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The Study on the Thyroid Disease
Munho Lee, M.D.

Department of Internal Medicine, College of Medicine, Seonl National University

Several recent advances in our knowledge of thyroid physiology have broad application to
the diagnosis and management of thyroid disorders. For in the thyroid, mere than other end-
ocrine organs, pathophysiology can be translated directly into the diagnosis and management
of thyroid disease.

Graves’ disease is a syndrome including goiter with hyperthyroidism, exophthalmos and
dermopathy. The pathogenesis of Graves’ disease is not yet clearly identified, but various
antoantibodies to the thyroid gland and immunopathologic studies indicate that autoimmune
processes are involved in the pathogenesis of the disease. The diagnosis and managemerit of
Graves’ disease are largely dependent on radionuclide techniques as radioimmunoassay, radio-
active iodine therapy and so on. Several laboratory tests are also developed to determine the
remission of this disase including TRH stimulation test, T, suppression test and detection of
thyroid stimulating immunoglobulins.

Autoimmune thyroiditis is almost certainly a primary immunologic disease and the incid-
ence tends to increase recently, mainly due to the application of biopsy technigue in thyroid

diseases.

Thyroid nodules have been a great challenge to physicians because of the possibility of
malignancy. But recently, cytologic examination of thyroid aspirate provides a very simple
and also reliable diagnostic method in patients with thyroid nodules. In 163 patients with
thyroid nodules, only 19.3% was revealed to be malignant. Therefore cytologic examination
of thyroid aspirate and thyroid biopsy should be included in the diagnosis of nodular patients
prior to surgical intervention.

In this paper, a comprehensive review is presented on the pathogenesis, clinical features,
laboratory findings and therapeutic modalities of wvarious thyroid diseases on the basis of

over 80 researches performed during the past 20 years at radioisotope clinic, Seoul National
University Hospital.
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Table 1. Classification of thyroid diseases

Sex Total
Diagnosis
Male Female Case No. %

Hyperthyroidism

* 1 D.T.G. 12.8 801 929 34.9

* 2 N.T.G. 8 50 58 2.2
Euthyroidiem

*3 D.N.G. 59 703 762 28.7

*4 N.N.G. 74 625 699 26.3
Hypothyroidism

Prim. Myxedema 25 157 182 6.8

Sec. Myxedema 6 22 28 1.1

Total 300 2,358 2,658 100.0

(%) (11.5%) (88.6%)

*1 D.N.G.: Diffuse Toxic Goiter

*2 N.T.G.: Nodular Toxic Goiter

#3 D.N'G.: Diffuse Nontoxic Goiter

*#4 N.N.G.: Nodular Nontoxic Goiter
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human thyroid

human thyroid adenyl cyclase
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%] g} migration inhibition factor(MIF)& =718 2
= Jd9vtz stx, Winand &2 RE#S Bipsts
FIRIRIAETTEIE B WEsE FRRRRS FuK
B ohel RESTY BAER S HEC dildE
Mtk Rl Bord ety FES4 .

K BEAAE FREBEETEENA Y B8R B
e 2 gl mxl Graves 5 21 flol A By
XHES Bt 2061(95%) A IBH Y KR (fo-
lljcular basement membrane)el]l HRi# I1gG, Cy 9
AES &4 dslon] Mtk BEE EY AL
Bk B A= adds FES BED vk 9
t}.28),

Dlkst o] piet: ¥ HNiMaMRERGE] WM
REJTHEIE S BB HiREHS 2% (immunological
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Symptom::
Cosmetic only
Lid Swelling
Redness of Conjunt. |
Discomfort ’
Diplopia

SiBglrk]Jfring Vision .
Lid Retraction
Lid-Lag
Palpable Lacrimals
Periorbital Swell
Deep Injection
Chemosis

