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TR —FRRR & TEER—GIERERD
FHBRRIC» AT HHR

— BRI AE B 1o 5T 5 Lysine-8-Vasopressin € firalBRic & % M) —

FIRKEEFHMAREE—HE (EE RS FHR)

X W

K BB

(FEFI554: 1 A 9 B &4

THE&k-BIBRERE TREA - PRBROBEEER
A LTROERERBOSSE W UEIESE S
Addison # # % i thyrotropin — releasing —
hormone (TRH) B#HBREB AV, BRBELET
{3 thyroid — stimulating — hormone (TSH) D
mscac e, hiEfickd TSHORG HER
{43 & %MEL K. % Topliss 52 FE
cortisol D& T4 TSH O3 2 EHEFIM T 2 &%
FBLTWS., —HEIBRE S ve v HREHY
Cushing s KEIBKE L€ OBEKE B L
Ci2 TSH & X URRE+R V& v OETHED 517,
2% TRHEAFHRRBICES T TSH KIEMHET 3
BIEAHELE. COLOKTEF-RBIERERE
TEEA-FARBRIFBECHERLE-TVWEI &0
BMahs, FREEERTRECEY 2 TEE-BIE
REBEECOALTEA ¥ 2 ) YEERRIC L 28HE
HERINZAY LWEZ—EORMBMEAShTLR
V. Lysine — 8 — Vasopressin i corticotropin —
releasing — factor (CRF)analogue ¢ Z A ShTH
D, TEECEBERTAHBTHOA Y2 ) YHBE
HEL BRI DBAEKTH - TEAROBERDE WL
ZiohaMhiEVAERERSY. SEFE2 -
DEOHEMGEEH & Shicd 5 HR THRIRIRBER
i Lysine — 8 — Vasopressin B il % & C
#2\v ACTH, cortisol & & ¢ TSH 0438 HE % 3§ ~
7.

1. MB&E&LUFE

1. %% FiREBEC >V TREBRERS LU

Interrelationship Between Pituitary-thyroid and Pituitary-adrenal Axes.
Department of Internal Medicine( 1), (Director :

Kanazawa University.

Triosorb (B/F TsRSU), Thyroxine — iodine (2}
F Ta), TSH ORIE I & D EARICBET L 2. RisH
OEREERBBEFEE SRS TR I A - ki
148, 4 174~ 643, DUFRBRITER LB,
Sk O JE Rt R IR BRE TRERE 18 ) (B 2
Bl s fotE 16 61, 4 35 b~ TL o, LT RIBHE TR
EHE), EETHE LLH (BETH - k48, £
0 F~60F) #xt& e L T Lysine - 8 -
Vasopressin BERBAEB W -7 (K1), £k
itk AR IS AE 25 R (b L Fo B 8 < BRUIR BRI BE TEH)
106 (BHE3f ik THl, £ 1TF~53F, LT
TLAESE SRR EE & 18), BUIRIRMEAEE T 61 8 61 (B 1
Bl - Ao T B, E4 35~ 6T, UTFETERRE
L 85) IO Lysine — 8 — Vasopressin B#HER
EBIW 7.

9. Lysine — § — Vasopressin & # &5 (LVP &
E8): ELBAZEiE %1 Vasopressin — Sandoz ® (Lysine
- 8§ — Vasopressin, B F LVP & #8) 10 BAr% #ik
Li-. WHBR-EEBEH 7 -7 V5B &, EEHET - EH
#1545y 305 6043 - 905 - 12053 I HEN T~
& D HREL L M3E A B IAIE & T — 20 T THKER
LT, &% O#ikic> T ACTH, cortisol, TSH
RAE L. ERERUTERO 5 FB L UREEE
FE oD 4 HTI2[EE 1 prolactin (AT PRL) %%
L.

