHER ) »SHiOE R THRA I
52 ENLV. HADIHIZAF DI — FERD
% VI TIEFLIERE Y% C IR D v, TR
BEdE & AW EOBRE DY, F Vv TA K
FEHHUT & 2 AR ALBREFAE2EH ShTw b,
Br7a Y7 k& LT Chernobyl Tissue Bank %%
SO S, WH S OWFFEHI G 0 LA AR

5

FAlr#i#k o DNA - RNA - JHHGHER - X7 7 14 U#
Wo<A4 7074 2G50 TREL TR 27,

(1) BEfg

BUNEH 2 S B cm ORE S E2RL, BRAAED
JR ARG S S AR L~ L, AIRIEA -
T, EREOZILERT I H L. LITLIEFS
HETH L. FNICHREEEREREEDO L DL
D, EAEEPIIRIIHE - BOBOT - WEEE - 2R E - A
NREHELD 5. ) MO AR L V) o8
il g L3 v, SHOEOATR T, ehe
NAMAL L7 REIRETH A Z L DFEH D H 5.

MR IE RO Y, FEMIE S % & T
Had s UCABIRICIERE S22 3 2 ik &2 T2
LTWIIIAFRE CTH L5 (M 4), BAETIILLA
FEAE OMME AR, RIS RICX VB3 h
LY Fhbb AN T AR - BABE K -
KoYk - BO#E - BOEFETH L (44,
5). T4 OREO/NERMBEEZEEL, ZoFEG
L EJERBOATREZHINS (K5). FHIR%
W LT FEMERE N 7 Ll 4 O M O FLERE AELET B
A, WIENLEALEIC FRROFTREAE LT 5.
P BB ALAE R RV (PR A 2 % 7 3 s
FIRALE) - T HAEE R 2 LI LIRS, 2l
RIS IR A E T T, B il - FLEIR
MR - 1D Y — b - 3B F 2 5 — 3R
SN, RELSAPELK, BIRAEITNS 2B/ME,
BowEBNBEAE (K5), auv F, ZHEM
fa, WR/MEDIFEIICA O NS (5).

(2) ZWr - &

FLER ITHRBBORE D2 HOTWH DT, §¥
BAL (K 3) OFBWIC L 2 FHROTIZERS D 5.
ZoW T, FREFLEREIENA follicular variant (X, J§
R R D N i, A IR & SRl S L
ENBH D, FRRERIZL Y BRI A IR
BT ENEREI LT,

FIEHRRALZAI9IZ, TTE-1 % TG 13 HUIRIRE ALK &
L CHiETdh 5. il as IR o R o 8l
JL { il N 5% keratin 7 & keratin 20 DGt TlX, Hi
BHHBE, HREIBEEARES TH L. Keratin 19
1Z L&, HBME-], galectin-3 %, HAFEOPLfkE LT
JT-95 (K5) 7% & 2%, FUBENE (2 4% 8L 22 marker
& LTt HUIR BB 55 AL AR B & o 5SS E 12 %
5. —7) T3« T4 R H KR peroxidase ($ 4t 2K

‘/\29)
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6

%3 FLUE O variants (WHO 435 20042,  HURBRRE
BB HELK 20051 12X %)

syl okis] RN
Kl N 2 TN SRk I % A9 % FLEHAR

F YN A M R IR A S 5 LA

PRI VLA E 7R A SLI
U S AERLI SR & 4775 % FLIH

R FLERHR /A

PR ALEME

FeI

(3) FLUENE & BT R

FLEEHE O MR & SR T 3H & O ILBItRA
a7z, Bz Adeniran 512X 5 &, 96 FlDik
LI OB a5 L B AL O B AUR S
nrz.

OFLHER D 42% 1& BRAF @ V600E ; nucleotide
1799 (T1799A) OEEAZ/RL, EkaE Ml (F¥ 477
W W &, HIRBSMERZ 40% 2R L, il
stage 2\, ERIFLEEREAS 75%, tall cell variant
H15% % i 5. FLEIRICI A, FLEHE - O B
b L 72AR5MbHE - KRB H 6N 5.