£OM Limitation

{xophthalmos

Visuol Disturbance

777 7

12
12
81
46
a1
16
57
) , 3
[ Infiitrgtive 330 15
1
V77 Non-infiltrative. 179 59
7
No Ophthalmopathy 233 25
- 11
Totai 742 28
13
9
2
22
1
7.
2
6
o
4
0
150
175
323 0 ]

o i 1 A 1

1

- 1 1 ) 1 | ] 1 1 ] N
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Fig. 1. Symptoms & signs related to eyes before treatment
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Table 2. Comparison of abnormal GTT in thyroto-

xic group
. - b 1 4

1 { Uptake gjf u H}CE er. A normal GTT curves

(%) o1 -pts. No. of‘ % Eqre K %
..pts. ; diabetic -

50~59 5 2 40 2 40
50~69 12 58.3 3 25
70~79 17 12 70.6 6 35.3
80~89 28 20 71.4 6 21. 4
90~100 14 12 85.7 6 42.8
Total 76 . 53 69.6 23 30.3

o 2B ol & EROE 3790

A BRBEEC] £ AL R Binel 4
Jubrl A3 = Fold el WAzl A Aol 4L
ovtn 3 ATFAASNES It Andd TE
AFEFHTMG) ) F7Anch WA dgel F=
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Table 3. Reliability of thyreid functicn tests and
score system in the diagnosis of hyper-

thyroidism
Criteria of hyper-5 ;: 3.,
thyroidism Reliability (%)
B.M.R. 15% 75.5
125] T3 resin 35.5% 91.6
uptake rate
serum T4 13. oug/dl 85.9
24hr 31 thyroid 45% 89.4

uptake rate
score system 2 91.3
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Table 4. Thyroid Function Tests in Various Clincal States

TBC : T3RIA TSH FT4
(ug/ml) T3RU(%) T4(ug/dl) (ng/dl) (U/ml) (ng/dl) FTI T4/TBG
Normal control 25.8 32.56 7.22 135.6 2.98 1.13 2.34 28.9
+5.6 +2.76 +1.44 +24 =+0.82 =+0.29 0. 46 +6.7
Nontoxic thyroid disease 23.79 30.85 7.71 128.3 3.2 0.996 2.36 33.8
+6.58 2.31 +2.78 +56.1 +1.12 +0.384 0.85 +15.5
Treated hyperthyroidism
Euthyroid state #27.76 30.97 7.78 191.8 3.77 1.14 2.39 29.6
+7.79  £3.29 +2.00 +56.3 +1.52 +0.37 +0. 67 +10.9
Borderline 212 *26.26  *4.9 169.8  *23.92  *0.54  *1.32 25.2
hypothyroidism +5.2 =+5.05 +1.0 +19.3 *£13.97 +0.15 +0.48 +11.8
Overt hyperthyroidism  **20.22 *51.87  *18.7 *549.3  **2.13 *4.78 *9, 78 *110
#+7.56 £5.44 +4.7 +81.3 +1.45 +1.35 +2.94 +6.1
Overt hypothyroidism 20.35  *26.8  *2.53 *61.8  *118.5  *0.35  *0.71 *15
410.02 5.6 1.32 +63.8 +134.1 +0.17 +0.42 +9
Normal pregnancy *43.55 *19.94  *10.74 163.2 *5,28 1.17 2.18 25
H11.69 +3.25  £2.18 +48.0  £3.48 £0.20  £0.30 +3

*p<0.01 compared with normal control
**#p<0. 05 compared with normal control
#p<0. 05 between the two groups

FZo BREEA Koy BEAL B g T4
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Fig. 4. ATR in various thyroid diseases.
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o HRE £ 7 AR BEES oFF Yob4 0.3
~0.4% A E vtell 5= &g}

EE AP R HHARS PWEES] 5~6mCist o
ARl m, A 2mCi, &E 11mCiz= FRsIS

@ EOHE—FARIRBAEETAE

MRS BFEE ASH R FRIBEREET ]
Bl AL o] WEEEY M 2 Ghkel

Fae BEHBRA K AR BER R
A FRIEERETES] BARET RERE 1450 7.4
%, 24Ed] 11.8%, 340l 16.2%, 44 22.1%, 7]
I 5%l = 25.5% 9 oW, SEIEEE A = 144 8.6
%, 26 10.4%, 34 13.3%, 44Fo) 290.1% 9 54
ol 54.1% % 25 K] A3 =hel #nstgd o
] AF DR e SEREBEGA B =}t 348 F
& B 9 Yok (Fig 5)™0.

