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1956 % iz Adams SHER e o R BEMP K
TSH & BRI - - BRBHSHESEET A & %
FEY Ch & I LTwi- Mackenzielz & »T
pEERa Y. Z 0oWEIZ long acting thyroid
stimulator (LATS) & Xi¥#h, & @ LATS sy
- Gro7) yIE'SLUCERBO A 70V — 4
HEC L VhFIEE ha  LaELpIkEhY, S5
ok K ORBEOREMPO Y v REERT B L
rEERIc LATSOAHBE LT 3T EMBELIMICE
9, 22 TLATS GRRBICKHRMNL S 2RI
METBTETHD, ThHARRBEEFIMLTWEDT
HB3EELShE., FLTI O S/ FIRDOR
Fictd 2 HIMERTRSIE S . & T AT DROB
2, REsEDICoON, N FoRONIE D OIERT
LATS #E» o h Y, LATS Hffi & Bk D 2E
DOHVWERB—EDBMEGEN L BEBER T 2
koo b LATS BHERIsEET 2 2 &Py, o
LATS EEB BRI A BT 5465 Wik LATS KL
Ao ERIRRISAE DT B ATREE A R L 7.

iF 4 Adams 'V kb LATS ¢ 3 R ©
b, LATS iSRRI & » Thflsh a0
A 298 (LATS — protector (LATS — P)) Ai/x
£ FURERENtcEET 3 VI BMERTEh, #
2532 O LATS - Pidin vitro Ta a4 ¥/
TRk E et s L TRET AT LIE D, £ HEIRRE
Hg 4 A5 = o 2 ERIRICH T 3 AlEER £ B ) 8 h
ot MEKBESV S Nt FoRBENEERAV.RL
¢ zo4 FNEREREEEE AR BE 1T -
2. LATS 3% < oW L THBuFams %
o HIMYET, LATS-Pidt t cBRRUERES

A% b - HFBEYELEI SNDLIIRED, £t
kIR L RIS T 2 ETH b LATS &l
S, E S I human thyroid stimulator
(HTS) &FEA S . HE\WTSmiths o &  AEEEH [2G
L ABKBICT 288 TSH - binding &%
$ox & 3 TSI (Thyroid stimulating immuno-
globulins)'¥, & &1 Orgiazzi St & D /NEFY
BE g6 Li-THBsAEERRRAC
- AMP o mB % 54E & ¢ 2 HTACS (Human
thyroid adenyl-cyclase stimulator)'® & EiR IR #
ki i 2 M4 @ assay EOSHEA S . Lk
Zh S0 ARRIRFIBET 13 LATS L&V, NeFY
WAL DBRIIC L bELALOERIED L
% &\ 5. Mukhtar 5'9, #3257, Schleusener'
513, receptor assay i< & b EEFREIIEH B & OB
SHTRE L, BETICED b i RIMTUR S ER
kolkT s L EBELTWS. LL, Thb
receptor assay I & » T & i f- Tk 2 Z B
CERIRA RIS L TV AL, X 5icH L O assay TL
52 5N BRBFIMEF SR ohic> TR
BEEMTEWV. L s LATS A2 & - MmO LD
RIS ET BT b BT A RS B L, BICEYRT
SERTIAMS B L, FRREBRBRFICLT
LARMEEIC LTS, HF 0 R h o0l
EFAMELTLE M L OFHEABERTEL.
B if, Ozawa 5 (& LATS - P J7ffi & receptor
assay l= & 5 TSH ~ displacing activity (TDA) &
Y CHEBML D - 2 & W'Y Sugenoya
520, Kuzuya 52"i2 TDA & HTACS iE# 0o Bl ®
W HEMEBEAED b NEh oo &0 D . T BHIM

Prognosis of Patients with Juvenile Thyrotoxicosis in Antithyroid Treatment [II]
Human Thyroid Stimulating Activity and Clinical State in Antithyroid Treatment of