2 18% % RET/PTC rearrangement # 78 L,
RET i&fz 1 @ 3 portion 23ff 4 @ & {x T @ 5 por-
tion IZ fusion L CTW%. #HEH (P 263 %) 2%
W2 & T, stage 13K, PREMTH S, HEHHRIT
e /NBICZ WA T, Fo v/ 74 ) FERSIK
THRAELLAFROIZLALIZZ AL, A
FLEEREA 75% % 15 8, BRL/MAD 100% DFERFIIC KL
5% (BRAF #Tid 20%, RAS BETIE 9% (kL
IMEDE D).

3 15% ¥ RAS mutations %7~ L (codon 61 of N-
ras, H-ras, codons 12, 13 of K-ras D), &FIH
IEN I FLEE Td 5. FLIR IR 2B WA
v, ) YOS SD R (T%) 7= EOR % F
D.

@ 25% 1ZO~BDFEFEH 2\,

Z L TCO~QDEETREICEEA 2\ &) §
AR LZY. AFHEICB VT BRAF Z8ITFLFIR
DORERIHB L, ret/PTC AL OB OILHE & B
M, N-ras 22 F 3 HARIRIES; O 9N IR D 531k & BY &
357 IR FLIENE 3 A o0 FLIEHE AR TR o8
Wit 7 <, MATERE DS VWA, 5 FEIZFH
(b N R S S R L

2) JEHEJE follicular carcinoma

IENARE SFLBVR O 2R & §, 2 oMmERE

TR 3HEREOMFIEICL ) BB S5 (1K6)77. #l
FaBAIAHR < T, WEICE I T h Tl R
BH B WIGA T RARIE (atypical adenoma) & 2T
ENs. ERFEIE2OICHBGHEIND.

O A 171 B minimally invasive type (& # & 12
PHEN TV DA, —fTHEELZESITHY, IR
HHIRBRENCRE (F 2 THEIEZ R L TD L),
BB VIFECIEG O F 723 M o i IR B
LTW23D0TH5 (X6). BEEONM - BEEGHAHR
NOMENIIES 7 H > T, WEFETIEEV. @
5 12 1 B widely invasive follicular carcinoma 12
FEBR PR ISR EGE S % (1X6).

F#HIZ, OIFRL, QIEY. mirtEgz L
FTWHIRHER TH 5. BIETERE L OMETIE, ras
BIZFOREPMS N, FLEE R - 98k
#E D 5~20% THERERD S 5. W variants
ELTEH Y at A M- IR DS 57

3) K4L%E poorly differentiated carcinoma

W LR LR O N TR LTV R EET, &
SHALRI O LN - DB & RLIE O R AL E D
oY B— R E RS, &5 \WIFETRIC
BRI 2HERE LCTHBIL, BRIREY ¥ 8@ -
FEBERTIE LV, BIEHEEZ R U2 ER 2T
L, ZDIRDBNIETRMIEEZETIE R,

RS K insular (X1 7), 22K trabecular,
FEFE solid DHEFH - 2 & MERBLRT. BIK
#3%1Z, hyperchromatic THR/IMADAEEH 2% &
D/ TR — s, AR M P O RRRE IS X
DAL EERELZEERL (K7), PEOa0
A F2EZ52Ldd5. RIEMEILFEICIE TTE-
1-HA4aza7) v (TG) »3Ft, MIB-1 Ok
#\. E-cadherin (3 Bk (FLEEHRE - JENHE 3 B 1E),
p53 b —EBICR M2 IR T T L 03H 57,

AL TN L DA 2 ISR LT 5
A3, UENEHE O L HER I LR E ST & 72D
DR, AFREOHFTHRIENE - FIRMH 21 U 21555
ftrdbol, EZTHIEZTHNITOVTLTL
bEAS—HL T, WHO 58 Bk B
WZIEEER 257 S, staging (BRI ICHE U CTAT D
boLHEEING.

4) F4L%E anaplastic carcinoma

HARBRHNE D 5% Al D 3 72 DS HARBHEIE D
B L% 5D 5o TEEREEONES THh 5777,
FElE 2%, SAEEEIE 0~14%, IEP A
25~6 » A& 3N b. gk LR HRT, b - K5
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LR DARIACEALBI S L (X8). p5b3 BInTZH
EORBTRM S NS, WEE - WET N - 5 R
FL - SHEREE - PN EE S EOfERE BT 5. JEPH
BERCT - S - BE - MRS - MESHA OB, )
ONHIHER AR L, BRI LIE LI - - B
DB DH L. EHOMEE, BMROEK - D
I - LM - SHEMIIE, £V RIEERT.
WisEEMIE - ZTEEME - Z0RMBORE LD,
WIERRDIZRE D £\ ([ 8). HFEH + HEIRALH %,
MEREGEZRL, FHhEREEIEN LD 5.