=3 5mCi LUFe] #IERERE ¢ LRREHS 5.5
mCi [ k8] ZBERMAHES PRIGEEETES #4
BEES RISt o SERERAA 24iEs) &
L AL ¢ 4 19 (Table 6).

o] FMRIEREEETIES] BEE SRAAE #4sy
2mCi 9] A& MEHRESEE AT HET d1, +
WHdlx —EHRE ERIER —fiier Soq3s
A 7F ot W= B FGReE b o8 #
#ol &ulx glont ofd o HEL AFhs] REIH o

o] %] orrlLin
Q=] gFrlen,

3) ShEHEY AR

Graves fijoll w&lel HRBEHSUBRMR o -2
ANA EFE 4o F J5S T S Adeln
OBk 3 ARS BAS dos BERE EER

Table 5 Results of 1 Treatment in Hyperthyr-

oidism
No. of
Treat 1 2 3 4 5
Examined 986 579 158 52 11
Treated 867 238 73 25 2
Improved — 227 69 25 7
(%) (47.8) (43.6) (48.07) (63.7)
Stationary 263 77 25 3
Complication 39 12 2 1
(%) (6.75) (7.6) (3.8) (9.09)
Not Confirmed 303 80 21 14

Table 6. Incidence of Hypothyroidism after !3'I
Treatment with Respect to Dosage*

Year Lower Dose(%) Higher Dose(%) Total(%)

1 6.8(219) 12.0(36) 7.4(255)
2 11.4(118) 15.4(29) 11.8(147)
3 15.4 (78) 20.4(21) 16.2 (99)
4 23.5 (57) — 22.1 (75)
5 28.8 (50) — 25.5 (66)
No. of Cases 550 81 631

* Numbers in parentheses indicate those followed
up till that time.
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fitolth, o9 WAL WEH WAL 1044 40
%ol 7R o) 2 I iRyl M HEE Rast
rBEE glov —@me ey I K ol kst
B2 8A Ak

ols)oll Aeirte], tetany &o| &% 0.7% ¥ 1.7%
dAA & 4 gow Tk AHEES 16% FEA
Holk Hoz Hol vt BREMETEEY FRe
ZEn, 47 A% 8L 2 BREel JT F A

vehdel,

I. FRBRMAEETAE

FAR IR A T 4 (Hypothyroidism) oj 2t FRRIRS]
B == S EEE Bt FiRIR hormone
o] sl ARAR Rolr] Wl Eo E&HE HBRHA
#REe vk, L2l hormone A£REERS) o 3ol FRAER
ol F3kEe] 2 REHIEX HKld REEFA 2 =5
kol & FRIRESREETE 2 a: € = grh Kol
ESEEA Hd 84 PRBEEETEY 49 &
el veldAl "}

FRRIRIAE-S BIREE kel zbol MTEHEAA W
HE TSHe kale =A== TSHAHW 2434
BRbE-S s 2 B ETEA s old &
BN F RIS AR(E T (secondary hypothyroidism)
olgl 3tz FRIE B fE VY BB FE% B
o] JEhER = FHE BRRE AAR BE
ko] "o wlol= FEEM: FRBEEEETIE (prim-
ary hypothyroidism)e}z}. ghv}.

1. FE % #E

A HEAA WET PRBEBEETEY AEx- £
FURIEEE BET, FEt: FRIRBEEETIE 6.8%,
EBY FRIEEEETE 1 1%% 342 st 5. Table
187).

