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Table 1 Laboratory findings
Hematology Serology

WBC 6,300 /uL CRP 1mg/dL

Neu 39.3% KL-6 521 U/mL

Lym 39.7%

Eos 5.3% Urinalysis

Baso 0.3% Protein (=)

Mono 154 % Occult blood (=)
RBC 447 % 10" /uL. Glucose (=)
Hb 131g/dL Na 109 mmol/L
Plt 27.0x10"/ul Osmolality 706 mOsm/kgH>0

Biochemistry Endocrine markers
TP 6.9g/dL FTy 0.95ng/dL
Alb 36g/dL TSH 3.36uIU/mL
BUN 6.5mg/dL Osmolality 279 mOsm/kgH20
Cre 0.74mg/dL Cortisol 156 ug/dL
AST 18U/L DHEA-S 279ug/dL
ALT 15U/L ACTH <15pg/mL
ALP 68U/L PRL 12.3ng/mL
LDH 105U/L LH 4.6 mIU/mL
Na 122 mmol/L FSH 7.5mlIU/mL
K 4.2mmol/L GH 054ng/mL
Cl 88 mmol/L
Tumor markers
CEA 1.6ng/mL
SLX 26.6U/mL
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Fig. 1 (A) The hypothalamic hormone tolerance test result showing responses to thyroid-stimulating
hormone (TSH), prolactin (PRL), luteinizing hormone (LH), and growth hormone (GH). (B) The hypotha-
lamic hormone tolerance test showed a response to follicle-stimulating hormone (FSH), while a lack of
response was observed to adrenocorticotropic hormone (ACTH) and cortisol.
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Fig. 2 The rapid adrenocorticotropic hormone tolerance test result showed a limited response
to increased cortisol secretion.
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Fig. 3 Magnetic resonance imaging of the pituitary gland showed no swelling or mass lesions. (A)

Sagittal section, (B) coronal section.
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A case of isolated adrenocorticotropic hormone deficiency during long-term
treatment with an immune checkpoint inhibitor (pembrolizumab)

Hikaru Mamizu, Yuhki Sakurai, Taishi Yoshioka and Takashi Ishida

Department of Internal Medicine, Niigata Prefectural Center Hospital

A 73-year-old man who had been undergoing pembrolizumab treatment for lung adenocarcinoma for more

than four years was referred to our hospital due to loss of appetite and fatigue. Blood test results revealed hypo-

natremia and increased peripheral blood eosinophil counts. A thorough examination led to a diagnosis of isolated

adrenocorticotropic hormone deficiency (IAD). Based on the progression of the disease, the IAD was likely a con-

sequence of immune-related adverse events from the pembrolizumab. This highlights the need to always suspect

TAD and perform the necessary endocrine evaluations, because IAD may occur even in cases where long-term

treatment with immune checkpoint inhibitors appears successful.



