ERFASPDZIEZ 2% ICFHK R & h, S ADHMAE%ZRL 7-
ACTH B RIERED 1 5l

=AY =g EY FROET M EFY
T FHHER s REY ik sE—Y B
EH E—Y 2 T B K

1) Rk et
2) WP EAREmEE Rk
3) AR [ B e PR B s e

2 B

FEBE735%, H%k. 20034FE127 6 H & 0 52k, WHEASHH L CGEEZ %% L7z, Wil TERIGER L7253, 12722
HEYWEEOFEISHIL, 12H250 I EREESL &2 L7200, WEICAR L. \ILE, KEEFRIE, ik s
& B ICHSEM DO FHRFES A S N72720, FREFIRIEGERFE O CUBRICHEMSE S/, kIR, HEin - o
JE, @&BREk, HBRE S, AR, BEIIRA BN L7225, R E - K Na M4E - A L7z, !N
SWRATICC, IMAE ACTH<4.0pg/ml, Cortisol 1.4ug/dl, JRH Cortisol4.9ug/ H 7% &7 b Fiss MR AR08 b
hydrocortisone DfFEIC & ) FEIRITEEIZEEE L7z, HIRTHE ALV E Y 4 FEMRERTIE ACTH DAt o T ka2 K
VE VWM NTB Y, ACTH BM/KIEAE & W L7z, BEEE CT - MRI CIZHE T - THEARICEENRTE L
<, PUTEEIURIRETH o 72, AR OIN4E ADH iR, REEFIZD 2505 932, 0pg/ml & B &5l &R
LTw/z EIEAER ACTH HMMRIBFED IR & L CTHEHFED T S G IT L A L2, RENTEHBER
DOFFIEAFEE L 7238 2485 I T 5 28, FW 25 ADH IMEIC & 2K E 2B G- L 7 TRt 7Rmg S 7,

F—7—F I RE, ACTH HMKIEE, RBIEAZ, PAIRAFVE S (ADH)

U BHIC

=

B
Bz )R )V > (adrenocorticotropic hormone : 51 DT3RE, B

ACTH) HAR/RIBREF, TEAEMESLVEOH L £ DUHFEES RN, &S BRI, SRR
ACTH O A D5 WALI L) S ERE R Bkl BEERE | 20024 S MHE# (A 794 FIGHEZ L)
THEZ E-TERET, BN, SHBRK, (RmAE  RIEE L L

2 & AEEE RILE 2 & ORIBRERER K - BRI | 20034E12H Ay, FEE - ARARASIBLIL,
FAFE VoA NV AKEO Y a v 7 #BICER I EEEZZ L7z, WSO ME CTERITEBR L 7225,
bW, —F, REBLABASIFEELE  12A22HICEAOFRES MBI L7z, 12250 1213 E#
)T EIRIBEALLRL, @Y, FEEEROENZE  EEL L0, EERICARL. RIIE - KER

B S ook

2, ACTH HUMU/KIBIE % & ORI R E R TIEADY  RIME - RIKEZ &I2hnz, SHIEEE OFEAZEH % 72
FRERELE LTEITFONLZLIFIEBEAL RV, 4 O [ LRKEIREREE] 28bh, FHYUBENKEFET
], FA L, EESOFEZ 2L SN/ ACTH ks hre.

HMRIBE 2 B L7-D T, ZORBICETOEE% T E . ERkXEM, B & 165cm, A& 54.0kg, BMI
Mz THET 5. 19.8kg/m?, Ifil F 105/64mmHg, WR¥165/45 - ¥, fk

i 36.9°C. BAMICVEIED S ), IR, #Hiik
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T & D EERIE LT\ e, HRIRIEIE 2 <, ) v
INEIER 7 L. BB TR O 13 7 <, W 1 OE .
FERIEFE - 8T, BT - B - U L v, URT
ETFBRREEZ: <, MREFIERE 2 L.