FHEN FEE 29 FEE FRIFEEETE
A WIBREE FRBEEETE 41.4%= 714 &
ok, thSo R HEi FRIBEEETE, FHE §
BEETIE, cretinism, SRR %9 MHolgx #THE
FIRIRMREE T iEd] &= Sheehan fERE] 73 B
q_ls)_

fEEE 2 HEB) B 30f%A 33.0%% 13 &
L BAEEE M43 Bd BEEFE B 1:602
Tl A gAe gekel

2. ERFRAEMR

FRBEEETENA Vel E d8 ERE PR
BAETERE 4 23 ERY FuA 4Bl 4
2 4= glom] ke Bz £T HBEY BERE
REANA EES ERE Bitsld o523 2,

NE B

Hi¥KE (Myxedema)-& AjEd A BEA = £3 AT
R shelrt. o] FTRE 9133F4 <] mucopolys-
accharide 9} protein & Bz 4% A= BEMRE
A9 BEsE g o5 hilo® o) FHAE ¢gu )
g4 BRE 9714 g&rh

AEE o] gz T3 Ho|d 3L P}
2 Bifrg Fikste FoF gk

R SAETHEE W ote W 2 BFE A3, o3
£ Az A2A Yz HUALE ADIA 4A WA
o},
g KEE BES S8E okl dyv 5
= Jeht EXE (macroglossia) o 4 F43F Xl
= 57 g

2) LERMER

BREBEEETES A ke A4y LEBE,
DBHE (stroke volume) & zh431e o9 & Bk
L HzzAd4e RBHET B8 et XghzEdd
A L s LEBE L EEARIK(sinus brad-
yeardia), {EBEfr%(low voltage), T i, P-R4
F &9 RS Halrh

FRISAEEE TEANA = KBRS 9A5te 354
9 chsko) iR A7 3 (atherosclerosis) 7} o]
o Hate] "4 we Jehie AL £3 B 4 g
TEOREIRE(LE W= abA) gol #aAshAnl, BKROEES]
v LDEEES Bl BEE Aadd o s e
7 grh o) E BENdE REV BETHz 4Lt
B X zhEF o] Al W Fde] EFECIE oA
Y& vl KBS FiRER hormone WA 2 WBFEE A3
A B ARk A3 Rk 2deA Hel i
iEeIV LAFEES A udtch

3) R

iG-S e s ETH Jdy.e ey
I OEEEE Y BEE B0 @R (lethargy)
grol glo] ol A4E ez gz AL A

FEibigEe] A4 ETHD &4 MRKESE B
[ (myxedema coma)e] #x EBETE Rpss] 5
Azt AAE Bl WA g

o] Fel ALt A2 5 A EFE A=A
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RS EEL 2 RpE 5 et

REHRERA A= kd KAHEEe] SR Aotk Hi
et wkel 2ol Achilles B &foll A ohiEHi (relaxation
time) &) Q3¢ ksl SAA o]l o] jHY Ak
2 =% F9.

49 x i

B FRBEEETENA = £AR I35 K
B PIRIREHEE T iEC A & A #5B& (menorrhagia)
| E4dE 7 gon, ol FRiRMEEEN ¥
73 3pdnol o Z2A o) o},

PRI AEE T EA A = MRSt 7 Ao R
stvielE WES 7 4o

BIEREY 71+ =3 E£TFd% 57 grh #EkE
ERRIREEEETIED A& Jad s BIE#Eel A=,
FEE PREBEBEETEAAE oAdez MTHEE
o REMETA 713 ACTH 9 ZiiE o gl i
o REHMET R AIRBEY ETE 293 ¢
734 BHKER hormone #l&] 7] T2 3 EAc]

AIES F fEAAE Afie] Fas = oA
o % JEEkEE (normocytic normochromic), {EIfifa stk
/NEkH: (hypochromic, microcytic) B FRimEkik: (mac-
rocytic) Bl BE Hu|E B 4 slon BRIBEE
o AEt Azksbe TR A e

3. &

PMREAEE TS 2B TIRBEITER
ehb SRS BB ol =i ik
Bal kol mad ol®Wxm, E vhehdi kel H4E
shel & A, AR, LE%, BEE =&
WSHE $o= HMpss A9t A4 9,
2} ¥e dF, BE, L9 B, 4 T4, A
3 =4, FEARRHE (cold intolerance) &2 FEEA) 9l
W AL G5 Fou sl R Bl e &
& ohJeh 48] Achilles BRgHS] Aalol glowd
o AL WY F duo.
2 PR hormone frFol K w& HEA o
QS B el AL ok wEd HHRER
HEhE S Eigstd ok @t