Graves’ Disease. Ikuro Takata, Department of Pediatrics (Director :

Prof. N. Ta-

niguchi), School of Medicine, Kanazawa University.
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RFORELOMER Oh, 23V HBMETFICLS
FREZOLDICHIEN S 20Hh & S IcHESNEL
sha. N FoRBRIBETC L BERRERE
#LTE->TVA LT, HBRFESS BIREE
HAEORES 2V IIHREL KT hEFRATH
2. COBEHOHAICT R LD e lEE VB
RESEREDICRHE S W 3ERE+ L E v 2 BEEAE
+35EERAV, FERRHIEEEE T O BRI
EHOBEC >V TRHAERTEXLOTHRET 3.

¥R EFEK

. HRLEREBD

HREF2FHS I5FETONR N+ F oK 3T H

(&LF 32, BF5) Tha. 205 » OBEEFTELE
®EFZ MF Ts, T EORBEMERT TRH 5 2 +
bALEWRIETS » 1. IBERTORE 16 Aic Ts M
HEREMTL . $ERRLfARPRERAICLD,
A 1Eloms Ty, Ts @Rk TSH % 8% 1 HERR IR
HE#FmBL (PTUT®@ S0 ng/ B, MMITIE5 ng/
HET) EIEERSREED | R L - b0 %2 KA
ELTHEERIEL 72, Bk L BA T TREH 7 =
FETO, FERIRGUEE 6 » Ao~ BB
EUME 6 A AL S 6 FEXTHEEIETHS. AFRK
BRI R ISR Y £ F YRR BRI 28 41, IhREEA T
21841, EREl P RBO2FICAIEL . R
ELTRAR T HLEE/NR 196lic> 2 &be THRE
L.

I. AR M EF Human thyroid stimu-

lator (HTS).

Human thyroid stimulating activity (HTSA)
137 ¥ FIRER slice # A\ 12 Laurberg & 05 % 18
L7z boT, ARKIYIRNTES L7 adenoma @
AIRREYIC IEE R FRIREE 1o — 80 CHEfs L, RlEnE
% 0 C Krebs-Ringer bicarbonate (KRB) buffer
BT, $950mg (45 - 55) DEBE—icLi IlmED
MBI 2ERYT 3. ChooUi 4 0 C buffer
T 1553 MRE L, 37 €T 30 4 R4 preincubation L
fo. (DA LAERICTEE L%, BRBUIN%&
DL, #RIMAE 1 ml + KRB buffer 4nlthT, 37 C
IEREEL:. HELELCRERUVELD
bubbling 47~ 7:. &EEhIciRBsh2 T, 28
RIS Ty free METHRL, RIA (V7= v b Ta,
B—35 o474y b —7) LTRIELE. HBELT
assay @I E¥/NRBMAE, v v TSH (Armour #
2 40, 100. 1000 LU /ml& & + TSH 40pU /nl %
BUEskcsE® L. HTSA BIEERBIiTO T 4

T B ESRTHEDL, £/ Ty release assay O
BEHERET S0, —HERE Adenyl-cyclase %
RIBES A T 2 AEEREE LR L. £/
wRERIcEEns TSHOREEL 2125, 28
ko TSH b@lE L /-, M Ty, Ty, TSH#E, TRH
BRER, HRRBRGHORMERY T: MH AR 3
BBl oL cRlES 2 VW IZMTL -
(®1).

129 &

1, HTSA fIE L OREE 2 D Al
1. Ta EEREE & IBA C - AMP BN E &
DHE (K2).

v v TSH o & 2558 4 B T, i & 15 43 5%
BIcLBC - AMPEMBA®RHLL. WFhdw v
TSHAMBECHECUTHC LS oL, » &
TSH 10 mU /nl T, buffer D& DEgicth L#13 &
@Lﬁ%&.%@@ﬁﬂ@%%@téﬁuq Yo
TSH 10 mU /mlBl b8+ L Ts C - AMP Lk
ABEBIVTH- 1.

