FZR P AR R 79

3’:‘:

w}

BN Al kAL FERGTT R N
;P\‘Uf]L ﬁ a ;P:Uf]L Eal Hﬁ!\\’i{,% %‘\%H;Tz\
I BREE R FEEARAE > er i~ B VR
P S e Ll AP S (DNES) 1 5m PE
FOP A iR 28 ;fr (- wmp\ A
M%Emﬁ$°ﬁﬁm¥ 2. [ enbg
BT L é.miﬁl’aé'ﬂ“#ﬁﬁ%
( feedback ) E'v’ﬂf’r% o bl4rk 1 3 HREE
SE PRSI S A L
castration cell et 3R -

ARG ESREALTREF
RALgE ) AL TR SR
(excretory duct) @ #_d ‘m¥e & a3~
P g TP A RBE G S
EREL B DA oo A4 5 rRigE (poly-
peptide hormone) e & it fm ¥z ¥R 3 § A
RRER 0 TR AT RS T
Bl A KRB ETHE R e KR * o

PAEE S G BB S R
m”#“ﬁi”# L3 Rt o gt yalde
”ﬁ‘}?” ° ?‘%’%‘J ;PJ;? /; = 1__"/?‘);’?]]\ ’

o P /,,\/,unﬁ—ff-“ 1 ‘385 b ﬁii\j\ﬁ{ °F
WABA R B AR AA RS RS
AT AT o A U IR 8
4T

1. Rgdens s WT L Rg e i K
T A E R RORRIR P Akt~ oo
RORFET AL F SR F UL ERT 2
= 3 e 3 F L R & 4
(immune-mediated ) § & 3P 48 A
T s iﬁo’ T.]':?:r'} B;}ga%‘{%{;\ B3 o

2. Mg ET 0 Rop LT
- AR (he?a™ 48 ) ALk &2~
#s 18 ¢r%  (trophic hormone) > @ Rie B F
(deF b B;j’{x ) #Hijl'frlf’nl ﬂ;]u; ) F oA T o
3. BB LA G Uil L B RH AL
Slacds o N &b B ¥ LD 5o T

Fea o

ESARICE R |

FA N /&,A’ﬁj‘{”ﬁ}%"m"éé BR
oM ORE A P i

nb‘f A [EdzEi 4
4. ﬁ%’?} ez iy Uit ¢ RO ] ALF
- A ﬁa (-&r'”j{][}_” T Z-48 > adeno-
hypophysis) 4 isif % it g% @ K= B
THREFARERE o B8 3 b5 deojg b
RO 1 A R G s ’“ﬁui (i ki R
AR RN “ﬁui LN O S kA
e s foed A o om ERL R LR
(cortisol ) )k & 3 4c o

5, Ztp /);&B?Bﬁ_:}%/}msﬁ SRR
REMF)F L RL LN 4 i&’i;i’{’?;ﬁ_:)‘%.;l} W ET
SR R o) A AT A b ehR
REEFF RN Ffod b atp
o BRpmddlsy Lol i
2k IRy o B e A AT T R
H'ﬁ 9475 (PTH-rP) » PTH-tP i¥ % %t 4 &
T REREY > S4B L AR 0 - A
s 73 1&»]&‘1“—',1%’95{%:@:&
( pseudohyperparathyroidism ) # & |4 %8 7%
% = 4% (hypercalcemia of malignancy ) -
6. diswmieFr BREFIALPLRAN
3K JN CRCURES ) N L SR B L s
= B:Ilﬁ fa7k i f*= (adenyl cyclase) # ¥
L5 OFEE LR 9 LE e Fie
P st BB D Rk L % Fuir (linsulin
resistance ) T i 5 o

