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T, THEELIHREEL-> TRESHINT
& RRERULEIT- 1.

& TRH 500 ug %2 %1104y, 20, 6043, 9043,
18045 i IS & IR & bERM L, EHIKZ hzh kb
MBS EE 2 T —20CTREL, AEdtL. &
N5 OEBROKRISIOESIFRIAERD b &icfT
v, —BOEFIIcOWTIZEARICHETUR.

(2) fo#s TSH oRIFE IR, 2HilbEick hRIELI.
TSHIRE1SoA74V =T F o b, Tsld
448y VB THIES o N 2ERLR

(3) BEXNZ

R E 1451, B EERT 2 5 51, SLE 151, IR T &
LSRR EE 15, SIE XA 1 5], FRRIREERETUAEE 10
B, ZDiaEEm b D285, FEFer FRIRBAEE TIE
18451, 7 DIEEEF D b D 1261 1@ FIRIR K 1061,Z2 D
FARE e oD &> 1841, BL st i FRRBRAE 5 B DEH 13161 %
WE L Lz, 27 o4 KruEe OS5,
5 HEILoOWTIETab, 1 ITRL I

4) BEER
(e AD SR BRI R 1450 TRH £
E#ifuiE TSH O+ SD 132.0+£1.94U/ml T
0 2hl 7 xU/ml LR RRLIZH (Fig. 1), 2D
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with Primary Hypothyroidism.

Tab. 1 Effect of TRH on plasma TSH levels in 2 case with Cushing's syndrome
and long-term steroid hormon administration.

Name Age sex Steroid therapy TSH'(,uU/ml) response to TRH Te T3
Clinical diagnosis Dose (mg/T)Duration 0 Tlge aftseor TRH m]egcohon(r{;gon) 180 | #8/ml  ng/ml
KO. 42 M CH e SN |1¥40(4 ;3) 28W | < 1L7< 1.7 7.4 10.2 84 6.2 2.0 9.5 153
KK 3 M CH&c SN | 2*30(4 ;3) 20W 2 17.5 22.5 9.6 9.2 8.4 10.5 172
20(4 ;3) 20W
KU 5 M ch & SN | 2*40(4 ;3) 25W 2 1.7 L7 9.2 30 30<L7 8.5 180
3004 ;3) 65W :
20(4 ;3) 7T0W
HG 43 M CHee SN |1¥20(4 ;3) 14w 3.1 16.8 24.2 13.9 12,2 9.1 7.0 10.0 192
3*10(4 ;3) 16W
S.T. 32 F CH&& SN | 1*30(4 ;3) 12w 6.4 12.0 16.2 7.8 6.4 5.2 8.5 172
1*20(4 ;3) 4W _
N.H. 53 F SLE 1* 40 0W | < L7 40 3.4 2.8<1L7 7.2 200
1* 35 10W
1* 30 10W
1*20 6W
4* 1 36W
Bronchial *
S.0. 45 F astho.ma. 1* 60 “4W | < L7 3.4 3.4 2.4 9.5 184
.M 33 F Cvshing's 4y g 6W| 1.7 20 40 1.7 17 1.7 ' 48 154
syndrome

Steroid hormon 1*: predonin, 2*: preddnivsblone. 3* . betamethason, N
ACTH 4*: ACTH (Cortorosin)
(4 ; 3) showed that steroid hormon was administrated 4 days a week.
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5 5 5FicoT TRH 500 g %8 TRE %3053 %
E— T B ERH T LR EED (20542, 54U/m),
DABEHRR U 7208, BeEfk 2 RefiEid, AL v &
ERRU (Fig. 2). BREIICL 2550 2 idd/is
A& <,305MEIE 8 ~42,U/ml it & AtS. TRH
BEORIER L L CRESERIC—BECRVER
PRERFAZEGWL/3 K@D oNIHs, 2~3
SLRIEER LTz, ZOBRMIE, g ETidE
{bids L szt i TSH (S-TSH)» Lk
FEhi, zhicf-> THRRIRSTIB SN 2139 T
»5H, A TRH 500 ug #ERFOME T L Vi
BFAA CEERR X ST, UL Thid TRHE
5#%120°, 180" ics W TEED LR ER 2R U