WRERE | APEREO — AR E £ 1IRT. KR
MTITEEDOEIMAH ), HIMEKEIE3,610/ul &%
WAL, D TIIIFRRERAS. 5% & D3 A s L <
Wiz, M b T, Nal28mEq/l, Cl95mEq/1 & 1K
Na - i ClIfL#E A3 v, TP 5.5g/dl, T-cho 125mg/dl,
TG42mg/dl & FRES Bb sz, ZEHEREMAE 77
mg/dl LD TH - 7z, [MHREFE K Na [ME 2 K
M1 270mOsm/kg 12X F L TW722%, JRIZEHE 13633
mOsm/kg & MFREEZ ERl->THBY, KFIRAE
DFEDIIRIE S N7z, LEXIIEHS 22 85I R
<, LB A Tl EF 72% & /20 B AR 13 H B Y
B 72T,

B o g B X M5B & B CT A i % 14 1 12Kk
T MR XP T, LIERRHT ) o MIE RS N o
7z, W CT <, EAREIRITEEIREL b L)
THoleh, MELXELT I RBEEIRHBINE
Motz T, BIIRLTWARWDS, JEER - B
2 BB MERA 7 L3O SN o 72,

FEIK, IRIER KRR AL X 51K Na MLAE DFFEFE 7
Eb, BIBAREORENEE BV, NG % FEit

®1 —BRIRERAE

1. Urinarlysis 5. Blood chemistry

protein(—) T-bil 1.4 mg/dl
glucose (—) GOT 31U/1
urobilinogen (+) GPT 220/1
sediment : n. p. LDH 202 U/1
vGTP 83U/l
2 ESR 23 mm/h CK 98 U/1
BUN & mg/dl
3. Peripheral blood Cre 0.6 mg/dl
Hb 10.6 g/dl UA 4.8 mg/dl
RBC 356 x10*/ul Na 128 mEq/1
WBC  3.610 /ul K 3.4 mEq/1
neu 44.6 % Cl 95 mEq/1
€o0s 5.5 % Ca 9.0 mg/dl
bas 0.8 % P 4.2mg/dl
mon 10.0 % TP 5.5 g/dl
lym  39.1% T-cho 125 mg/dl
PIt 30.1 x10/ul TG 42 mg/dl
FPG 77 mg/dl
4. Hemostatic test HbA ¢ 5.7 %
PT 15.0 sec CRP 0.2 mg/dl
APTT  41.5sec (s)OsmP 270 mOsm/kg
Fib 412 mg/dl (u)OsmP 633 mOsm/kg

L7z ((2). THEMAEERVEY T, M ACTH 134.5
pg/ml LT L TWizas, Mo FREAEFIZERVE
YOREFEISIZITEFHEBNICR T2, —7,
MAEHF R R )V E >~ (anti-diuretic hormone : ADH)
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®2 ANDWRERE

R EFEMAEIC D 225 H 5§, 32.0pg/ml & ZH

1. Pituitary 3. Thyroid GEfEZ R LTz, RIBRERVE YT, g2
GH 4.0ng/ml Free T; 2.5 pg/ml VF U —b l.dpug/dl LT LTHEY, DHEA-S, /R
iléLTH 2 g ng;m} Free T 1. Ing/dl mA 7oA FPEEE S EZ/R L, ACTH 72l A 4l

.o pg/m 9k % B[ B 1 BT Rk Bl ) < Bu A AR Y

TSH L7uU/ml 4 Others X %5 [_&n_aa”f Tiﬁﬁ%ﬁbﬂi?{%f ?;)47@ RetE A < B

LH 5 1mIU/ml IRI 2 uU/ml b7z, HOPUEROBE T, iRz mEtETtHh -

FSH 15.5mIU/ml  (u) CPR 9.4 ng/day 7278, PUFEAPUE, i A arzo7y) JHkizE b
ADH 32.0 pg/ml IGF-I 77 ng/ml BT o7

Testosterone 3.3 ng/ml B ) e . R

2 Adrenal BNP 23.2pg/ml *EH%_F_\DLB‘-]:JI/% 4 %WH#Q’IHEE&Eﬁ@F&%% 212
Cortisol 1.4 pg/dl k9. GH:PRL - TSH - LH - FSH @ 43 i 5 1 1%
PRA 0.4ng/ml/h 5 Autoantibodies 7= Tw7-25, CRHERMICKH T2 ACTH - 2V F
Aldo.  <25.0pg/ml  ANF 1:40 o ’ =y P
DHEA-S 101 ng/ml Anti-Pituitary Ab (=) ’ N Jb@)y?[j_:i BEALRDON ‘ﬁ? o7 'n U\J:_@ "
(W17KS  2.2mg/day  Anti-Tg Ab  0.3U/ml SRR EGRE & 0, ARENE ACTH HMURIRIE & 2T
(u)17-OHCS 1.7 mg/day L 7-. ACTH HJH/RIEHE D — #1213 empty sella A%
(wiCortisol 4.9 pg/day B HND ZEDHS ATV AS, FHH MRI T,