7. Hu ;“,;‘E‘:ﬁ:},?aéld&p\ &R BE enig
RAEE E?féii‘)?vﬁﬁﬁﬁ»i A e+ E d

A S M
il o i Fi%"it BPE SR E R E R B

Bk @ alAe M Ao R ¢ H*”$m<

TF e phid o F R A B
%D&%ﬂ’@am‘%?@mukﬁ

Fed] @] ® ;I”ﬁ'\ Mo 4F £ HP sl TRk
oA KRR
(deminalization )- #: 3 § & 4@l @ ;}MT\
IR o F FlERL Y 4R D s Bk f s
fp DaZ 51420 p & ,.\_.Efgg F gy Uik s



80 R R

FAF RIS AR F T
A2 o BlAo B R R F Rk o W B
AT s R PR A FRI
L m”ﬁ}?gi\g 4r o
8. ¥ ¥ %2 (degradation) £ ¥
3P A e it B
a. U Efz
PRFpaAREFTY > CFERE
Fom sl AL R el R A g o A
| F 4o FH I m}%—z lj‘]);q‘-n%;)é\; w ?‘J’f'v‘rj‘
R i fEa R ,;r%j 5o o gLtk
Rl RER M IR A A B ﬁl";—l”l]l%
VE RS R o A BRI
b. 34" fz
S-SR R TTRTE 4 RN

= 1L £ (phenobarbital ) 3 % "% & it *
M 3 4 R ﬁ;’g;{%"i%% o gt Bk 3 E’z?*!”fjl-
S FE U S ;w:jz% (TSH)
HEZE Y Fliax & Fie
S R B 0 @ R e TR R
fm v MR e A o
%wm?ﬁiﬁ i ok Ry

FHAT R L wien R B
M—,—’&— ok B X E 4T E H;Fﬂ ’F’T
g%ﬂﬂu%ﬁoﬂxm%Jwﬂ
17 5 ﬁgk“Pwiﬁﬂi%’ﬁ

B gt :]1 AR F RO RFR
( zona fasciculata ) 4 % J % ( zona
reticularis )o fe R c75 318 7 % & £ € R B
BB S E 4TI 5 T3 e T4 § 57 o
fe et o AT IPREFEITEMEE §
FRERS LR 58 5 aupf 0§ ¥k
%ﬁ%}f}?b};?/_} E‘ » ﬁl: #:‘E—kr]rh%\ﬁt ° 4 E‘
FF'}gl mi\%%t%.ign*«ivw—\mq’&)%z\ﬁ;‘o

—_ N ﬂ“"r i“"ﬁ )FS

1. u%zﬁ :