3. &FEA L ® v ORERE: ACTH:CIS RIA # » b
ZHOVTHEIE L (N#icxtd 2504 % R\ dextran
—charcoalitic & %), cortisol: E—3 ¥4 7 1

Taro Ohno,
Prof. N. Hattori). School of Medicine,




FRBEEBREEICT 4 LVP ANER

F-THBIRIAF Y F(RYTF LY Iy a—niE),
TSH: -5 9474V b—7HERIA+ . + (ZH
thix). PRL:CIS RIA # » ¢ (ZHifkER). TsRSU: &
4FEy PHB IV VTE Y b, T w4209
54, WEORMEL L. AXTREHE L EdEE
7L student t RECTHEEREEB M~ 12,

. #8

| &% BE: ACTH:LVP &7 Hi{E 13 64.2 £
6.9pg /mlTHH, EMEARKI B Z
OfEit 93.3 £ 12.0pg /mlT&dh » 7z, Cortisol: HifE
(£19.5 + 2.6ug ~ dl T& 0 TEIE I BRI 60 iz iR
HoNEDEIL 3.8 = 4.5ug / dl TH-1(F2).
TSH: #ifEi3 4.6 = 0,6uU / mlTHHLVP BEFITH
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TlLd@Bonlih-r (F1).

2. RIGHFIRIREEERER: ACTH: RibFIUER
DOHEIE 43.5 = T.1pg /nl, RIEFETHTI 8.9
+7.1pe /nlTHOEHMTIIRERILER TP P
BEERLAEGEEDETCERED » k. RIGEER
TR ACTHOTEEIR 15 2% @b o h, Ol
95.2 + 13.9pg /mlTH D REBETHOTEM (15
43, 55.1 £ 7.8pg /nl) RELEERE (P <
0.02). kRibME TR IcE LABRRIEERLE, (K
WX T LVP AR oTE@AS 15 905 30 2% icE
HONEDOBEMFLERLOE, 1o 120 5%
ZIXFHLES O CRETTARIGHBERT O
RGN E L) RIBBIUER L ETHOREE

Table 1. Clinical data
Normal Hyperthyroid Hypothyroid
Total 11 17 18
Male 7 3 2
Female 4 14 16
Age (y.0.) 20—60 17—64 35—171
T3RSU (%) 29+0.9 45.6+£2.7 21.3%0.8
Ts (y/d) 6.51.2 11.5%1.2 1.6+0.3
TSH (xU/ml) 4.6%0.6 below 3.0 111.0£22.2
(M =£SE)
Table 2. ACTH and cortisol responses to LVP
ACTH (pg/ml) Cortisol {(ug/dl)
Base Maximum Base Maximum
Normal 64.2%6.9 93.3£12.0 19.5%2.6 31.8%14.5
Hyperthyroid
Untreated 43.5%17.1* 95.2£13.9*** 13.6%2.5 27.7%5.3
Treated 33.7%5.9 53.0£6.7"%*" 9.6X+1.9 22,9%2.9
Hypothyroid
Untreated 38.9%k7.1** 55.1%7.8 15.4%2.2 25.9%2.1
Treated 33.2£9.3 64.0+14.5 11.2£1.7 21.5+4.8
M=+SE) * p<0.05 normal control v.s. untreated hyperthyroids

** p<0.02 normal control v.s. untreated hypothyroids

* Rk

LT

p<0.02 untreated hyperthyroids v.s. untreated hypothyroids
p<0.02untreated hyperthyroids v.s. treated hyperthyroids
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EEMNERH BT EHHEbHECEETS -
fo GRiBEAERP < 0.05, RABFETHP <
0.02). & TEERKRBETTER TREFTMEELD
bE, RBFETHRCREL 3RS - (K
1).

Cortisol: RETIHERECIIRIME 13.6 £ 2.5ug /
dl ERIGFETR(15.4 £ 2.2ug 7/ dD LT
OEBARLAEBEEDOETIE LM » 1. T RRER
FLgER T LVP B % 30 M TREEBD LI TR L
120 SHig I i3 ERTEEC £ TIET L (16.3 £
3.7ug / dl). —FHREFETH TR ERIEKRTHE
f@ 12 LVP g1tk 90 53 & RIGHTLERICL L TN T
@ ohi. #OROET GBHRT 120 5% bATEK
a9 (24.9 £2.9ug /AL, BFIRIET S IKRIR
BWAER B LERcEEERLE (P <
0.05), (®2).

TSH: RGHAER BV TR ~T 3uU /ol 2

ACTH
LVP 10U, im.
&
} M 2sEM
pa/ml + P05, § P<0.02
1201 o——o0 Untreated My perthyroidism (n=i2)
3 o———-0 Untreated Hypothyroidism (nzI8)
100 . i Normal Control
80 | ’
60
&£
40T
20 t
0 15 30 60 %0 120 min.
Fig.1. ACTH response to LVP in untreated

hyper-and hypothyroids

Cortisol fMmesEM
LVP10 U. im. +P<0.05
v o——0 Untreated Hyperthyroidism (n=17)
o-—~o Untreated Hypothyroidism (n=17)
pgidl ‘7 Normal Control
30
25
20
15
10

0 15 30 60 90

120 min.

