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~Abstract—

Isolated ACTH deficiency is a rare disorder which shows secondary adrenal insufficiency with
normal states of other pituitary hormones.

A FB-year-old postmenopausal woman complaining general weakness and intermittent mental
confusion presented negligible serum cortisol and ACTH level with hyperprolactinemia and mild
hyponatremia. Rapid ACTH stimulation test did not show significant increase of serum cortisol level.
Combined pituitary stimulation test showed negligible response of cortisol and ACTH, and slightly
decreased response of prolactin and gonadotropin. But the responses of TSH and GH were normal.
There was no evidence of organic pituitary or hypothalamic lesion in brain MRI and antithyroid
autoantibody was not detected in serum.

After receiving 12 months of glucocorticoid replacement therapy, she skipped the medicine for 3
weeks and we performed follow-up endocrinologic tests. Serum ACTH and cortisol level was also
negligible and prolonged ACTH stimulation test showed normal response of serum cortisol. CRF
stimulation test showed no response of serum ACTH. Basal prolactin level was decreased to near
normal and combined pituitary stimulation test showed normal response of prolactin with slightly
blunted response of TSH and GH.

We concluded that the case was nonautoimmune origined isolated ACTH deficiency which was
accompanied by hyperprolactinemia and resultant deficiency of gonadotropin, so we report this case

with review of literatures.
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Table 1. Rapid ACTH stimulation test before and after treatment

baseal 30 min 60 min
Before treatment
cortisol(nmol/L) {05 99 36.3
aldosterone(pmol/L) 40.2 340 3113
After treatment
cortisol{nmol/L) (5 30.4 339
aldosterone(pmol/L.) 85.0 775.3 6975

Table 2. Combined pituitary stimulation best before and after treatment

hasal 30min 60min 90min 120min
Before treatment
TSH(mU/L) 2.89 12.00 11.72 9.38 787
GH(ug/L) (.23 1.20 930 6.38 3.10
prolactintug/L) 1165 116.0 134.8 1104 835
ACTH({{pmol/L) 0.42 051 0.43 0.49 0.50
cortisol(nmol/L) 05 17.66 14.35 9.93 12.14
LHIU/L) 488 10.00 990 9.68 8.48
FSHIU/L) 33.14 35.81 38.63 36.98 38.66
glucose(mmol/L) 46 24 3.4 34 4.0
After treatment
TSH(mU/L) 1.54 6.54 6.78 6.51 492
GH(ug/L) 0.17 0.66 3.35 1.07 0.37
prolactin(ug/L) 9.1 83.51 64.04 50.33 43.39
ACTH([pmol/L) 0.35 0.69 0.65 0.66 0.50
cortisol(nmol/L) <5 {5 <5 5 6.90
LHIU/L) 6.32 15.60 15.73 14.50 1277
FSHAU/L) 28.36 31.96 33.72 35.82 34.39
glucose(mmol/L.) 7.2 1.2 4.1 oY 6.2

Table 3. Prolonged ACTH stimulation test after treatment

basal 24 hr 43 hr 72 hr

24hr urine 17-OHCS{(umo/day) 6.46 15.45 18.79 20.11
serum cortisol(nmol/L) {5 2516 684.2 9356
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Table 4. CRF stimulation test after treatment

basal

15min 30min 60min 120min

ACTH(pmol/L) 0.39

<022 0.27 <022 0.29

Fig 1. Sellar MRI shows no specific abnormalities.
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