a PEFETIEHE L

prolonged gestation) :
PERD R Al E R BOY o w4

WE BB § LD aE KB T foslde

YEHpaE £ oo %i (Guersey ) {4k 4 £

(Jersey )% 7 i @ 2rg™ L-48 9:}1%%—3&7» w

Av\/léo E;‘\"ﬁ?j’ x

oty B o= ® ©
e R
:ﬂ-—\w -Emwt;g

S)m

. (aplasia and

T EINE TR R IR o AT
1‘5"\'&{%19 (IR ES S E RS ) =
i%"la%;‘\?ﬁ’;iwﬁggm)’?g z}_oﬂ‘
FHEBTI-BY o 2 fERBLFT o
FARE 123 14 % 2 fFeg 0 SV H T
(Veratrum californicum) ¢ R % at & o
N FE TG ARk € FrAIA S g
T oo E A ppd Ao R Uk s
TALF GG A5 0 B IR G ﬁbﬁr,—.,.»‘ 75T -l
W%%’@iﬁm—“fmfﬁﬁw%
(releasing hormone ) @ 3% %+ Bfiui T iRk
% (ACTH) A7 I # o BARP85T0 &
WEIRLA M A B o (e BAGIN A kihie
BEF T A D o M arE £ TR S
SENF L T 2 1 F ¢ cortisol
i Kfem iz A s A A 1To-25 1 fis
(hydroylase ) » 170-#5 i g ¥ 113 § W
%iﬁ%*ﬁﬁﬁ?’ﬂwk/ﬂw
fem RE&FgFREZT FH 4 B R /;i"%
AR SE % S R R S A Skl
ETEL TR SEEEE £ 2R
b. o™ L% (pituitarycyst): =<
¥ (Rathke’s pouch) v rFJeh 52 & 72 5 &
Lo ry T 8% 3% (pars distalis) g%
Animie o P A @ AR T LR g o
ook g Moy ¥ R JRop R OF) B
( craniopharyngeal duct ) & rF] < %8
( pharyngeal hypophysis ) °
® L-§ik Tw (pituitary dwarfism) :
By e i Fo s A% E AL G
T & (juvenile panhypopituitarism ) - + & =
LR G G ¥ FlE N o Fh i R A
Lo T LR R IR R R A 8 v 5]
ﬁ’&ﬁﬂﬁgﬁﬁ%ﬁi@‘%ﬁﬁﬁ
MR R IR A 30 o TR TR B F
R RALE X o AN A B[S B
2R F 2 ?;;4 EBE ] JyEpent B
FF ol £ AL (primary guide hair) -
P LRI S el ¢ FAFE
W BEMERS 2 TIIRF L F -
Lo il @S LAR A ¢ AR
@o%%kﬁ%@%%’%iﬂ$Wﬁﬁ
KT R e o S ke o fe

_PU:]‘L_rrJI%sb% BELFHE



EHIET N NPA S 81

2. X & = = % % F ( pituitary
abscess)' R RS frR S LR

SRR T g8 ?,;‘;»’; LA o

oo re T R B Elrﬁ‘l’ifzﬁ s 2k
(@31) i,.gé’ﬂk}% L AL X E
% p» o 4 > ¥ d  Trueperella
(Corynebacterium ) pyogenes % “m%ﬁu 2
WA e B7 d T m R LB R

g s AR E’.ﬂ:f‘fi'Ji"?*"°F Bk
CEFT TS
7 R

% # B4v headbutting

3. H4 WTéW&ﬁ4$;%%E@
oo %%ﬂn‘i‘a*,ﬁrﬂﬁlﬁ”& R R
o AE Y Y FRART A o

4. T LR LT LHEET LB
5 Rg 't"’_E\;Z L F oAt e )i g m”ﬁ_ﬁé‘%’g
~ & ¢ M g% (trophic hormone) @ & 7
g de BE o b R MR R € LR AR
L LA RS L

Fe ol S o

a. g Hﬁt ( Adenoma of pars
distalis) :
® i&%"i“ﬁ"ﬁ.?%/};‘-&iﬁ”ﬁi%

(ACTH-secreting adenoma) : ﬁéﬂﬁl-‘)ﬁ’;
RSN E HECS LV
W o 4 Ty R p e I e
oo LAY LTy 0 #u| A & PE

&£ hEEF ) ~ Boston terrier -8 % 5 0
AR T SRR F L Bl o K chdtl
¢ FF %~ > Fl i paies (diaphragm
sellae) 7 = #5 > 7 1ubrbrsg & R € A
FpIFEE > A & rEL A (infundibular