BRTE - FEARICHS 222 BN RE
RO LN Lol (K3).
60— GHRH Test 6 CRH Test w0 ARBE&#EE | BREEZ X 4 127, 4
oliom @ 51 10 Belo ARt 22H & B EHIE & 175 72
oH ] ACTH ] oo | k2%, SUNEORIIS HAKI % LT
09 oo o —J7, ABite b FHORIR - 4 BRIk
hy 1 ACTH Cortisol Fife L, K Na MAE - RIAEEERIE S L
° 0 TR3IIO-I Te'ot % (min) o oG %H 76_0 teo (min)-o 5 %:’ﬂﬁ L7, Wﬁ(ﬁ\*ﬁﬁ)ﬁ%ﬁﬁ‘ 5 ACTH
[ “ =1 - = A\
T O HORCHE 12 & 2 RIS R 4 & B L
zz o00ye v PRL jz jz 10049 v . 72728, 20044 1 A 6 H & ¥ hydrocorti-
s ] TsH [ %0gmy FsH o7 O/O L sone DI GBI LI L 25, LBk
S / i - AR L b h A L7z
] Lo !
Z_ L, 12 y PIt%, hydrocortisone % il L, 20mg/
0 30 60 90 (min) 0 30 60 90 (min) EI @;%E%%;E?f ﬂ: ’Cﬁ'{ﬁ(ﬁ?}ﬁ, %E’{%Fﬁ,

2 HKRTERIVE S 4 BRFEFRER

X3

5888 MRIFR R

THIAER OOVRIE 7 B IC R &, & ADH
IMiE % 7k L7z ACTH H/RIBRE D 1 41

i Na MLAE 7% & OF#EZ <, 1 H26H 12

BEEL 7.

z =

ACTH HMU/RFHAE 1L T EARATE D S
? ACTH A4 12 & 0 f5 38 M BB iz
BRI TEY 272 9EAT, HADOT
FeARE R L E & RABRED H Cldfix b4
FEVREWZ EPREIN TS Y, Kk
BOBRRIIAHTH 5705, BHED2T%IZ
AN & &4 IR B2 G0 L, i
b 1 RUBERE 72 & B ORIEEN SRR

DEHEIVH L L, 72, 30~50%D
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+ Hydrocortisone

28 i (mg/H) 100 50 30 20
BRI

-
(mEaq/l)

140 NaCl &77

Serum Na

130

120

110

.
<k

ODTRELREBHEESOIL2HT, KAl
TOFEDOFEHIZ G- L T 72w g kd

H5b.
KB THE SN A FEO BB T %
M52/~ 7. ACTH H/RIESEIC X 5
mgay  glucocorticoid D73 WAEDEIE 7 1) —
YORKEZLELDIZ, Yav 7y - M
FER T OfE 5%, ADH 3 iiEs &7 L
Lo ToEEZOND. —F, FERICLSE
11 7 glucocorticoid 73 A4 1 Hft 1Y
60 7 ADH bl E 2z 272 L TH 1,

80

12025 12029 12 16 110 114 118 122 1/26
2004%F

20034
4 ERERAEB
BICH T EAPUESHRIB SN D 2 e R En5, HER
ERTOBGHAEZ LN TS,

FEMERIB AT, BRI R0 RLkE & 72
LCHBY, FEx &322 iEnw. 72, AK¥lo &
9 12 mineralcorticoid 73 25 FLEL O PRIE S L B e 5 1
RBEAETYH, SFBEEK, AL CRIBAAIC
O EBRERT L LT L ALT, RFEE (40
%) *RETHILEHoTH, FHEEFFERETE
LRIFE AL BEITD —BEORIBASIIFNE
REPELBIA LBIMRE SN TWEDOAT, L2d I
DOHNITHIRR R THEO G AR S L Tw
5% ABITIELA), EREIEREEZ b BDE S X
) RBHFAF O F W iR AR U Ok S b 228 &
o> THBY, ACTH BRI R 8 B R B s
FEL LTI TIRARFERERTH 2.

BIBFAZIZ & B KFIRA A - K Na Il
FEDBR I, —MIARIREREMIEIC 7

" 1730 —BHEOMERTICL YV ERI NS

ADH IfiLfiE & RFRA G % BIE S 2, fif

BRIMAE = OB FNEDJE RN 7% - 727]