(Fig. 8). '
(ERERBERETFCHERE I35 1T 3 S-TSH ORI MW HS
HIEEE (L 7.U/m) LT Ch B EBLiCAEOn
TL349%, ZhicER TRH2BELTHIEE A
¥ S-TSHOERMAED SN, FiiEmick
- THYRIRBEEELITIZTEEBICA - 12 8 Dic2 T
bERRIGETRT DL, BEELIESDLOHH
3.
(R FE i AR IR HERE(ES T fiE T S-TSH 13250 ~500
pU/m i 8L EXBEEZRLUTED, THIRARK
TRH 2859 2 & £PicBVW TS5 ERT 3R
IGRRUIz (Fig. 4). BEOIS KRR VE Y
2545 L S-TSHOEBL <AV BETT DA
2673, G TRH{5ROD S-TSH E& G
BLTLA. o ]

RFEE 3HNCH LT T:20ug, T.100ug 2358

#®D TRH Test D RGHI#R T3 ARRO TSHS
WEBIHET 2R LT\ % (Fig. 5).
VR TEAREE. 28F, ZoiE. BT v a8
BRI ERC, M T.3.2ug/dl, T:RSU23% &
[E<, S-TSH<1.7uU/ml %7 L 1-. &A% TRH 500
BT % # 5 LT TSH 3043309 5. 7U/ml &4
URIG %R Utz (Fig. 4 ). S4EFICi3miE PR 7
FNVEVZBEEDET 2RI

18 RIRA CHRIRIRRREE T 23k L T3 8 D
Ix S-TSHIZIE&EL H1774U/m] & CLEH IS
mui.

(V)Cushing fE &R E¥ & Ut steroid hormon $¥ 58D
TRH 5 * +. Cushing fERE¥ 1 61 Tid TRH 500 ug
BEILH U TRIGOWEF 2R Uz (Tab. 1).

Tab. 1z glucocorticoid D5 iz TRH &7

HE % 1T - 12fEH & glucocorticoid DG HiE»

L. Bfficbi: 2 B ABHRS D SLE, [EX
S0 14]¢id TRH500 g #5160 C, S-TSH
O RIGOBEFE/ZNL, RIGRM%ZRLUTZ. Glucoe-
orticoid [IBkI 5 % 3213 T\ 5 EH/NEEME AT BEE 2 1%
5 12MEATAD 4 HlTik TRH iexd4 3 TSH WD ©
— 7 {EIHII S IERTH 35, 1Hlics T S-TSH
DRGDIET 2D 2 $DWdH b, iz 1EFITI
v — 7 {EH60TICER L Tz Glucocorticoid D
BHics - C TSH R WEHROEZERBH 2 0B &
W3 AL TIREBIB DD 72  EREIFR Iz,

% ®

TRH O#¥5811 Hall) Hershman{Fleischer] Gu-
al, BHY 51> T500ug 2EA LIz, £ bic TRH
2154 % & TSH, Prolactin EEMICW -
%, UTcd3-> T TRH &#EId TSH HiERE
L LUTERGE ST TWA. Anderson® (38061 DIE
HAD > b—EBiclEb>D GH #in% 2%, LH, FSH
WHEBDEL2A LDt ER/EL TV A,
DREAORGRUCBERE. A—REAI, &
TRH D582 %100ug, 500ug, 800ug & b4 THY
5L, 3043t —-2 %2F$ 5 S-TSH O ek
BRBT, #zhed LI TRHitWd 3 S-TSHO
RS i BRGEERESH 2P L LT3, 2L
< TRH 50048 OS5 CE— 7 {#1210~40.U/ml ¢
HoltERELTVE, THIREESDL0~42,U/
ml & ZSE—DETHS. —FH S TRH 800ug »
BELT A TAEICIZIZEA ERES VLT
ZPEHS DS
ER IR IR BRETLESE 3 & MK FIEICs 17 32 TRHO
DRIZETROTH 325, BYPEBICHNTEIC
FRER & V& 48 TRH OVER 2 M54 2 ¢ & 35
LNTNAY, £ hEBWTRBEZH®RENL A
TWAEE L DRI T 6 BRIFMERLEETIX
W IGOHEELZOUETSED sz, 20
CEIRRIRT Ve BRI L 55 &, BERTHIC
@&, TRHDOWZMEIT 2™ &OBic—HT 5.
(Ve 3 P PR IR MSAEIE TEE iz TRH 500g 2 #7E L
fz& A, S-TSHid&hlic LRERRUT.