2. EEBBICLS L. HREEOHE (K3).

B3 35FoRERE N ok, EEEHRIFEE
F TSH 402U /ml. » < TSH:0.1mU /mnl. 1 mU
/nl, 10mU / mlfilfiER e £ 28802 T kB E
ZRDLIEODTHS.0, 2, 4, 6 o 8 ERICIEE
o T: BEREL, HEWNO T, BEELFIVS
o, T EEEL 2. Ts HHBEEDE, £ b
TSH 40 LU /nlTHBENICHIE L T B4, &
FORTRZOEMILVEETS 5. 2FMT 140
+ 105, 4 ¥ 210 + 60, 6BRYT 294 =60 2 L
T 3BT 433 £ 55ng /AL THB. v v TSH KT
HBEORBICHEN Ty BRI INT 24, T OK
) SElbkd B DIE, bioassay itk 3 LATS 0 B4
LB, N Ry s TSH fl#k & T, fth o BeRARY
W RENZREWLXEUL - IETHB. L
Lo & b BEEEERE 6 BRI L L.

3. HRBRBBEEM (HTSA) O& assay FICH 1T

5 EREM

FRBUIRM - T, Bt h2BRIBES 13 1g
BETHD, Kassay i, FEWHRE ZBEO TSH
BLHETHO, I BRRAIETE 2RFICRBord 3.
ST AMSERICHERTIRRBSRES SRRk T
b, Ta MHERERECESTL 3. B4 3REBE~®
Fom 8Bl EEXIFEFlIc> WTRA 2 BRER
A, BicTassay LIIBE2DOETH 5. 2hEFh
TsBEREE DY b -0 (100 %) cHd 3 EAIRT
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Ehd &, HEEK0.821, P < 0.01 T& b BiFSHE
BEARY . LB b FRIRARBIBGE Y (HTSAY 2 = ¥ b
o— ity 3 EARICTERLE.

0. BREHSEYE (HTSA) OEERIIRE.

1. REKBARO/NE FOKEEERFED HTSA.

HRRERIoN & K o 28 B JOfEh 18 B, TRERPUELY

Hig 22 Bl L BAR T Mic>\W T HTSA £RIEL 1
BN THE. EFNRIGHAEED, AbE¥TH
Bikic- SR L. ER/ANR 19810 HTSA (%)
70 ~ 140 %T.mean = SD. 12100 20 T&H ~ 1z,
22T 141 %Ll Ex HTS B HIEST 5 &, Rib®
N FuiE 28 Hl o HTS : mean = S. D. & 257

50 mg normal human thyroid 1 mm thick slice
5 ml of Krebs-Ringer bicarbonate buffer pH 7.4

rinsing
0°C 15 m

5 ml of KRB buffer 50 mg% glucose

37°C 15 m
gassed 03

1 ml of Graves' serum
with
4 ml of KRB buffer

37°C 6 hr
gassed 0,

T3 in medium for RIA

37°C 30 m
gassed O3

3 ml of Graves' serum

10~2M theophylline

37°C 15 m
gassed 0j

/
homogenized in 0.5 ml ice-

cold 6% trichloroacetic acid
3000 rpm 15 m
again centrifuged

extracted 3 times with 5 ml

petroleum ether saturated with waterxr

aqueous phase succinilated with succinic
anhydride in dioxane and triethylamine

this 100 ul for cyclic AMP assay

B

wt(m
— meu(n:%%:snii
Y cAMP .

Eay
o

T3 release ng/ml/ 4hr
cAMP pmoles/mg wt/15min
w

10 TSH
mU/ml

B2 4BRTERIc LS T B (n=2) & 1562

REICXAE A CAMP o no k. Rk v v
TSH, 0.1, 1, 58&10mU /nl Bv., BRI
FERIZI8~-53 (51 £3)mgTHh3.