EHe) B keld 4 PRIpEEREY TR
I E TS S 2EW BAER TSH, T, I
WEE, ATR, Teresin iz, BMR & JEfLe] gl
];},18)_

%) PRENA KD BEA EHHEBES &
B PREER BEAAY i TSHEE Fig 604
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RKEelH, ol 5~101.U.8) TSHE mHsfsted
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TSHol #3 1 HRaEe fms 94T A¢ ¢ +
PR
A 48 PREBERED Hadt 2o THRK

BT A B v gome 4 g

4. 5 &

FTREBEEETEN D B deadds B
AT ) ¥ KEE 42 g1 gl BE 44
4 BENA L KA lithium %9 FRIEEERD
HM) 58 TRHloRE S8 BgMRE B4+ 9
2k, WY FRBEEETE B%d deldlt A
A% SHAE TR hormone i) WIHES Bl
7l " o] FHRIR hormone MsHtES AL Wl
RESR, I TR BB (euthyroid state) )
5]*""3]' TR F15E g},

WA FEERAA who] AHgE = Eﬁz‘bﬁﬂ% hormone, S{#)|
BEE EMREREH (desiccated thyroid), thyroxine
(T,) ¥ triiodothyronine(Ts) 5ol g},

E‘z@‘é?#ﬂ%ﬁﬂ% HEE BH Aol KEAEN A

1 && Aelst Y, “]-BPH B w2l 2 mpE
LAHA ol A2 AR Fe Lo Hu 73 2=l
T H3d 2L AFL, E A5 A9 A e ik
3t AbgslE Aol Wasiy, o FoB WhMEL
e BHEANAE 4402 T, 8 T resin @#REe
WES Y BBRHEE Y5 =% ¢1.91) hormone
wEel 438 Zok A7A ) b old BielA B
# thyroxine o)1} triiodothyronine & % ye] a9
st A1gsl=n] w2 shu) desiccated thyroid 7} 7+
Hol AA dRAHo gL wel o= gle,

BB Teo) KBS desiccated thyroid o w sl m
ol &iEs e gt Fol™ F4EE 40~70% Za
123 %ﬁﬁa}ﬁﬁq 600018 HEE 2z Y HHRBS
F7 AAFNAE F4o] hg $ Jonz FHES 3}
4 dAES) FoAe e T, ? Ty f5s HsEstd
ZAgtejof o) T,bo 2 HBistd Mo PR
hormone #gEre] H py#E) (diurnal variation)e] =9
$lol LT REBA Aot

x3t T, BRI i (extrathyroidal convers-
ion)o® REFY Terl £RFE 22 T,ulozg
BECT BAR B ARetz s

& Ts;(Cytomel®, Trionine®)-& EEEINE =X
T,oll vlate] FhHelx =3} 38 £4% wiZe),
Te3ek 3~4u vk 235 ZHgo] HFaln] o] Gow
ARBEE T A& ik FRER hormone JEEe] H

Hhgigpe] Alstx, weld mA T, EY T.fES HE
L2 AgdE B 77 goh

kR hormone FF LS MTT o] 2 TH
B EEAc A4 Fditd A8 FHA &0
ol RBHEAE A=ty AAIANZ A9, BlEE K
Bk, LAEE % 54, 28 934032 A58 o
71 Wl eh, sl OREoI W FEE(LiEC] FA g &
ABEANA L ofF A A3 S%A# full replacement
dose o} o] 22X E e}, o]wl 2] full replacement dose
L dhnAY AFY BoE, 3 AW e & g
|94 2 ghxpel] A3 3¢ AFsE Feo] vk
st

ABSA Gt TRRBEETE B0l Mol 4
JH ESE Sl 4a, FHREE hormone 2] 4y
2o Fobatel. welA oleldt Afdle AFd F9
st A HEE 2e) R TYEE FYE A

o #4.