Fig. 2. Cortisol response to LVP in
untreated hyper-and hypothyroids

g

FTLVP &fic & » CHELBBD SN L -7 %
BRETHCRAEO S v+ B3 L -1 (]
3).L» L LVP &k o ELREIcT T 5 BNR(%
TSH) t&bd & LVPAMBRERZRL, 8052 Ti
137.4 £ 15.1 % & BEmMEER L. SRR
LT 2 L0605, WATHEBERETH -~ (60
5P <0.05,904 P <0.05), (K4).

PRL: skigfE7it® 5 FloATER 0.24 = 0.1mU /
nThy, REREBETH4IHORER 0.3 +
0.18mU /mlT# - fo. B & bAIE R EHEEANT

TSH
HU/ml LVP10U. im.
Y
200
150
100
50
0 15 30 60 90 120

Fig. 3. TSH response to LVP in untreated
hypothyroids

°h TSH
JI:VP QU im. + M:SEM
180 + P<0.05
160 #erza Normal Controt (n=11)
o-~—o Untreated Hypothyroidism (nz13)
+
140
120
100 &=
80
60
0 15 30 60 30 120 min.
Fig. 4. 9%TSH response to LVP in

untreated hypothyroids and normal
controls
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3. BURARAE HIG AT « R TOHEL (£ 2): ACTH:
TLERERE% B T3 ACTH D Ri{E 13 33.7 + 5.9pg

FRISEBEREEIC R 2 LVP AR
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sl EPPEVHERICH » e EE TR T -7, T8

B EM® 15 31c@B» 5n (53.0 + 6.Tpg /ml), &

Wk 154y, 30 A TRABRBMALR L LUFRICBME
EARLI(P <0.02), (K6 -O)ETFERBERT

WREBRETHICE L TRBRORIEER L (6 -

Cortisol: FJUEERBRHKE T3 ACTH 0B 4 & [
BRICHIE, TAEE bREFETERICI L TPPEVE

@) ETIEERRKE T RRIGRE

TR LATE, BEESE SBEVERSD, 905 -
ROSTRABEFETHLLERCBEEERL .

PRL
LVPI0U. im.
v + M £ SEM )
o———olntreated Hyperthyroidism (n=5)
o--—-oUntreted Hypothyroidism (n=z4)
mu/mt Eicd-71- (7~
10
0.5

Fig. 5. PRL response to LVP in untreated
hyper-and hypothyroids

60 90

&< % TSH o
TSH O #inRIE %

120 min,

(904 P <0.02,12048P <0.05), (A7 -®).
TSH: FLEFEHRBEEETIRE M 5.9 + 120U /

nl & EHEAA IS D IARETE FHIC LVP B #ic T
SERED SN T,

RIGHETHTRIAINRD
mE@ED . LVP gHRBRIck v
RLEFIOS B 4 FRCET E 8 5%

BICHELVP AMEREBIT LA 1A ZBR VT

Fig. 6. ACTH response to LVP in hyper-
anb hypothyroids before and afer treatment

ACTH Cortisol
LYPIOU.i. m, LVP 10 U.im,
4 } Mxsem VP 10Uim Jrzsem
¥ p<o02 )
pg/ mi pgldt o———o0 Untreated Hyperthyroidism (n=17 )
120 o——=0 Untreated Hyperthyroidism (n=12) 35 ¢ -
Treated Hyperihyroidism (n=8 ) o——e Treated Hyperthyroidism (n=7)
+
+
100 * + 30
80 25 |
60 20 f
0 M i5 b
20 10+
. ) L . . . L " " . N .
0 15 30 60 90 120 min, 0 15 30 60 90 120 min.
Fig. 6—® Fig. 7—-@
ACTH
LVP 10 U.im
v Cortisol
pg/mt tvP 10U. im.
90 ¢ <1- MSEM +M15EM
o--——oUntreated Hypothyroidism (n=18) 1l + P<0.05, : P<0.02
8ot o--~-- Trealed Hypothyroidism (n=7) He o=@ Untreated Hypothyroidism (n=17)
o ——-» Treated Hypothyrodism (n=7)
70 0 +
6ot * S~ I S _#’
/4’“\.4,_‘.._._:_:*. "%r —
S0 g %\‘\ 20 4 T T ~.
py . A o ~.
. /// S~ T ——— = A e s SN
L ~. * T
0 Y e . L 1
ol ol ¢
L . . R R ' - “ s :
0 15 30 60 90 120 min. 0 15 30 80 90 120 min.
Fig. 6—Q Fig. 7-@