cavity ) % 1 = /<L § (infundibular recess )
TR 2 GEH S BRET AR BRT
RE feut @ FIARE o BFRMET - K
d & iz 4F bk 4w e (chromophobe )
e Hlmre T K E A R L LR
,g%ﬂ?ﬁd'rACWHrMﬁii%ﬁo
4 f'+m|JL%"F’?J’]£p‘. %ﬁ‘;}ﬂuﬂlla;]-l\)?nﬁr 51
ﬂk* SERIET ’“f]l"ﬁﬂ N R R
= A F &k ® (zona fasciculata) folpe k%
(zonareticularis) 3 4 g = o g T &
TORH A AT e :,\fig—g ¢ G L G
AL N W M PR RETIN o B
@N&ﬁﬁ&ﬁ%iﬁiﬂcmmﬂﬁﬂ
CERFERL S e fE s 3
?’/’a\ﬁ”‘fr’#m? K iEr B o a4 g
o~ TR S sq‘—s“‘«fﬂ#ﬂ*““ 3?? m}?;ég
® =¥ R X1 ‘ﬁﬁmpfgﬁ‘\ﬁ” & gt
¥4 Emie ’“’jlﬁa”a}‘i*:‘é\?] CHhO R R A
%ﬁ’ﬂﬂﬁﬁmlﬁi°ﬁ%ﬁﬁﬁﬁ
AN AGRE G o e d HOR A ARiT
WEGFrat ¥ 3 2 afgle i @ aldeiy
TR A E B B H o R e
VA e Bla B G AL A
P BEARLRERINR RE 4 R E e
ZEE LameBFMADEE o BFT
GRS S EEAIE W & £ e W
AT E R DA R 0 4§
W RAAHT T RE
e Hu u$1§§ Do B8 g 3R c%’ fé 1 o e
(acidophil) 1:4?%,’%@?@ (basophil ) % &
HrhRe s LA R 0 RN E g kb
FHRE g~ Ry FHEL F*ﬁ‘riﬁm”éﬂ:]l-ﬁ‘ﬂ
BB R st L o LA R SRR “-‘;;
i ’ﬂjl%l}www #2% (prolactin) i#
A A E Lot s g T oA
(galactorrhea ); #* ¢k el X 0 5 5142 5™
SRR F T e g edR 2
b. 2487 &3 ET‘% (pars intermedia
adenoma): %5 T LG crRE R 4 B 1L -fg ¢
W%ﬁﬁ&#i ERAELE S B
EicP L) R A -4 ¢ F’*"’KFJ;]‘I\)’&?)’? 4 arx B
et By L (B 3-2-33); aRnl
L+t 2Lag i e (non-brachycephalic ) &7 -



82 T pEY

REER S BT A A L

3 oA W

B2 ﬂb l"}ff'_—
6 R PR G T LA
ﬁ@T%%ﬁﬁ»wjéﬁwﬁ’m&?
AL %ff% BT “’VL %*i‘a i

eI jgmé—%é":‘ Fé““" El -Q : A _f.m"e (a
-MSH » a-2 %2 m¥ gt HBE) fvB
% (REORATHBR) A4 et
18 v F&‘\'K’;T\ wm¥ sehp Bloe @ slde
cortisol i 7 g ik o fj et ¢ Y20 BJTLP’
Wi AT LAY B > T g R
?’_:‘:?gfviﬁ'rm JY(_&..#F]‘ > e g LLFE'I&P# [ %’%E_
BIRE o mo PV LB R e &
- WG F Mmoo

B oend-f8 P FE'F“WT\ ¥R
R I B “’ﬁff\‘ﬁ'f"gl
BARfes ® o b LB 67 5 (W
34) Ao Ao B % FRATARE
M TARLE AR ~ 8 ek L aap
THA S AR o FlTARE PR § Pk
UK L5 NHRF SRS v 52
«fr{;;:» ° % )% ¥ enib ek s «’; g_gaﬁn\)gg
3o g LR thmcortlsol e F 1+ Hf]l
RE % €A e 4e o B chd-ig F'“M:]l

Bt ENLHE &i@mTﬁ
Boo MR F oo d t‘ééaﬂzv ER:5 R L
oG TR GINERIE D AT rﬁ?E‘T
B les o mom® o e kR Rk
ARBES] > dmie AR & 5 &AL E 5 P[]
B AF Rz o § IR me € A
z %’ﬁ&ﬂ %48 (colloid) ejgie o

C. "» * %= % % ( pituitary gland

carcinoma) @ "5 -H8 it B’FF" 5B s fe
EERf-E G R BB ES R
e dpd LRI oA SR € AL
TR A T o Mg o T R %
g a2 g L g AiEd