Human Thyroid Stimulating Activity (HTSA) O¥IEE

>12004 HTSH 10mU

nd/d1 7 -

\

600 X bTSHIMU
s Ammmme -4
00} .
@ | Graves
g wof n=5
s .| i
@ 300r s e--T __AbTSHOdmU
© 00k /.
= x4 R control
o1 A" -4 n=3
& hTSH40uU
2 4 6 8h

E3: ~kF oM, &b TSH 40U /nl, o ¥
TSH 0.1. 1 #4010 mU /ol & EB/MNEIE K &
BT, s h 5 T, BEERMACHlEL 2. RO
BOHE W S RIEES S REEREEE LY
kbDT,ZOPHIES S.D. £ Kb T, ERPRIRE
Bi3, 47-54 (51+3)mThH5.
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+128%7C. 256 (83.3%) wHTSHB#HTH 1.
kg i FEERR IR R IR b 18 FilT ik, 119 =57 %T1T
B (38.9%) HHTSER#EL D, B L OREITHY
n#22F1Tix, 130 £ 61 % T, 9B (40.9 %) &
HTS BBHET & » 7. 1BEERETO HTSA R EH%Es 5
widingE D, REdIEBO e P YR T RIS~
WEFRRHMLTHFERICEWEEERL . (WTFhic
HLTHP<0.001). #BoEL LRETLTH, 184
FIEAED 1 Flc B WRIBTEELES 1.

2. HTSA EF R UMORERM L OBEIC D 1

T (F1).

b o 22 H1D HTSA & = 0% 1 F£ROKB
BEICLAITFHREOMBEERIL 2. 280 Fikid
1 BIBERELERELCBY, [1ARVENALE 7 A
LIRS relapse U7 . BH#EB(No. 1 — 11 )® HTSA
13162 +64%7T, 116055 8FMBHTSBHTH
ote. —HEREE (N2 - 22) ® HTSA £ 99 £39
% T I0BIHHTS BiETH - 1. ELERCE-1F
( QERIEE I F/MERICHS - 12, B LICRLALD
o, BEPIE1I A0S IR 3 Mg T, Ta
{#, TRH &#EBRic 80 2K BROFEICOVWT
HABTEREBDBEIEBTELEM 1.

RERTO HTSA &Mk Ts 48, T, MFIRBRFT#% O

HTSA with different thyroid

]
-2
e

B g

(o)

o
T

[

o

o
T

° r=0.82!
pP<0.01
n=14

T3 release Thyroid A{5023mg)

1 ] 1
200 300 400 o

100
T3release Thyroid B (5123mg)

R4 RsPRIPoOLE LS HTSA 0 BHiEE
BEL/<b& DT, HTSA i control ( 100 %) icXtd
ZESERTED L, solid circle i3 RIBE N+ F o9&
(n=8). open circle iz control (n = 6 )DIEHIE
ERT.

T 3 release

773

RRIREEER (%) RUTIHRERFAMSG (MCHA) @
BRELIONKR2THD. 6D &S ICIRRATO
HTSA & 24 BERIERIR [ MR & 13, 2 EE
BT 3L ThHhrNHHENCREBAR
0.433, 0.1 <P<0.2TC&~7. ftuh HTSA &
MCHA : DIt i 7D & 5 KEELBEFEM A S h
-t

£ 2

N FoRORERIZEL TR, BB 0EBMNL
LA ONTELY, KRELTEHKEDOERRETIE
DB CRERBETICEMTERL., L LK
5, 1956 &, Adams & Purves itk 3 LATSORE
LUsk, ERRRIB A I > W T ORBOBREN L S h,
BRECEL TS THE, FEREFNPEIOHRK
BREFBKT 2RENESTFEL TV A L IIEHE
EEbh3. coflgbilEREO 1oL LT, 1ER
%< O assay HAFERL T & o 5, FEE IgG » TSH
receptor i2fEAT 5 & 2 FIA L 2 thyroid stimu-

after
n=22

before
n=28
a b c d e

during
n=18

thyroiditis normal
n=7 n=19

B 5: Human thyroid stimulating activity
(HTSA, %) OBH#ET, e:control (n= 19) @
HTSA 12 70 — 140 % T mean +S.D. it 100 =
0%TH-1.