%98 Y {1 T 12 cytokeratin (X 40~100% (AE1l/
AE3 : 80%) DFEBITRHET, EMA 1 30~50% 7%
Bk, TG 3t TH 5. TTF-1 oRmtizEFhTdh
5. pO3 BTV Ge Pk & 7R3, Variants & L
T g MR AR GRS EMEE R T
%), FWE CEMEREEOSRRE &), ZM
fa &l (Riedel HUARIRIE 2 -8 2 U B EARMERLRR
ORI 585 AR < R B SRR o RS M A3 14 i), )
v SER R IERRRL (EBV L 0B# AR L) 23H 57, F
MO e BN L% L, b - TR
B D —MICERTH B,

5) BB medullary carcinoma

C Al (Brughumifie) kol <, HIRBEO
5~10% %= 5, % 25% 3@ TH 5. CHlllgix
HURBR O 1/3 OIS W2 & &2 LT, [
IZHAT B 2 EWE . BB O TFIERX 50 %,
THIZRR L . WO <, Bk
YONEER OB D D, FARREH - Bl - B0
EFRIERE 20% 12H 5. Zfils [fllaZ Tl E M
P - #E ORISR S I, ZORREIZE D
B - ZE~diseE, BEMENE R 57 7 IuA
FOFENBEI RS, MBRENICIIHE 7 a<xF
> O /K% & FERCIR CRF % ~ g et DM E,
MR BE FAGE R M A S — MR - Bk - 2R - Y
AR - FLEEIR 2 B L T carcinoid pattern & 358
L, 0¥y F2EETALZELH S (K9). Mk
BHEOMEIZL ) pEEIh, Brdikiddi v,
\Z bizarre %2 R TSN L BER V. 80% @
FEBNC 7 I 04 FikED»H 5 (K9). ML K
L RTIEDnDH LI,

RIEMBRALFIITIT & A L DRERBIAS calcitonin B
P (X 10), %% (X[ mRNA 25t &1 5. chromo-
granin A, synaptophysin, NSE (neuron-specific eno-
lase), TTF-1, &% T-& keratin, CEA (carcinoem-
brynoic antigen) (K 10) d BEtETH 5. MIB-1 O

7

AR IR, FAUCEPME ACTH B4 2 X % Cushing
SEMEHEE 72 £ @ paraneoplastic syndrome % 39727,

TRIZIEN LR EE & ROLEO TR
RC, SEAFERIL 2%, 10 FEAEFERIZT737%
DHEDH L. Ein - B - RITREA TR & B
LTWw5. MRk PR R .

(%)

CHINEBIER L IFFIEN D D DIZ2DDIREN D
D, 12 EEME CMIEIER T, K&
BERRRE ORIERIRE CTH 5. Aid [ROePE C MilgE
] T, s - B HIRERAR R THESE - R A ) v
MAE - V) > 7SERVEHURIR S - RN VENES; O 722 &
THEING. KRS HIZ50 28z 5 CHil
PIFET A AR s, Ao BiR
DHTBRIRZE IR TH 57,

5. JERABREE follicular adenoma

W 2 A9 B G o RYEIESS T,
JEPR 2 AR E T 5 (K 11). @ (e
P/ ZARIEhE) v L0 (2 a4 FE2ET 200
B TH D, HBERFIIIZE BRI & 52
5 HREEOWRR L VW LRIROBIHZ R Z L 0%
W, EREOMEEOKE ZI12X ), micro, normo-,
macro-follicular & KT 5 Z & 05H 5. FE - Mk
b - fiFAL - Wi - kAL - e e - BRI -
BIED ZRENZRT I EHH B,

G 95 R Rk AL 22 9 12 1% cytokeratins + TG « TTF-1
APk, keratin 19 (ZFLEHME & R Y BEMETH 577,
KIS IZIEREREVE C ras BIZ FERZIRT T LD
%. ittt GEAERENE) WUEEIX T3 - T4 MEAENT,
HURI B RE T E OER 2 /2 297, T 4ud TSH %2
BHREET E7213 Gso BIEFORBERER ZRT
ZENBHY, rasBIETWRIEFTH L. IERBRED
variants & LCA a4 M (X 11) - ZLIAIRYY
A R UE NI IRIE - B AL - EDBRANNL IS LRI - kG
WE N iR - BRI - R WA e R i - v
UENa R - RV - FELRBEE AT S I E A
5.