(basosphenoid bone ) 314=% &% f# -

B 3-3. 5 g LRE Rty
intermedia) i o

d. gg-Fl¢ % (craniopharygioma) ( &
3-5) 1 PR L UM 0 U IR P RECE]E
S G U CE AR b L o frd s g T LY
R A 0 — ﬁ;i§ 4 h R E g de o
AR V[r]? B e A L E Aol B g s
PSSR SN IS N S E P 7 B AR
T Al B R F2 - o B
7 fmre A g (solid) gk (cystic)
%ﬁ’@$adf1w\$%% T i
*EGKREES Py RNFF
(mineralization )~ # kg h 5 & 7%
oY Rk a T A o

*7“"1' a’.’ﬁ

*ﬂ‘u



FZF PR R 83

e. gk iwrey% (granular cell tumor):
MR mre B b g AN R 0 WE RIS
BE L ek FAFEE o it AR
BFFL AR s AR MY
S Fafed Koo F - WA T 48
LR R R A~ A P
RN R S A s
fmie e o B hlm e A2 R Y R G o
f. BWHEER HBEES DT 45
EAFREEGHTE B AT BRE
e ~ H%Efjl«‘f%ff"‘%"’%%ﬁﬁ% RIS by
#L

RE S PR

® i # g (Diabetes insipidus) : fk # ik
TR E AR 8 (P A
B e mE R R R AR R
(FRAL) ™ 34z o "™ LR A| /g H g
FlL-Ag i~ BR B TR Pgakehip )

s fedd S5 B e Re B 7R 16 fropl -4 A
EISBELmA TR PR o B
R BB E R T LA PR
RFERE TP R AR 0 T

AR m g o

R B}QB;i‘t\g-j—:;ﬁ:;)ﬁ

1. %5 2 ¥ (Developmental anomalies) :
® 73 ¥ i@ ¥ 2 2 (Aplasia and
hypoplasia) : p* s ir 23 4 o & 2 # 4
FAEREOTFLAFT I 2ERGG
"[i‘E o

& H 4 ¢ R Hﬁa ( Accessory thyroid
gland ) : & 2 “H’%“ﬁtﬁx"ﬁf o P g
( mediastinum ) » e ¥ & {7 = 42 3| § %% ¢h
Ewe oo AfE ;}»Lgfllg%k%nﬂf#
e o AN fe < B9 PR R BR ety B e
B T AR ot B o e -
Boos G T )R R o

® v =¥ %7 (Thyroglossal duct
Cysts) : B FF AR His
Pligm e L ovd 4 E';}M;juﬁgru\su;
J £ (embryologic primordia) A 535 5 Jfj
il E O BRI - G o G

PR E RS TR S ERE L
et Rwrei o 3 R 573 %

B e o F PFIFEE mie s § ) MR
2. RiFE

® ix## (Corpora amylacea - like
bodies) : 4% 2 )y > B AN HELH o
vl FHdE A 8 (colloid) A5 o
Tb FR R - R g 51T R
PRy oo

® yin % (Lipofuscin) Afk @ 3 4
SHEE A o B d RS BiRE im0 R T
AR EF A ALH oD RF

® NP HKEAHF RS R
Fooasthm wfed o Bagisndued
oo ﬂ*“ﬁigﬁﬁi‘%* “RA AR e
BB~ & Sk (L fR € TR IRIT R e
el ¥ RATRFT RORH AN - R

A ;’_}g@»ﬁ LAl ”k’]“—}—}; Balde > LM



84 R R

FAF A T R LA AR T 2

3. ¢ Rk B,? #» % M T E
(Hypothyroidism): # H“!jtﬁ W TR B
RN erifrm—Eﬂg;;;fg s B 40 Q) iy
Mo A ey en® }:P;B;T!\;% v l'ﬁ—" m}}'gz 'j}i 1)
R T RORT A R X
(idiopathic follicular atrophy ) ~ s = 3k 4+

" ”’T\ ¢ (lymphocytic thyroiditis ) =& #
B 5 2) MH M ot T LA T AR 5
}?F— RERED popdk (TSH) & TSH %

( thyrotropin-releasing hormone ) & ;=
2% o

® FFMIRELE I pH DT RRR
o i b LR ARBR e L o R
et ie fodg o = St fo st ose BB 0 2
TR S8 A Ty 9 e B o