a; RIBEAN€ F R (n=28) © HTSA W& 257
+ 128 (mean =+ S.D.).

b; BERNE FYHE (n=18), 119 +57.

c; WEPIE1I ZABRDO AN 9K (n=22) , 130
+61. open circle BLIGEBEHRLTE
b, solid circle X HRFERT.

d; BHERERE, | AlosEORIBMIEEERT.

Student's t test ; axfb (P < 0.001), axt ¢ (P<
0.001), 1te (P <0.001).



774 = "

# 1. Clinical and laboratory data in 22 patients with Graves’ disease
after discontinuation of anthyroid drug treatment.

TRH test T4-1 T3

bef - -
No. Sex Age Exophth. HTSA(%) (E—Z;quE/l:xi‘)az (Au;/dl)(lgg/czig? size

Goiter

1 f. 10 + 300 4.4 7.0 2.8 140 reduced
2 £ 15 + 231 5.0 11 3.6 167 unchanged
3 £ 12 + 182 11 70 3.6 170 reduced
4 f. 10 + 179 25 115 3.4 142 reduced
o 5 £ 10 + 158 1.3 7.6 204 reduced
é 6% f. 12 + 157 7.2 32 4.4 200 unchanged
; 7. £ 10 + 153 6.7 4.3 158 reduced
§ 8 £ 7 - 144 1.3 2.5 6.5 154 unchanged
5 9 £, 15 - 114 2.7 11 4.0 192 unchanged
10 £ 2 + 83 5.2 210 unchanged
11%% £. 13 + 76 3.9 3.2 4.8 138 reduced
mean + SD 1l+4 162464  6.8+7.0 31+41 4.6+1.4 170427
12 f. 9 - 198 5.4 8.1 3.6 145 unchanged
13 £. 12 - 119 2.0 5.6 3.6 161 reduced
14 £. 15 + 106 3.3 8.1 6.6 126 reduced
15 f. 9 + 102 6.0 15 6.5 143 reduced
g 16** £. 13 + 101 5.3 17 5.3 130 reduced
5 17 m. 14 - 100 6.1 19 5.1 174 reduced
§ 18 £ 13 - 95 1.3 18 6.8 © 125 reduced
& 19 m 13 + 84 27 79 4.5 150 reduced
§ 20% £ 12 + 70 5.9 57 5.3 70 reduced
21 f. 15 + 58 2.6 3.2 5.5 137 reduced
22 f. 12 + 50 12 38 5.1 174 unchanged
mean + SD 1342 99439 7.047.2 24424 5.3+1.1 140129
%, %%  indicate same patients at different stages
a, brackets represent normal range
+, present; -, absent
Goiter size compared with wha' it was.
¥ 2. Comparison between HTS activities in patients with untreated
Graves’ disease and sernm T3, T3 suppression test and microsomal antibodies.
Mean 257 551 329 67 53 246 3.58
+ SD 128 197 157 22 20 129 1.65
n = 28 n = 10 n =25
r = 0.035 r = 0.433 r = 0.416 r = 0.099
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lating immunoglobulin icBi4 2 b O AfFICE { &
BLTBH, HEHIC LD TSH - binding inhib-
itor immunoglobulins (TBI)*?, thyrotropin
displacing activity (TDA)'®202425 L w201 3 D &
FIRBEHNTVS.