Fig. 7. Cortisol response in hyper-and
hypothyroids before and after treatment
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13 TSH oEnizE» shidr- e (8.

4. kiGFMETEIC B3 LVP okt 35 TSH 283
FEERE 1o W T SRIARHE T RIC B W T LVP BRI
1wk 3 TSH oGk e LTREIRIGERL T
Wi A3 & OBlIc o LT EMICRE T B & LVP Bf
= &k b TSH hsg R s 4R L 7o B (TSH RItEE) &
TSH ombszE» Shiss - 8 (TSH RIEE) O
9Bz K& i, ZTTTD2HOMRNEERD
HEC-OWTRALTAR (E3).

TSH REREE THIT 5 bR 25, Kk 5 Al THS
12 35 4 o 67 F. 5 53.3 F T » fo . TSH RIGE

B

HEFLFLETHn BHRBOTERFRI DB Ih s
M, FHE0.2FTHHERASNEL > BR
BEAEETORREE LTid TSHERIEHE TR | kR
O F, BRIk 3 B, FURARFNTE L6, B
#1fTH o, TSHRGR T BHERRRE 3, 4
BUEIPTH » 7. XEHENLT PV IBEOREKY
TSHRIGHI TR 2HITEML L 5 b v 2 BEOR
W, HkRED ShTF OERIIES 582 m T H -
+-. TSH RGBT 3Flic>VT XHERIC b v 2
e LA 78 TSH RUGE LB M VI BoH
B AR ED SN EoEBERFEH T15.2m Th -

Table 3. Clinical data of TSH responders and nonresponders

TSH responder

TSH nonresponder

Cases
Male
Female

7
2
5

Age (y.0.)

(mean)

35-—-67
53.3

3574
50.2

Sella Turcica

(mm3 mean)

582

715.2

TSH (xU/ml)

63.0£19.6

139.4%+41.4

(M*SE)

TSH
Ju/mi
LVP

Before Treatment
10U, im.

200

150

50

Atter Treatment
LVP 10U.im.

—— e e o o e o i o s s

60 90

1200 15 30

60 90 120 min

Fig. 8. Changes of TSH response to LVP in hypothyroids before and after treatment
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}-. TSH o#if# 3 TSH KISEE T 63.0 = 19.6pU
o, TSH RGBT 139.4 + 41.4¢U /ml & TSH R
BrEEERL. TSHRIGEO S bRk icBE
LVPAHRBREB U >4 FlTR IAZRVT
LVPERICLk 2 TSHO LRRBED o hish -1z (H
8).

5. EIRIRHERE & ACTH 0 figEic > W BRI
BHEOERE & ACTH O XWX LB T 2 2 i
T,RSU 0 & & TSH 0Hij{E & ACTH 0 TEME & %
W U e SRIB TR, ETHE 6 IcBBEED S
hish ot

§LVPEMICLZEHER: BEALBTORITTIE
HARBErED S, icEE, IELR, HEE
BEREFBDONILBVTNEBRETHY, £FDH
CREEPEL AR - 2 BLEOBIfER 2 LVP
BHB B DELIVBEDONIN S ETICEHEELL.