6. FHFLZRIREEE hyalinizing trabecular tumor

N LR Bk oS T, FAROMEHE L HIE Of T
L2 R$”. B EBEORMERL (X12), V)~
N O, RET/PTCL E T oS b
B 5 N%, FLERE & OB ORI E R WY 1§
AIFEBERIGEI DI ENDHDH. H—OFRFENE - I
Rtk LR 2 43 215 T, 25cm LT OK &
STHAH. FRIT HREZ T ILIE R RS & 8
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% B 5. RRRARE, BRI A IR T/ T
PERRCIR 2w LIl 2 A L, hERLRwL
KBOL D ~RiskE 2 2L, IR - FIROBGEZ
AT (K12). PAS Betaullt o BB E O k75
09, Yt Tl TG % TTF-1, galectin-3 25K
P, MIB-1 25 o Ge Pk %2 7R 3. keratin 19 R
HBME-1 30523 5.

7. Z0Oft

Z OO B PEEMEES; & LT, R RERE, RS
R, WFERERINZ & 08 O WALVERG 2B, RO,
RAETERIRRNE - ENAeRE, MR (L 2 08 5 sk
EAaNES; (SETTLE), MBRtkbRd9 (CAS-
TLE) 25% %",

TN - Y OO - TR E - S
RN - A PR - PSS - SRR AR - X
SH V7)) F — < - IR MR ME R B - Rosai-
Dorfman ¥ - N8 IR RESE: - 7 > 7 v A

1 Silent corticotroph adenoma & FENEE T HAk D
HE (ac) & ACTH (d) LHEARNVEY GH (e) O
VEGu At
a IR, KBRS GH Ml E AR RS 7R T T
PRASIAE - VR % 1 - /MR BEIRICES, ACTH Bsto
PRIE IR ICZ L U RIS LTV 5,
2 Acidophil stem cell adenoma
Wi GH & 71 5 2 F ~ PRLAkMETH B, %7z kera-
tin %% fibrous body ? pattern T Golgi B[ ETdH 5.
3 a:null cell adenoma, FMIHLEDZ L\ HllEAS ro-
sette TR 22 v U LSS JE PR A A% rosette BG4 L
Bz LR LTWwW A,
b:Oncocytoma, & 2 i B OMNE 2 A3 % i
5% 5.
4 ORISR OGS (@) &K (b) Lk
K (o) DR
oW a2 A UEERZ R TR ALIRORMZ R L
(b), UWEHLIRDEGE Z /RN D KDL H LTV 5.
5 HUIRPRALEE I
BRI 2SS (WO LIKa) T, b, cOXHITA
B - B ORI AEE G L, /ANENIRO B M
(d) & JT95 Bt (e) AT H/ANRENLH, T
FEROWRHEEDOTITHIEL T2 (D). g ZHHER D
2RI IR CREN B AR Z R L TW 5.
6 HURBRIENLIE O)L PRI A (a) & Nz (b)
FLHCIR o B gt R FLEEHE OB W 2 WIESE 25, FIKIL
Bt ) BBzl TR RELTWA (a). #IBICHH
FN-MERIES 25, BEEEEZRL WD (b).
7 HARBRSLE
AN E D Z L Ig IR AN B ERRAETE band 12 & D BIRIC
S S MCTHGH L T 5.
8 HURMA bz
a : FEA O HERE S R BN 2 T, A RICFLEEF oA

11

ML ALRRERAE 233 S T B2,

8. ERTSiERERE

Wk Oy TUEEGMINLRE - B - e - EER
lE 2 Eh% v, FRREICIE g - i - EERA
JiE - B - D - Y N 0k A7

