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Abstract : We report a patient who had a low plasma ACTH level without any
symptoms. A 43-year-old female was admitted to our hospital for further evaluation of
adrenal enlargement. Endocrinological data on admission revealed that plasma ACTH
level was below the assay detection limit (<4.0 pg/ml). Daily profiles of plasma cortisol
level, dexamethasone suppressing test, and pituitary function tests were within normal
limits. However, plasma ACTH level was increased to the normal range after the adding
of polyethylene glycol to the plasma.

These data suggest that low plasma ACTH level was induced by the anti-intrinsic ACTH
antibody. In an asymptomatic case with low plasma ACTH level, attention shovld be paid
to the presence of anti-intrinsic ACTH antibody.
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Table 1. Laboratory data on admission

Urinalysis Biochemistry
Protein (= T-Bil 0.8 mg/dl Amy 93 1U/1
Glucose - GOT 16 10U/ BUN 12 mg/dl
Occult blood (=) GPT 19 10/ Scr 0.5 mg/dl
Hematology LDH 245 1U/1 Na 142 mEq/1
RBC 421X10* /ul TP 8.0 g/dl K 4.2 mEq/1
Hb 13.6 g/dl TC 216 mg/dl Cl 102 mEq/1
Ht 38.7 % TG 139 mg/dl  Serology
WBC 8,400 /ul ALP 142 1U/1 CRP (D)
Pit  26.7x10* /ul y~GTP 26 IU/1 ANA =)
Table 2. Endocrinological data (1)
Plasma
Cortisol 13.8  (4.3-10.D rg/dl
Adrenaline 0.028 (<0.12) ng/ml
Noradrenaline 0.242 (0.05-0.40) ng/ml
Dopamine 0.01 (<0.20) ng/dl
Serum
T3 166.2  (80-200) ng/dl
T4 12.7  (4.5-12.0) rg/dl
TSH 0.2 0.4-5.0) rg/dl
Urine
Adrenaline 9 (<15) ng/day
Noradrenaline 92 (10-150) ug/day
Dopamine 423 (100-700)  pg/day
17-OHCS 8.3 (2.4-5.8)  mg/day ‘ .
17XS 7.4 (3.3-13.8) mg/day Fig. 1. Magnetic resonance imaging of the abdo-
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Table 3. Endocrinological data (2)

75g-OGTT
Item 0 30 60 90 120 180 min.
Blood suger (mg/dl) 102 172 226 254 215 134
Urinary suger (mg/dl) 8 9 23 310 560 26

Daily profile of plasma levels of ACTH and cortisol

Item 8:00 12100 16 : 00 21:00
ACTH (pg/mD <4.0 <4.0 <4.0 <4.0
Cortisol (ug/dD) 15.7 15.3 12.9 7.7
Pituitary function test

(Insulin, LH-RH and TRH loading test)

Item 0 30 60 90 min.
GH (ng/ml) 0.5 3.8 8.0 2.7

LH (mIU/ml) 8.9 25.8 48.8 101
TSH (xU/mD 0.2 1.7 1.0 0.7

Dexsamethasone (1 mg) test

Item Pre Post
ACTH (pg/dD <4.0 <4.0
Cortisol (ug/dl) 13.5 1.1

b, TEELIEFRLEVHURES ACTH DS iz 2%
Mizdr -7z (Table 3).
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