® BT IRILT R 1 H AT A i
AP kst (Hashimoto’s disease) » 4
4 %)y ~ ¥~ &+ {v Buffalo rats - H 7z

ICHFI I R 2F R BERETTEL

PAFIE B 4 T ;I’Uﬁ'u#}é
( thyro-globulin ) ~ = E;ju%{tffi%ﬁ R
(' microsomal antigen) 4-® ;}M;ju@i i F
( thyroperoxidase ) fv &_7 ;% a;jt\% % ®
(TSH receptor) % &2 2 p R & ikl 5]
AL e X DT RO PR SRR AL
EES ﬂ’j{f:&m’?é foE vgiimie g o 5 Eza
@ Rp o PR L L 0 g S0
.Q*MJU}JE' a;k @i ([F 3- 6)

B

® 3-6. zwwsﬁrw;w .
A ¥ &+ (beagle) £~ f&p AR -

PR R MT RS BT he i K
wefep 8 5 LTV R AL A A -
CHE T R N R F R A B H S
Ao L RIEENRLED A K G ER
ﬁ#ﬂﬁﬁ°ifﬂﬁ&£?ﬂ" ik
Bide o g fhd &4 gigﬁ”’ﬁ—,—‘q—\,__:ﬁ_
LHEE  AAT RN > XSRS
£ g nT H%“fjlﬂ R =
LA Mt gk KR > AR -9 (mucin)
7fi FOTE R ’ff')i T oo ABiR Fv Bookm i A
KRG 20 5 AE oIt e A AT
Lo RGN IREG RN o 2 F
BEAoAE+ Hf T 0 i R
J}—‘;};’ \§§_3:; TRE oo gL, rganFa'r;:.]ﬁg;L
s KR @ RERA L AL R T
S5k Ao & ey WA o
4. gﬂkgﬁldﬁl?.@”?ﬁi (B*Eﬁ'\’gﬁ.’
wmo:é?%ﬁﬁﬁm@ﬁimkﬁﬁ
R~ 2R R T %“ﬁ'\’«’:ﬁ_ﬂ’ e #”ﬁk
oo 4 &3l ﬂ’%gﬁ'\’-’ﬁéﬁiﬁz Fly oA s R
T AR IR g T ( goitrogenic compounds )
TV RRE LS W S ol TR
%%%mﬁ%‘g#Wﬁ}ﬁéﬁﬁﬁ*
ik Fa e p it jgg NI O T3—f\?T4’T“§’
TALE FFIUA (8 TR R B e A
L \8;117% G ,1»%9;}1-;@;& fn e 8T &
s 2 o
® R I A ok © e (Diffuse
hyerplasia and colloid goiter) : 33 & #
Poakal € 5 LASRIL M 4 e H%“fjl’?ﬁ ’
IR gt oo &Y e e Ak Lt
rEpre H’Uﬁ'\’-’ﬁéﬁ% e sldfid chig
@ e {4 o ? ;1“?}1’«’3‘7_ oY H%“fjl’?ﬁﬁ?%
T e 357 mFpeme_(thiouracil) ~ & viesg 2
$= ~ anions of the Hofmeister series fo— &
SR o R B LA B Y §
e sl ;l“ﬁ&.fsm'féﬁg EA }Uﬁ‘\ﬁ it
T gk o E’;P\:B;j‘l\g B \Hﬂf\f_g:g%fg_
d AT i FITE R E T FA X
R - o e P ARE K R4
% R E R 2 0t § e sUE i) A