o h o FIRIREISMEF & BRORERA & ORE A~
HHLHEREN & D2, Hall 5 @ New Castle
group'®??? L O'Donnell 5% & t¥ Schleusener
5" TSH #&RAEHE(TDA) BT 3 b DIt & &
%, 1T Schleusener & F R ICEVIEL L
TDA 2RIEL, ZDFhke ORLELBRI L, TDAB
# 15 Fich 13 BIASEHR L. TDA [t 34 B ch 24 #l 58
HRLIEMELTWA, £ LT OIEHEN &
FoROBREt LEESREE > L 2RBLY
756, TDA i d 5 A BRIRHIBISEME 28 & % WiEH)
BHHEI EERDTWS, f£ic Hall 5% Ko
Mukhtar &'®13 Z ® TDA & adenyl-cyclase #llg 7&
#&, 72 Endo 523 TDA & LATS - Pif#LH
ZRThRFICHEET 28EE L TWE. —BNIcH
ZEORBMMEL, ENMRO A EREEE T X2
LT, #FENOMHIRED ) 7y~ IEAL
B SBWI EMES s RIcE D, BEHRN
1242 TDA & HTSA & 2E—#HEic & 5 B K R Rl8
RFEHEEHELTWAILEZLNE. L LSS,
BROHET I I SEME S, Dind & L
EHIEH B, RBMEERIEDEWAlOL B &L
DREITHB I EIFEICbBR~I.

BRI RIS E R T 2 hER. 1) KB
itk BIEERREO o o 1 F/NETEAREEESN

HTSA & "'l uptake

100 -

—~ ®
o °
a 60
) ° 4
a"" [
e 40 r=0.433
J n=10
20 - o P >0.1
1 1 1 1 1 i

100 200 300 400 500 600
HTS Activities(%)
e : HTSA & ™1 uptake.

K& 4 %, 2) adenyl-cyclase Zo gk e, MNLE
AC - AMP o¥INE£RIET 35k, 3) HHEPIR
B o OFRKBEFR VE v RREST 3 3 oD HENSERE
FTHRASATVWE. ZORTLMEEBV THRIBK
HEh 3RRBAVE Y A2REST 2 HENL DB
Z A, BFRERKERIC T assay # Y L /= Laurberg 5@
HEfEW, b rERBEROTRI L. RIBERN
£ FURTI. 89 icHlBiEEED, ChETOHh
BICHLBFUREE VA LS. bbbk oR
ST HTS BBiEE i 8 BUA S L, Bk 1361
BP0 FINERREHERE LB &3, S OHIBETF A<
£ FoRODRC & G BEETTERR I 2 BERE
FTHAIEERELTVA,. L LIS, FlOk
BEN e FURBHTS BT a b, 3 Ao HTS B
EBVTHhL 6 A BLAKERLL. BEbicBY 2
HTSA RIUEFO PTU oF B EEs L & 585, L
HobflicikasTids o, BERMERRS 5\ 3H
EREOMBETHAILHALTVWE., EEEEO
assay Tid, FIBMERFABHL L3301 100U /ml
Drtowvdzunide bt TSHESNETH- 2. il
BOBALRE Lcbdhhbod, BERRED 1 Flic
WIS RS Shi-c L iriEBah s, kit
BEETTERER OB A LT 728, HERBEERE
B LICIEE® T 3. Fenzi?”, O'Donnell 52

Strakosch 5%  Clague 5% &4 % & O euth-
yroid ophthalmopathy ic TDA BH#&E 4+ 8 E L T
WaA, HTS Bitofli&iza ohi, Endo 52%
TDA BB#EOREARR 1 flic> BRI AL TV
555, CDFd A — C Stimulation Zfe#ETH - 1= &

Relationship between MCHA and
HTSpercentage before treatment

r=0.10
= 2 n=25

(=) 3 °

L 1 0 L

100 200 300 400 500
HT SA (%)

7 . Relationship between MCHA
and HTS percentage before treatment.
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WS . HTSB#SHEL LT HE, 8% 5 ¢ C oflgkic
B3 oRRIBELELTWELDOTRELA
I, SoRBBEB-TABS6EMNSLLEES.