FRER hormone fIFERRES] ZRTEA & BRG] F
B, m+ PREREY ERt, = FEEE TRREE
BETES Atellt EAR FRIEAE hormone FEE
o] E#ft F& AFes a5,

mA T, fEe] EF#EEE xd Wi, = & @A
o m T,fH] EXEE & 5 g7 A& 24 M@
o T, fE7F ERSE o #4 BECF A dsieta =
AY o grt ey P FARERNE hormone R
E7t Al Ao e A9, ok @WHREe] T8
A Esbebe AL € 7 dek ARw @i Bk
BRI hormone WEE A2 & F71 g7 W&
of A EIRTEE A48 #23e Aol Fadeh
FRER hormone FTEHELE WfTHl glol s EA
7b HiE AL Ef Aekde BE &l Ayd §
g PAEFE VL 28T RIGE b oF Ao B
ole BE HEF =X T WAl I+

. Eﬁﬁkﬁﬁ’;

iRl = LEE 95 S eA A
A#, of%, Actinomycoses Fo 23 =z z4dd
o] et BN Fdstet. 2y HYsst gaEx
B3 u] ol xg o] 2 (nonspecfic inflammation)-& =&
2 o, o] Foll4 vnd E3 E4 e Ao
SRl A= EE&MEPIRER % (subacute thyroiditis),
{84 M o 2 2= Hashimoto fFe] &tk
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1. & R

T PRI LS vicuso] Qe FHHH
2 4 ALY EBHE AL F AR RAEE &
9] A}7}arA A (self-limited)d ghol e},

Brie oA A8 dehie B, AR, 1
T, PR WS BE So2 Aze 40 ‘:%1
o) BHE& Ak MR PARE Aol FAAH,

HEEE € AT o, Eﬁmm RS T
ol FRHE FE dov FEL AsFE Fh B
BEffio] A SHep,

ool BE 1 50%NA e 2o16l BRI
TS RolH olol sl EW(E A, MEE
TE Lge oA EROE B S Reln
A o] 5 10%elA TUREES EfETE° xR

BAEREeZE 24T Mk FA¢ & 4 o
MIEREA A £ REA FAA & mv}

Pkl 4 & BMR @ i PBIfEL E¥
4 W= o ERGE b ol PRI
W 2ol & BE R4 Zed TR 1R
BEe AAGA Aesol el ol fiRe] AHE &
A9 ol ek,

ERAES) AT RIS

T r.&.

Bd g EANte R

= 533 A8 Ak kel 9 4% A4
B9 hormone #Q) steroid 7} 713 f-E 38 <

2

AT dHA Qon, FEE S A T A4
B B GRS FohAA Azsid £Adel AL
= Qasgn F44909 FEE delxA Aok,

o IS —smnel PRIBAE TS PRI
o 4ol 21 hormone Fhtol % AoE it
Ho= Wit Rageh

2. Hashimoto(3FX) %

Hashimoto f5-& o] 244 BEFRE HFRREKE
Y R guA] glon, AT wial T AKiEE
of eldk Aol Foldl wel T FAREE A ¥
o sl glrh.

AGES dothell GhEA O whobA EES) Hike] &
st 6161 B 96.7% % 5957} Zodie) A 201kl 4 40
AR Y Wiy e ¥ Fdd wor HAFARL
36. 44 A HH7.

FIERR-S PAREREC) ] goiter & WM =T wuk4
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= w}(firm) WR] ==tk (hard) 3974 ool v
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g7re MEERY W3S vebl = RS o] el &
g3 fR9e A Ev

o] FHlA Fif WAL EA 2 AL fushel thyro-
globulin % HHRIEAIES) antigen o] ol autoantib-
ody &} wzolzh,

mETo| RfEmBREENES FIAst # thyrogl-
obulin #{8¢)} #{ microsome HifEE WET HE=
Fig. 75+ 2}, g Hashimoto j5BEN A + 714
Pl £% 88.9%8)F 04.4%NA Btke) 9,

v PRIFEEETELE, myxedema, FRERE B
MR EARRNE, BRAMITREEA JdE BieE e
= 7 o] AF R AL ohx, w4 o
Seiipe) FEsko e A WHAE A, B &
tholelE o] S ¥AY T @k