ZUTZOEW S-TSHRIEIZ § b 5 33
B¢ UTRIERAOET~BEEIEY T 2 TSH
2RWLTEY, TEEDUWTHEOEL S HBXL
TWAZ MR, LHLZORIGOKA S SI1351E
KN TALETCEALLERL VL ULAETLTSE
h, WEK TRHICK > T CIRBRITE D < Rl
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INTVATEEEMSH 5 Ll b X 5 ic TRH icxt
F 5 TES TSH ORISR E FRIR SV E - BE
&, ZORHGRMICKERHER2 57 TNEY, %
DOEEFICO N TIEARBED HHE . Schally*@ 135 v
hSEER T, FRRER KV E iz k 3 TRH V8 A O 1
BREARRENT 2 L REL TV 2 85Z0FBIS
BOMEL LTOZ AN TVA.
VMTEAFERIRBEIETEST b5, 28FORED
craniopharyngioma DfEF T i3 IR IR BREE TR
BERU, TRHICHT 2 GIRREBRL THH, Fil§
R cik, TEGBESERCS > TEBBESO
T, ZRYEFRRIRHMREE TE S B A .. TEAMEE
ET2XLFERERICO»D 5T, RIRIREIEDS
TTIRIEREIIET LTV b DT, TRH i g
RGBS TIEETH 2 SIUIRML T A &
INTWA. S-TSH iz@EATT uU/ml LLIFTH
h, radioimmunoassay iz & -» THIERE (2.5.U
/ml) UTFOE2RTEIOEHL, EBIWIZIT
IZEEA & TSH 3 UAME TRE 2 XBIY 5 € & idihd
L$BEE T, TSH7 2 rDBAIRE->TZH
DSETRE L 15 T2,
(V) TSH 3 W ik 4 2RIBRE & V€ > DI
UT Wilber 5* 13/RFE M IR IREAEIE TAE®S & O
fEH A iC dexamethason 2 ~ 8¢g/T %2#5¢ 5 &M
R TSHU~NANED T3 LBELTNE. £125
v MZBNT b ARSI 2 A L, dexamethason
{2 TRH it 4 3 FEH TSH W % in vivo T3
in vitro T&Fl3NT, U1zhS - T glucocorticoid
DYEA S suprahypophyseal level TH3E LT
WAIE 5 1k Cushing SERBEDIERIES & OF ik
EEOI D 3E, 10ER[ steroid BES %5 17T
WA EBEETIROTRE TRH g7 3 TSH KGR
5L THbH, steroid hormon DEA AL LT,
TEERZEAIZNE LTS, ZLT Wilber DB
YL & DZERIZ glucocorticoid OFEEE, 5 HE:
DHLMBWVCE LT3, 12 steroid hormon O]
FWERICOWTARS™ ¢ 2B R CRIBRE &
=L ORI 6 Flo2Flicis T TRHick 5 TSH
HHRGRET SO URIILTWAELTWAE. ¢
DL ¢ iX glucocorticoid it & - T ACTH WD A
269 GHRWB s MEZ 5175 L 5K —o0D