. 5%

RRIRRER B IC B 2 TEA -FIBREROR
BEECDLTRERLIVBELOF RS EATL
5. K+ ey OEEBEFRICOVTIIEMEROR
Bic kB EERBR R L £ VRBHREET IREIB O IRA LS
B, —HERERER L 720 B/l & - THRIRE
BHEEETIH 3 LEBOERIBC 2 EMHES
NTW3%, FATFTEMEKRLVE YT TSH OE &
ACTH OEOM T HOBFEMED LN B & W H#H
£625N 3% ThoOHED & IR IRIREEETLESE
Tl ACTH, cortisol 233 L, FRIBEEEETIE T
3z ACTH, cortisol BT LTW 5B T & 2sHER &
ha. L LEIKBRZ Y — €6 cld ACTH ##5.ic 0t
513 17T ~ OHCS o RIGDIETHBE I N TH
DY, FhEZOBEE L THIBEE S Ve 8 b
aha', EEICHRIRBEERER Ic> VT ACTH »
cortisol s L O T HEF - BIBRER TV £ ¥ % HlE
LR 4 4 % & bioassay 0 & 2 845 T I3 BRI
BIEETREEERT LT 20O 2IKEL T T
HotelTHHME ML, ELX—ELTBLT, &2
RIAICKZ2HMETLE V&2 DR EFFEHMNIC
HBLETHVLONHD—EORMMB IO TRV,
Gallagher'® & |3 FURIGHBEFUEBIE CIRIEHEE LD b
$Eic ACTH, cortisol @ episodic secretion #s #
CHTEEHELTVWE, LMW TEBEOATT
Rk -RIBREROMIET NS 5 2 & 3RIEN S
Y. ACTH - cortisol O 5 BB REDRE I (3 BHTEER
KEBMENBRELEONS.

FREBEREEOTEA -BIBRER s LE VD
NWBHEOTEIHE L CEEROHETIHA ¥R Y »

BRHHRBRICE B3 bOME W fo & A ITH)ILOR KRS
BETUEIE I BT 54 v 2 ) YEAFB O ACTH 0 THE
BIEFE L UE < RRIBBIEETE T’ S 5 10E<
BEEMELTWS., —HNEIZYN s Lo C ikt
% E\WT ACTH @ RIA %23 & 72 W ERBIR R4 Bk 7T &
ETERA Y2 ) VEFROABREEECHLE,
cortisol DTEE it BRIRBEETLERE, B TE L b iciE
HEHELIOGEMEARLLEBEL TS, 12 v
Bk 3 ACTH O IERTH L ik s h 3

CREZMLUTTFTEABICIBOSHBMTH 54, —FK
LVP REHETERICILSVWTACTHORi%E S ©
FTELHLNTVE, Lizti-TLVP &RRRIc L 3
AR YR ) YERMCBT AL D QBEKRTH - FE
HROBG ALV EhHERIENE. LA LLVP R
HREBRIC & 0 FRIABEREEO TRE - BITKER
LA HELEEOREZELLEDTRAGNAY
V. &Eo LVP BHEROBRICL 2 & ACTH LB
RERSBETEH T TEE G EFEE, BRIREETH
LD bEL, FARPMREDSAUBIZEBICETL
SFELTRBERIEER L. HIcRRFBIEET
HTIEEIBEL LA LA URIEHMBTS - 2.
Cortisol & RURIREAETL AR CIITEE L B c®B D
ENTHPHIET Lich, BRBEBEETH TS
ELENTHY, LRoOBTHBHRTSEE LTEL
SHERIEER LI, UL UBRIBBEETLER, BT
BHEbZoHE, HERBBESLWVEERLERES b
EEBCLELUEWVERICS . ORERS ¥R Y
YAMRRICXNIBIOWMEL 3E-HKLTED ., &
foA b o YEFF R ML B Minozzi 570 BEIR R
BWREETECEIA2HEL b —HLTWA, O
BERRIRBEEREE CIEKR TR - TEEZEN S S
OTFBRAAOEBABICL > TH4 ¥ Y v EHERER
PAME O VERRBROL O NERTE - TEAZD
74— KNy 7 &ML R B & BB S ACTH,
cortisol DWENEDOEI/LABIE I LERLTWL
3,

RIS AR R HE I 5\ T ACTH, cortisol @43 i
HEOELE LS THFICEL Tz, FIRIBEEER
HAEIC 5 W T ld cortisol DRI E» & 0 43 i g
BRURBEEATUE L, i FREBEETE I
cortisol DRWEEL L URBEEMNET T 5 C &
DPHEINTLEYN ACTH it A L TOHE IR
EENRARLLED TRAS STV . SEOLVPHE
HHBIC L 2ERE M T 5 & BRIRMEETUEEIC S
VT ACTH 03D i#Ic k0 ZDTRE B & »
SBIcED o, 2o - T cortisol DTEE G R
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Hic@»oh s, La LEEC ACTH, cortisol @ f{
MAE LR LTV A LSl L E Y & SIRIELIERG
THOMIETL, s LTRAEEIREERLL
bOLIERE NG, —HRRIBBEBTET 3T EE
© ACTH O R0 ETFIc & v ACTH 0TEEREC K
v, ZHIEW cortisol DR BET 5. £ic &t
i ACTH, cortisol DRHEE HETFLTLELHIR
ELIRDEBT HBHRT, &L LTy o s RIE
ZRUIECEDHRIENS.