AfEl A TSHRER-L Bthelx, moT s BiE
BRIERe = JEst TSH st MMM slo,
Lo WIENmAI okE o Ko drr TSHIEME
Rigel 9 Aoz AFdsm drf F ol A= H
W] stz ol A f2e Fo.2 A =
g} F4kis hormone 9] 42 a4 s x, TSH S 5§
B/ 2@ PRIEE-S Axt A JEARSREA
X B2 el PE" AT FREEREETS R
B2 HE Aotk

& R4 PRPEEREE A2 ER N4 &
B ETE narta ¢=iA sle, REY HBRK
PO b L) o)X u Wi BMEE RIFSE A
o2 dAHQ BEETERE S5 “Hashitoxicosis”
£ Ve sl E e

AIES e BRI flo] AR BYREK
o] dow of BB Uil Feste TSHS BRI
HRIES A s, mdTRE g A4E A
o) BB hormone B8 ERAT AXse FE 9
v, ZEET ofe) HashimotofF B4 FRE
hormone {HS T4 FHERE H@EE F44
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Fig. 7. Titers of TRCH tests in various thyroid diseases.
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(aspiration cytology) % BRE# 4L KTl
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EEe] FRIELE BEY 16%4) AuUx @gol= A
L2 IAd FRIEEE BEAAA PURES Tl &
o] HafT=E el SkrbE Aol
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Table 7. Pathologic features of thyroid nodules

single Ml Toral()
Adenomatous goiter 44 (27.7%) 18*#%(52,9%) 62(32.1%)
Follicular adenoma 24 (15.1%) 3 (8.8%) 27{(14.0%)
Involutional change 32 (20.1%) 5 (14.7%) 37(19.0%)
Papillary ca. 24*(15.1%) I (8.8%) 27(14.0%)
Follicular ca. 4* (2.5%) — 4 (2.2%)
Hashimoto’s thyroiditis 7 (4.4%) 3 (1.8%) 10 (5.8%)
Subacute thyroiditis 2 (1.2%) — 2 (1.0%)
The thyroiditis 1 (0.6%) - 1 (0.5%)
Nonspecific inflamrnation 1 (0.6%) - 1(0.5%)
Other nontoxic nodules 8 (5.0%) 1 (3.0%) 9 (4.6%)
Toxic nodules 12 (7.7%) 1 (3.0%) 13 (6.8%)

(Hyperplastic change)

Total 153(100%) 34(100%) 133(100%)

* Ca incidence in single nodule is 17.6% (28/159)
** Ca incidence in multiple nodule is 8.8% (3/34)
*+% Adenomatous goiter comprises 53% (18/34) of all multinodular goiters

2} Wolx v FRIFFER hormone o] &3 FRIEHER  F Afolut IFAE Hol: BEEE gt 8
L ALl BEelY WAL BikEiE e e @RS
7t ERlE EikiEge v #ilcn Q4= HER TR A HostIiHE FIAR PR scan &
Hegtiiel b HBIMIRR, goitrogen &S EyMpel B SHA AES BEAA BAEETS cold noduleo] FR
st BREES AR+ dow, A#edd 2R = #EEe] M= hot nodule & Hol& BEI-S K
Bl Folvt Bl AR WS & BEAA H w5 BrEEel vl EFHY REAAE PRENE BE
i BAEES =2 2 FLosd M ES A o) 88.9%lA HREETS #Ei& 2Jod 111%el
wile Fa vk Ax BFF BRAA gstx, #ige) Bn BEe
REMBZ20 25 = PR B4AEEE E 5 s
Table 85} zre] FLEEMRIE, WRMES Hoz=, bE J Plbsh 2 BRES scan fiROE ol FE M
7 £ AR A BRI 76% 1 AR st '
<l T}, 20 Table 8. Histologic distribution of patients with
PRWE BES Bkt Bk $o WEA 8.3 thyreld carcinomas
D12 el A tEA o wekow LR B
el A 282E & 5 Ao
BRI RS MRIEECR BTG  Papillary Ca 12(75.0)  100(76.3)  112(76.2)
#izke] iAol of Pt Hhiffiel v Z 9l Follicular Ca  3(18.8) 25(19.1) 28(19.0)
oW A #Effie] s AR o, FUME Herel whubst Occult Scler- 1(6.3) 2(1.5) 3(2.0)
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