FUEARA (B 3-7~38)¢



EHIET N NPA S 85

BTk ’Jﬁi’?ﬁ{ifﬁiﬁ; itz Bl e ALl S ”ﬁi
391 (involution) FFEen& I > v 3 4
ARLAT o B el 2 18 NN R E BS0
Se¥te ;}“ﬁt% REEARS Rl NS 4
# T34r T4 ER®HR T ¥ o TSH 4 i
AR Sel ;I”ijlilﬁi? fwre v ¢ G A
e d );,T\,a LR R B I RN o PR
- 9,#’9!7{’9?5‘\ ’ .gﬁg FOX BT o
BARECACF LB e AR o
//%1/5? fn e BB FIR B ORIBR R 'f %
1ﬁ IR T /’¢WEF$—' 5 Flenve Bk e
(‘endocytic vacuoles ) »

F138. | % O e o

® 3w i 2 ( Multifocal
nodular hyperplasia) = s+ % 4 >t 5 ~ f3
Tedi> PRORFF 5B Plikd 2] 3
—ﬁ%%’ﬁﬁﬂiﬁﬁ*#”%l%

UM RSB AR bt &
F" 2 ,m% O A *#‘ {* ﬁ’*’% I L
Hoo e RHUB RS BRI L RS

AR R EFRY Fledmie o

® X PFd ‘l'f.‘*-“’ﬂ“ﬁi”i
(Congenital dyshormonogenetic goiter) :
sl 4 et X Afrikander cattle = Saanen
dwarf goats » & - At 4 ¢ W¥:E B LA

%O,J‘jﬁiq‘%{\i ’#-:,514%:&;; VX2 4 E
PEF s LT AR S R BT R
B B g T RO KT TR £
Foo o] E AT R genin
AophABLE . T RRIHEES - A
BT o hE FlAA AR A B JRe N RE
Kk dm e o

S ;I’%”*j‘i”i'lé% :
a. ik # M % % ( Follicular cell
adenoma): M f& Fﬁ%ﬁiﬁﬁi— ER ,fﬁgg
d v F|kd > f’]"ﬁ %’“ﬁ & Ao B \/F
gﬂ} g ;]L;B;jlﬁ*@—‘ %Il; o a;ll, z;;;a’g
% aie Al (follicular type) feob ek R4
3] (papillary type) » 284 12 g e A ¥
B oo

=

B @ @ % % ( Follicular cell
carcinoma) : fj (g i@ ‘m e Jg vt ’ﬁU%; ¥ A
(®] 3-9~3-10) > &AL o 12
PEES B SEE 5 PR F EN |
B A BT A g Nl ] FIRR
%gi:{@v}g%‘ko L g e g./\)\j;& e sk
o B~ S feekEp o Bl B H TR
A B o e B YL AL e R R
B F R RTE L § &~ (vascular
invasion ) o &% 4 4% R ¥ T 4R o

B 3-9. 5 7 R P PR T o



*f‘,}%,? fr’@( g. A

#l 3-10. ZFJ v ;}Hwﬁlﬁw A
(follicular-compact type ) -

C. B;Pc'ﬂﬁﬁ 3w"a * % (Thyroid C cell
tumor) : pt %77 ﬁﬂt’i‘ EARCR N 35 ] F 2
m;}i \_"_1"_1]‘:_—'375&&?‘7 I%m EL%"zFJ‘fr% ’

Bodfpl s o g4 5 adigE R
4r ,ﬁ;iﬁﬂi{‘{g% TR EH Ao E';}J:Ef]t
C m¥e MR chps F1 3 P> 7 il FIE P
< BT B o ARAR DL iAo A 2 T
Q#M?ﬁﬁﬁiﬁﬁ’*ﬁC@%ﬁ#
R B o & ¥ ;{MJ]‘{C CRER Bl SRR “{\1‘%’
£ fmre o fr i T ;&—fgﬂx]u%%t (20 AR

CE SRR R LR R 3 C NS - B
(multlple endocrine neoplasia) #g iz o 4
5N ARG B BB AR
RS el BRI B AR gL
JE A - AR ﬁ?ﬂ%ﬁ'h"-lﬁ YR I
AR R« 7 KR C wre R T
KRR o fh o SRR R p LR dn e A s en