SEOBMETIE, thoBRERPRERSEE Tk
DREICBIEHEEBD I, - 2. EBRBEONS VW HO
HEBICERT 5 & Wb N30, o BRIRE &
FHREBE-F0LBHRIIEL, HERCE-1260
FERERIBEORDT 2 608Bhot. LHLELD
BAERTHY, PRICHT AEELRIEDAND -
7o, LU EHRBERERFTS 970 o$8ic TRH + =
TS, SEORBTREOERRIEL, T
Tz Hooper 53" Irvine 3329y B0 WM& %+ L
TW3,

BRI R T i R IR I R S A o TR
LT, Vo BRioifEohsECHEEELLNT
BYH, HTSA & SiBRIRDUA L DB MR I BBRH & -
5%. Foldes 50MBEKO~ 4 2 0 v— & bilk
2, LATS o~ o 2 BRIRAIBAIER % in vitro TH
EFTHLVHIHE, Fodfos0T7) vH TSHD
FRBICH T 2 RBAEHEET 5 & 0 HBESL Lig,
EHEATOIh S OPHAREMNSEVWE AT hO/ER
EFBLAS CLBBBENLY, SEOKETR
HTSA & GiEREREUAM & Ol id—E L - BRI
Bt

& E

B & AEDRERE <& Foiidizid, BRI
HFSEEL GURRRRIBERIC L D 2 ofE L L
TWE, EHOHERHLE Y& P oROEERIE L i
KL —HTELEbNE. Ubh s e FoFoldl
<& bMBETLERTICBAL Tk, FREERIBIERT
DEETREEZELTVWAEEI N, & oIk
HWaRERBOAFORES, S, ERIGHICIEED
& 554, FRicwt 2 RIFIEEE LToBE%
BT ELEbh 3.

AR BICES, s ARMEBLY £ LABOR
BRI EM O L7, KRBIEE . WEIE R W v ik
BEBERICRMOBRERL £T. 1. HEFRNHcoX
EHAS O F 100 fo PR B AR ERE IS, 2 LTRRIR £ 5T
BEICHBH K3 v LAETSRFERAMEES LM
i oBREHEOELLET. &S5 IBEHV LV I/NRR
DEFICEIELBL LT

X ik
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Prognosis of Patients with Juvenile Thyrotoxicosis in Antithyroid Treatment
[11] Human Thyroid Stimulating Activity and Clinical State in Antithyroid Treat-
ment of Graves’ Disease. Ikuro Takata, Department of Pediatrics, School of Medi-
cine, Kanazawa University, Kanazawa 920, Japan, J. Juzen Med. Soc.. 88. 770 —
779 (1979).

Abstract  Human thyroid stimulating activity in 37 patients with juvenile hyperthyroidism
was studied during the course of antithyroid drug treatment. Observation periods varied from 6
months to 6 years (the average 3 years). The existence of human thyroid stimulator (HTS) in
their sera was determined by T3 release from resected thyroid adenomas. A measurement of
T3 above the control value of 140% was judged to be positive. Before treatment, 25 of the 28
patients with Graves’ disease had HTS in their sera, one of the 7 patients with Hashimoto’s
thyroiditis had HTS, and none of the 19 normal children had HTS in their sera. During the
therapy, 7 of the 18 Graves’ patients had HTS. After cessation of the therapy, 9 of the 22
patients remained HTS-positive, and 8 of the 9 patients with positive HTS relapsed within 6
months, whereas in the 13 HT S-negative patients, 3 escaped and 10 remained in remission. These
results indicate that almost all patients with Graves’ disease have HTS when they are in a state of
hyperthyroidism, and that HTS tends to disappear with the clinical remission, but its persistence
seems to predict a relapse in the future, and suggest that HTS may paly a causative role in the
development of Graves’ disease.