Rk ETEM KT 2 LVPARRBRT
TSH o Z A% $~ - #4512 4 v, Cushing 7 ®
Nelson fEfEE <12 TRH £ 7 +° Vasopressin £ 74
12 &1z & b ACTH o#inhEEs & '¥h, Acromegaly
eBWLTHd LH - RHEA L TRHEH i & b HGH
ORIMAME 5T EHHESH TS, PRL - B
LT & & Giampietro® &3 MEHEINE A 82 A
WwT LH - RHEMRBAB W 134iic PRL 0
MEEHES SN EEMELTVWS. TOLIE
FTHERAEFVE VEBBIISB LTV RRETEZ OB
53 LT W B T RIEO S AR O FRT i
MR LT BSC L > CHOEBAMENIBI L
BFASND. BEEOSHORETIRRRBEEET
#MTLVP afick hEENBRE L LERNL TSH
DRINEES - BIRIREAEE TERIC 8135 LVP &
Rk s TSHOKIG. & 0 3##lics 5 &, TSH
DHIMBED SN BEEDSNED - BD 2 iz
Suohi. £CTIO2BEOBRNZEROFES
RREEL 72 2 b T TH B, TSH DFEA TSH RIGEE
T TSHRIGE L L LD EWERIKS 2. TOC
L iz TSH Ris#t o TSH o E#id TSH DRYGHEE
DETILVEMTEERLASDTRAIVWT LER
LTWaAENLACRAROEIRSHTRE, »
1.

ER s EEE TR Ic W T LVP & fic & b TSH
AstEn L2 Blic> W, PRL A LVP &R 1< &
DRIGLI b - 7= & &5 5 LVP #8 TRH =N LT
TSH 5y ibMIRaZ il L - gEE 2 i L. 2 &
\= Cushing 7% , Nelson fE#R# . Acromegaly 2 &<
A oh s & TEED TSH SywkmrasEB L L
TLBAREENSEZ bR B, COREHALTRER
OPREREETER T b VI ROIAPHEEE 2
% L FTRABESOEESEA s WAL NG
DERMEMET AH EWMESLTVE?, Lh LS
EORTRRELALAED TR XAFHIC b L2
SoOWEIEY T, ToRKERHEENICSY
BEOCEE LRI A SR TV, & BRI

L

BeASIEE L L 2otkicHefT L7c LVP BB Tk | f
AT TSH oS EEELTED, Z0&5
1 \Wh W B paradoxical response 27 L 72l T4~
Tl TFTEEREAEEL TV L EI D REMTS
Z. #ERETEE TSH ARMEOERCBIZER b L
/MR DEIE & & » T E{E TSH 43 il 41 fa
L7y —DRENBIH CRFHBMETH 3 LVP
12k TSH @53 Al s - FTHEEDSE A S h,
BiEd L7- ACTH, HGH % & U PRL 0 8B & L E i
TSH & 4Yih@BEIRE I 35\ TIIAROHERT 84
#AaverThHE TRHUADLVPIE & » THEEH
CHliga S B EnmRBEIhi.

LU R R RE TURAE 48 & BT SE 1 5 W T CRF
analogue ¢ ZXZ 5N 3 LVPAEBEB IV, £ v2
) v ERRER & 131FERE D ACTH, cortisol D53 &
HEARTCE, $—HOPRRBEETEATR
LVP &ffick v TSHO#EMREHEBD 5h b T &
s L.

V. £&8

Bk e B Bk B F I Fl i Lysine - § -
Vasopressin BB % & 1\ ACTH, cortisol,
TSH £ & U PRL O iBEA AN T oA E L
.