BIRRER (LR/IMF) BEE

BRI RO Z M o AL
% VG 4 AR 2 5%, MR R HERE % & o THRAT
PEICET A4, B 5MUEOZ LD
D, ZOZEPREIFTRBIRZEOZW - HHIC1 >0
AR b5 ZTWEM, K& X FIH5x3x]
mm, #E X 35~40mg FEETH 5. HkFWIZRHIF
IR MG & Ff 2 D2 BE IR AFPEMIAE  (oxyphic
cel) & A, BITHMOMNED H 5. HEIZIRDMIE
Zat, BIFRIAVEY (PTH) &It h vy
2 (Ca) DMK T 9 5 & ML D Ca BEHIZEK % 8
U TS s, PTH B ORME D Ca

FROBG A > T 5.

b B/MEDIEKRL 7 E AL 23 B R B L T2,

9 HUIRBRHEARE

a : B/MEZ A9 AR5 & Wtk oMl g o BiskE A
BERRICHIIH L T\ 5.

b: HEFEICT IO A FiLEEME->TW0D.

10 LRI BRGSO 96 de ta ik

DI =V B VRS (R iR Rl R R (iR R N i

i3y (a), CEA WIHIFE TIEEH<, BETIIREZ

Ptz RLTw5 (b).

11 HURBROENa G A4 > a4 4 A

a: VRS =— R B3 RSB IR Rl TV,

b : MR R R O B E 2L 265 5
JE AR 23 RIS R I e 12 2 L <, RIS B
LTw5.

12 HURBRAE LR ARNE S5

a : BRI 2 JE S 2SR OB T AR AL % £ > THRIRIC

B T\ 5.
b : B ORI EE AMK % A 5 ANEIMALASZIR
WCHIEL T\ 5.

13 EIHUIRRBRIE & IR AR 2 2

I HURBR R A3\ &0 2 JER L7 BRI (a F2) & 58

2 (afs) o —~fg BUIE T O FEIEE DB

fiizRLTwWa (b)), RS AREI TR IR /N D

M & IR ASRIEL T2 (o).

14 BRI

a: FHEMITHIIS ZRIENEREZ T 5 & & I
el 2 i U (RED), JAPRICEE - B L TV 5.

b B RRG TR DR - 72 I O —FRITAZ 24
BRI NG.

15 JEZEVER FFARBRGE T

JER L7z 3o —~ff (a) & 20 1 oy kE (b).

FEREOWELRL TV 5.
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N ZRAEL, VU U BOBRNZ T 5. /2
FHAROTIFMIIER LT, 2@ U s
TGN % e, Iih Ca iDL LA T 5.

B HURIR AV E Y B~ 7F K (PTHrP) (EIH
K2 E0% < OMEE - EECTHEESINLEIXTFF
T, PTH A PTHI &K &G HEALS 5 2 & T
DB 5. PTH & F 720 RME R LCE
¥ IV D EREM LTS, R Y Y I 2 DI, RmIF
KoY sy I ¥ DZHEAEREN LT PTH DEA L
W45, T Ca &) YBOWILEIEET 5.
XLIZPTHEHH L TED I A VEMLZIEES 27

1. ERMEFIRERREETTERE

e, M BER T2 EEICE T, #HEO
PTH A SN, & CalliEZ 2T 5DDTH 5.
BRI & Uty e 2 B A M 2 13 BIfE T
B, B RER AR L, BRICBEIIA LSRR
XD CallFEDFER IND Z LL WY, L5
PP IR AE 1 B %13 U oo v D DR ok
BHoNTn 5.

1) Bl FFAR It

JEFEVE DO RERETUMERE O R Tl D BHBEATE £, A%
WA IAINEF D EEFTIE 50 18 - 60 RO LTS W,
Single glandular disease &\ ) ZHid H 5 X 9 (2
WH—OWEZRT S (K13) 2%, FHICLHMR
JEEE . K& ZIEE mm~10cm, 25mg~120g
EIREPR & . TG o B S FE S R R DR
R § 52 0D 5D, W EMIBREDIREZ
Wy, fifi 2 OFEBEICRRIFAEMB AR C 5. FRFEME (X
13) - SRR - dEREIR - DR AR - FLEUIR - N B
WOMERELS % & 5 2 LA 5. i - BE5E - i
b ARt Lo RERE RIS H L. FE
JE S8 O B HUAR BRI FHBE AR R/ S8 W L 0s%
<, glycogen #F L, ML AL IEIHER = R4 &
SHIGVICHMI T &, IRIETIRIIERICZ L. — T
I L o, M THREOENEET L (1
aR) . REERI & U CRERLIRIRNE - BRI - BRIiRR
JE - KRG BRE - BB (<6mm) 533 5.