"% 47 % (calcitonin) -

) 9?7&- AR Bl e A 4 ”’i gt
oG AWIe A o BT 0 B
R PR ¥ (packets ) » ‘m¥®e & i+ 2
oo %i’:ﬂ%’ﬁiz\iw (clear) enim@e FF
(B 3-11)-

® R C Rl g T RS EE

CRER B uEﬁﬁ%f&FW#w**o%ﬁ
LA T S & 25 5] 4D 5 dmbe F’
AR RO

2 e {s 48 #8 % ( Ultimobranchial
neoplasm) +* % ~ jj ~ B & e 4| C fmo#
R e AR s 0 B e SR
kopFA A R TS mﬁt" I

e BRI i o DAl R A T
fmre ¥ 4 it L Climre {oipie mbe o IR
Bimre b A A LR E L £ Clm
kS «fr,}g,a fmPE m)rz‘rﬁ;; 0

ﬁsu.ﬁ“%%C@W B2 7 5 e
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1. ®e ﬂkﬂ:jliﬂﬁ (Parathyroid cysts) :
ARTEARE] #Hﬁwﬁ“q‘ e £ F L
*m’%m%4%ﬁw%#oﬁa#%§
% 5 %% (multilocular) > gz 3 3
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(Secondary Hyperparathyroidism) :
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c. BB L 4% (Humoral
hypercalcemla of malignancy ) : & {4 %4 %
18 o A fE B T H’%”f}r‘ iy LR E
( pseudohyperparathyroidism ) » % % i 4
Jt 1% ¥ (paraneoplastic syndrome) 2. - -
B e ok 4T 09T P T R
J% (apocrine gland adenocarcinoma) ~ # &
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B Fe 1,25- dihydroxyvitamin D » # & e
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® %~ ¢ & (Lymphosarcoma): 5 -
REE AR R L AR T R R

3 %\ Y5 B3 WM T R B 6] 0 20-40%
4 B 4T o Rl e A e PTH-IP 4 9
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#14#: k5 (Congenital enzyme defects of
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b. #% it (Capsular sclerosis) : #
4 e BB A o Y R
ooy Bl A o pm T gy o
R R RN o

C. HEERBARF I WFA AT 5F
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i ERRATINRE > BRT 0 K
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4, ¥ ﬂ)j{ 4 % ( Adrenocortical
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FPEFIN 2 LG oA o B8 F FigL
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7. ?Jﬂ$i?ﬁ?V31&.UWm'
adrenocorticism ) @ * f ¥ @ & = ;ﬁ;
(Addison’s disease) » 1+ 3t 4 ?ﬁ’é"ﬁ'
2 B} L3P E gy (F 3-18) ’
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( Primary hypoadrenocorticism) :
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w frfhgg ilde o
b. g F 2t ’-‘?;Ji Al TR L 3

( Secondary Hypoadrenocorticism) :
® T R ndpiid A R “leﬁ’» T
ORI
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% (Juxtaglomerular apparatus) % 1|+

AT 4 (renin) #t3ldsehF iy o R
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i+ (Cushing’s syndrome) - ¥+ st
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1. % § s ehrt i KT (Hypofunction
of pancreatic islet cells) :

® 4/ (Diabetes mellitus) @ # 7 s
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d. M3 gl A B B S m

N

LES
EIE 3 At NG

Rk Afr (B 3-23) %
mﬁp@mﬁ@uﬁﬁﬁ&#iaa
2oFAF A ;‘,&B;'T\_&ﬁﬂi,”ﬁ Wk § ek
e WeE R 7 F1S % G R PSRk
Fo AR o TR AR S E S 4 o B
W d B-lmie b naid ks ek (lslet
amyloid polypeptide ) Apm o HAFL G
@B f-mi gt o

—h @

W 3-23. 5L * 0 Bk b ATEE LA o

7{%5})‘}‘5 T i}?—j%”ﬁ B fm ¥z fhg b e
fne g‘r;ﬁ,a fLNBFR in G X 8 R
%) kAL v (glomerulosclerosis) ~ AfL 4 %=
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