Hrh#EE - -#XE8 - =58 g

ENESEX bW Ihs s VvE itk > TTFEES
NVECDO—FBEEL ED S O IS5 hormonal
overlap MEMNEEL TV A D Fh /s, ZL
TZ# 51X predonin 30mg % 4 B#%5, 3 Hikk%
BE UGS, ERFS0SAIEBELT TSHS
WOMHE DD I L0 S ER2EIH, Thitik
glucocorticoid DEEFN (B, #5E, HIN),
L EMBEIEBHMEIS LT h TSH W SRR & B8
HUTHKRFECHESDOZINTWA EEL LN S,
TRH {3 releasing hormon @5 6 $ - & § BL{ &
Rah, BRIGCA»TEL 2o DTHH, TRH
72 M CNDEETEFIMERTS LW RTS
FTOTEGBRERELER Y, TEK TSH Tk
OREICE - T, MNTEGFREDOEZEIN OHIE
RS> & bR sh s,

1) ®EFICI13EaK TRH 500 ug D#EEick b TSH
ORBA L TRH#E5#15~303ich h, 20DE
— 5 {H1210~42,U/ml 2R, 60~120% CRSET
fEicE L.

2) REBRBZANTRESE LT craniopharyngioma M
1#I¢ TRH #5415 L T S-TSH KGRI L 12.
3) PIRIRMSEETIESE <13, TRH 51U T S-
TSH B EERE2R S 0EIHE . iafic k bR
RIRENVE L XVDBIERELLIZE &, TRH it
32 TSHORGHERILT230E L5853 %
Dd -1z :
4) RIBRE+VvE CORAE, EFEHSHTIZ
TRH iz U TERIED & @, 1 IMETRIG2RL
tz %3, predonin 1 H20~30mg ORIEKESHICILE
HI 5 & HE LT TRH x4 5 TSH O3MKR
JSZIERERICA S § DML,

5) TRH 72 M3 FEf& TSH DO T HRE#H %
BREL L THRATH 5.

fEEE & R 2 B T MRIE R B iR 1T
LET.

4% TRH 0 5% 5 iy - MUK S+, TSH
RIA*y b, TsRIAF » OS2 517 128—RI
%2R, Dainabot RIGFZEARICERSN T2 LT T
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Clinical application of the thyrotropin releasing hormon (TRH)

in various diseases
Yasuhiro YUMOTO, Yoshikiyo TANAKA, Tuneo NAMBA, Tsuyoshi MITANI

The First Department Internal Medicine, Okayama University, Okayama, Japan

Effect of synthetic TRH on pituitary TSH secretion in man with special reference to the
evaluation for TRH test. Synthetic TSH has been administrated to 14 volunteers of euthyroid
and various endocrine disorders in dose 500 ug. TRH was assessed by serial measurement of
plasma TSH using radioimmunoassay with double antibody technique, serum T4 and T3.

Arise in plasma TSH was observed within five minutes after intravenous administration of
TRH, values of TSH reached maximum in 15 to 30 minutes in euthyroid subjects. Graded
responses were obtained as the dose levels of TRH were increased.

In the cases with hypothalamo-pituitary disorder including pituitary adenoma and cranio-
pharyngioma, the TSH response to TRH in patients who showed thyroidal hypofunction was
generally reduced. However, there could be observed optimal TRH induced TSH increase in
hypothalamo-pituitary disorder having a euthyroid function.

Almost all patients with hyperthyroidism showed no response, the plasma TSH level remain-
ing undetectable throughout the studies, some showed a suboptimal response and a few delayed
response: the plasma TSH increases only at 60 minutes. In hyperthyroidism there was no cor-
relation between the levels of serum T4 and responseness to TRH.

Primary hypothyroid patients have elevated plasma TSH levels at zero time and showed
exaggerated response and the peak of TSH increase was somewhat delayed and continued.

Longterm glucocorticoid treated patients and two cases of with Cushing’s syndrome showed
an inhibition of TSH response to TRH.