2) R IR

Bl FFDR R KA T H AR CRHEE A V. 40
50 RDBLITEL L, BIE I THEIRA W L
V. JER O - B - BIRA - BRA &l 4 OFE
BEVZIR Y. BCIml s - BRI PR o A0 - HIR
B R - SEIR - EEER, ) v HisE, M -
7 EomBEEREZRT I ERH 5. HERRED S
Ca MIEAFEH & 72 B Z A3\, 4R Ca RIS

YEM L CTPTH 75 # % Il 9 % calcimimetics @ &
WADISHPPFENTYSEY, 1.3~ cm, 2~10
g DRE ST, HERFIIIE EMIL AT FE M OB gH
2R L (K 14), BE & OBRE TR OMERELY] %2 &
52 EDNL . LIFLITRWBEHRHMEN: band 12 X
D NG, EEIELZEE L, €ogERE (X
14) RIMAERTE, Ak PR A%, JE PR~ D
B VoNHEGRE - mERmE L LD ITROB W
criteria & 72 %7,

GO R A L2 19 L ) FR DR B B B ' o o — M 5 R
B JE N BB F Y T 5 parafibromin @ %%
Ak OHIDS, BB ERE RO 2 &2
ENTWBY. £7-Rb OFfatkrsZ L <, BIETI
btk D253 5. pb3 D PR cyclin D1 O #E
BHIIBETHHRID 5 5. LS5 EE - MIB-1
DB - RN O R R BE - BB - A%/
RO KL 72 KB o RN - DNA aneu-
ploidy + Rb @3k Jefuth 13 B O T RE% % BE vy, 5
B /B R M O iE & L T rkE 7% follow up 232 £
nas?.

3) JEFEVE R TR T 1

JECFEE B RSB T 19 1 25 F8 M A 5T MR 59 0D
HFRELT, H2HVIEFHFENE BHREN®EZED
Yandh b, BORTHENEZ WS, HRTRRA %
EDREHNEL FEVEN 5 W B B 55 1 8 < &
%%, IO R AR E R IERNIC L ) 01~
25g LWRASLA . AEEITEOA & ¥ kDA 3
i 2 OFEEEIIRIE L, FMIN S0 Bk A e 2 A R 2
#F L 75 (¥ 15). Multiple glandular disease & 3 \»
bia LHI12 (K15), @EEIT4REMIERT S
A, R ORER 7% ETIIERAH 2T, 1280
JERDZ &b D0, WlE/ % 5MERE & o R A3 L%
THb. WEE RSN E O, AL
I DRI & [ o0 Bl HRIR o 2 B o 4y v B 2 Wy 3
HHTH 2. BIRIHE O RETE D & V&
1, ERLU7-EIHRBR 2 0B L, YIBRHT & IBRE O
M PTH & 2 it I E L2 O3 A OB Tl
EWERT 5L H DY, ZOMICEIFRR O
MAZ WL, RO REOMEE, HIRBASH & o
F R EICHHATH S, FEEM & U CTHEIEHRBRSR
WM BT - IR B A D % .

4) ZRVE - ZRVERIHIRBE AR R T AR R

TRV R H R AR R U AERE (X2 B AN A R0 AT RE
Bl 72 L2 B T Ca AE LS & Y IR ER © PTH
FEEDTCHET DD TH 5. BIFIRER X 4 BR2NE K
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¥ 5. MR, TAIATE < ORI % R
L, ffi4 OREEIHEFIROMA & BRI Mg o 2
2. IR - HE L, EEMRETHED
bid. ZOWREIEMICHR &, B PTH
AT HIEEEAE L, ZRMERIH IR R RE U
&9 . LIZLIX X chromosome inactivation study
12X D, monoclonal Z&3FHHEA 1 2o\ LEHMEIC
RIhEdhs, b TENL, AR LY
D RO S 55",

2. EREMEER

R AR~ OB ENES; & UC3li - B e
W - W - B - BRI A &AM O
Bl LCRtik 2 5. BRI & L CHARME - 3
SRR P bRz - ) o - G IR S B
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