REVED D 5. £72, ¥ 3 v 712D systemic inflammatory

response syndrome (SIRS) 7 &1 X % [ & @M TE

REMHOEREZ O MDY, FEOEB * 20k
IR ST AR D FEEZ NS,

T LD

SHEEH OFIE D & L KEIRIERE 2 Beb L, FH %
& ADH IfiLfiE % 7k L 72 ACTH HH/KIEIE D 161 % #H
HL72, BN OASE - BAE - & 70— BIERRE
REFBEOERERNE 2 REIE R, 1) BIEY
) —BI2PED MER T IC X 538 7% ADH 4 T,
2 ) glucocorticoid K Z 12 & A ADH 45 s # il & 2 12
& o T ADH IfUfE - KFRAEDFife, 3) P a v
7 BoMmEEEETUE, 4) WiEEER L, BEROE

l ACTHE s w 385E l ............................ ;
* A 4

b 5§ ADH it oMo [ maE? |
D HNBH, ZAUIBUR TR B ;
\¥ % ADH DR - G bhs 3 VT2 — v v

. = Mineralocorticoid
=1 Glucocorticoid i R4 ’j IBORSE

v H
o TR A E e s L BIBIU-Y | [ADHE R AHIEE |

bTwb, Oelkers i3 T EALHTIERE BE

ADH |

K TEEWC BT A Na MiEDFIHIZIE

[P5.7-mEET p=» b

: 3

ADH PSRRI G LB D, 2 [Mngsarng? | [ SADHLE - KRS O |

THA NI THOEMEERL T
W7ol ADH 35 4 IR T L, 1IE%AL
THLOMETHEL TS, Ll
LS5, Ao M4E ADH 32. Opg/ml &
WO EIR, #EEOHER & KL TH AR
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FEASFEOFIRICE G L, MO THR2MEGELTEL: ACTH BEMH/KIEREIZ BT 5 TSH, prolactin @

WREEEDSE 2 H 7. FISOS S & O GH OSSR T 52 15f. H
NArihEE 68 11096, 1992
X B 3) BRI, YD1, BIFmz, o —mtEE
BANEIFE A0 L2216 BRI 17
1) HHER] BURTE T HEARE | 2 & imROE 22—27, 1990
» N, TEREERS B EEORA Vb 4) Oelkers W :Hyponatremia and inappropriate
EEER 6. ACTH H/KAERE. HNREE secretion of vasopressin (antidiuretic hormone)
83 . 2087—2091, 1994 in patients with hypopituitarism. N Engl J Med
2) WBARME =, VaRER, t5-HE—EF, i R 321 . 492—496, 1989

A Case of Isolated ACTH Deficiency with Elevation of Blood ADH Level
Detected during Detailed Examination of Head/Neck Edema

Hirokazu MIKI", Ai MIHARAY, Chikako MORIYA", Junko MIYAGI",
Yasuo GOTODA"Y, Yasumi SHINTANI", Kohichi SATO!, Keiko MIYA",
Junichi NAGATA"Y, Chizuru KUROKAWA?, Shigeru KASHIHARA®

1) Division of General Medicine, Tokushima Red Cross Hospital
2 ) Internal Medicine, Kaminaka Hospital

3) National Health Insurance Kisawa Clinic

A 73-year-old man developed fever and vomiting on December 6, 2003. He consulted a nearby clinic. His symp-
toms subsided following intravenous fluid therapy. However, facial edema developed on December 22. On December
25, consciousness disturbance developed, causing the patient to be admitted to a nearby hospital. Upon admission,
hypotension, hypoxemia, hypoglycemia and marked head/neck edema were noted. He was thus suspected of
having superior vena caval syndrome and was transferred on ambulance to our hospital. Upon arrival at our
hospital, the patient had facial and neck edema, general malaise and visual field defect. After admission, edema
alleviated, but anorexia, hyponatremia and hypoglycemia persisted. Endocrinologically, plasma ACTH was lower
than 4.0pg/ml, cortisol was 1.4ug/dl and urinary cortisol was 4.9ug/day. On the basis of these and other data,
he was suspected of having secondary adrenal failure. Hydrocortisone replacement therapy resulted in rapid
alleviation of his symptoms. When a load test was conducted using four hypothalamic hormones, secretion of
all hormones (other than ACTH) from the anterior pituitary was normal, allowing the patient to be diagnosed as
having isolated ACTH defticiency. Head CT and MRI revealed no morphological abnormalities of the hypothalamus
or the pituitary gland. Anti-pituitary antibody was negative. The plasma ADH level upon admission was high
(32.0pg/ml) despite a low osmotic pressure. In the past, there were very few reports on cases of adrenal failure
or isolated ACTH deficiency presenting marked edema as a major symptom. The exact mechanism for the
onset of head/neck edema in the present case is unknown, but it seems possible that bodily fluid retention

due to markedly elevated blood ADH level was involved in this case.
Key words: edema, isolated ACTH deficiency, adrenal failure, ADH
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