1.ACTH o> TE{f i3 IR IR AETTEEE S TR & & <
SWTIEETRE, RIRIREEE TEFAOIRTSH - .
Cortisol DH{E i FRIRMAETTEEES) , R IRIRHRHEE
THER & b i EH R & 0 & < TEE & BRI
ET+3icohBh B HMICH -7z &7 ACTH
cortisol & & FURIREAETIEEF TR R BB RIS %
R L, ERAEEE TR TR S H g B EEN
Aohtk. ChoDEEL D RRBBEAETTEE T
ACTH, cortisol MMM & & U 3 8 fE A3 TUE
L, fic FRIREAEIE TR T RET LTV 2 ATRERD
EIohik.

2. BRIBEILETEM T3 LVP AR AR IC LD
TSH D4y itEinss 54 %0 TEH S, El2Ihb
QD 1 HIERVTHEBERCEIRDShE -k
&, ERBSEETEMNCHT 2 LVPEARRRT
PRL & {bh@boniid -t & & & 0 TSHEH
Sipic & FEA TSH Sl Zbhs o0, &
sk TSHHIB A VE Y TlRAVWLVP KRELT
TSH O ithdis T » 1-AlREHEME AL o 7.

RS L WEE VR O RBERRIC B LET. F
FEE B A S REEN VI L BT ERRARERS R
Gty L CRESHERL VAL VESRAEE | HHE
| HESOEREF CHEHL 7. Lysine - 8 -
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Vasopressin B L T 0y v FEEKRA &I
BHLET.
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Interrelationship between Pituitary-thyroid and Pituitary-adrenal Axes—Taro Ohno, Depart-
ment of Internal Medicine (I), School of Medicine, Kanazawa University, Kanazawa 920, Japan.
J. Juzen. Med. Soc., 89, 144—153 (1980).

Abstract  ACTH, cortisol, TSH and PRL responses to lysine-8-vasopressin (LVP) were studied
in 11 normal volunteers, 17 hyperthyroid patients and 18 hypothyroid patients, to clarify the
interrelationship between pituitary-thyroid and pituitary-adrenal axes.

1) ACTH: In the hyperthyroid group, the basal plasma ACTH level was 43.5+7.1 pg/ml (M £
SE) and was slightly higher than that in the hypothyroid group (38.9+7.1 pg/ml). The peak
level was observed 15 minutes after LVP administration (95.2+13.9 pg/ml), which was signifi-
cantly higher than that in the hypothyroid group (55.1+7.8 pg/ml, P <0.02), In the hypo-
thyroid group, the peak was observed 15 minutes after LVP administration. But the peak
level was lower than that of the hyperthyroid and the normal group. In both the hyper- and
hypothyroid groups, basal ACTH levels were significantly lower than that in the normal group
(hyperthyroid P < 0.05, hypothyroid P < 0.02).

Cortisol: In the hyperthyroid group, the basal plasma cortisol level was 13.6+2.5 ug/dl (M %
SE). The peak was observed 30 minutes after LVP administration (27.7+5.3 ug/dl), and then it
decreased sharply. In the hypothyroid group, the basal cortisol level was 15.4+2.2 ug/dl and the
peak was observed 90 minutes after LVP administration. The cortisol level was significantly
higher than the basal level even 120 minutes after LVP administration (P < 0.05).

These results indicate that in hyperthyroidism, the maximal response was observed in the
earlier period due to the increased secretion rate of ACTH and cortisol, and then two hormone
levels decreased rapidly because of increased metabolic clearance rate. In hypothyroidism, the
ACTH and cortisol levels 30 minutes after administration were lower in comparison with that of
hyperthyroidism. Cortisol level 120 minutes after LVP administration was higher than that of
the hyperthyroid group. It is probable that both secretion and metabolic clearance rate of these
two hormones decreased in hypothyroidism.

2) In the hypothyroid group, %TSH gradually increased after LVP administration. The peak
level was 137.4+15.1% (M+SE), which was observed 60 minutes after. The peak level was
significantly higher than that in the normal group (P < 0.05). On the other hand, in the hyper-
thyroid and the normal group, TSH levels did not change by LVP. TSH augmentation was
not observed after thyroid hormone replacement except in one case.

PRL 1eve1 was within the normal range both in hyper- and hypothyroid groups and did not
change after LVP administration.

It is suggested that in the state of exaggerated TSH secretion, TSH might be stimulated by
CRF-like substances other than TRH.



