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Table 1 Laboratory data on admission
Complete blood count Blood chemistry (reference range)

WBC 9,080 /uL TP 6.7 g/dL Cortisol (7.1-19.6) 22ug/dL
Neu 62.6 % Alb 36¢g/dL ACTH (72-63.3)  529.2pg/mL
Lym 24.3% BUN 40mg/dL TSH 1.71 uIU/mL
Mon 9.8% Cre 14mg/dL FT3 293 pg/mL
Eos 3% UA 10.1mg/dL FTy 142ng/dL
Bas 0.1% AST 19U/L LH (0.3-13.8) 156 mIU/mL

RBC 435x 10" /uL. ALT 8U/L FSH (2.0-83) 293 mlIU/mL

Hb 137 g/dl LDH 193U/L GH (0.0-247) 1.44ng/mL

Ht 41% v-GTP 25U/L DHEA-S (5-253) 488 ng/mL

Plt 329x10*/ul T-bil 0.5mg/dL Aldosterone (<240) 16.2pg/mL

CK 40U/L Glu 151 mg/dL
Tumor marker Na 135 mmol/L HbAlc 55%
CEA 151 ng/mL K 6.2mmol/L
Cl 104 mmol/L
Ca 98mg/dL
CRP 9.68 mg/dL

Fig. 1 ®F-fluorodeoxyglucose positron emission tomog-
raphy/computed tomography (¥F-FDG-PET/CT) im-
aging showing bilateral adrenal glands with intense
FDG uptake.

6.2mmol/L & X NalliliE, & KIE %7272, UA 10.1mg/
dL, BUN 40mg/dL, Cre 1.4mg/dL, CRP 9.68mg/dL &
I TH o7, NWAELFFT R CIZavsy —n22ug/
dL (JE#EfE7.1~19.6ug/dL), ACTH 529.2pg/mL (FLiE
fili 72~633pg/mL) TH o 7.

MR AT L 0 20XX ~14E 12 H @ BF-FDG-PET/CT Tl
MRIBCFDG R &EM 2780, K& S3/E3em, £24cm
KTho7: (Fig. 1), MBEIMCT Tix, Al EIEICRE
25cm KOHEHiR =7 (Fig. 2), WHIEIEE K% 52D
7z (Fig. 3a). BAZBMRI T, FRRIEARLZEN, @B
25D LD IERVERZ IO o 7z,

ABEBREGHE - 77 ) A 7RG AN L7z a v F
V=), ACTHIZZFNhEN171ug/dL, 80pg/mL & e
HNTHY, 77V AR TEGRGRICaAVF Y-
ETFL, ACTHIZ S L7-&# 272, ACTHHfE,
FikAE RO Lo, MHUEEERS L VET TV

Fig. 2 Thoracic CT scan at admission showing the left
upper lobe nodule measuring 2.5cm.
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WG L, E, BRI BRI T, EBRE
eI e®m Lz, 10 HICACTH 7.8 pg/mL,
IVF V=V 167ug/dL & FEHEEANELFE L. B R
TaVFYrEWER L, NI 20me/ HNRE L7-.
HEEEE, e FaavFyr20mg/HeMRHLerS, 7
FION AR T2 L TWE. ZAT7Fa4 FiRERICHE
L72JEEBCT Cld, EIBOKE S8 bidb -7 (Fig
3b).
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Fig. 3 Abdominal CT findings. (a) Abdominal CT scan showing bilateral adrenal masses. The left
adrenal mass measured 24mm, and the right adrenal mass measured 30 mm. (b) Abdominal CT
scan after hydrocortisone replacement therapy. The size of the bilateral adrenal masses was

unchanged.
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ML, IEF v 7KL Y MHESRISEIST 5 NGk
EORART R RN TR % 2 L2% <, oW
WREEZ AT 2D D 5720, WHEOENZTT
HHIENEEEEZD.
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A case of pulmonary adenocarcinoma with bilateral adrenal metastasis in which
Addison’s disease developed during treatment with immune checkpoint inhibitors

Azusa Kondo, Shunnosuke Tanaka, Hidenori Takizawa,
Humiaki Yoshiike and Kazuya Hirai
Department of Respiratory Medicine, Nagano Municipal Hospital

A 71-year-old man with primary adenocarcinoma of the lung in the left upper lobe (clinical stage IV) was un-

dergoing chemotherapy when bilateral adrenal metastases appeared 2 years ago. During treatment with atezoli-

zumab, he was hospitalized with lower abdominal pain, diarrhea, and oral mucosal pigmentation. We diagnosed
him with Addison’s disease due to low cortisol levels and high ACTH levels. We considered the cause of the Ad-

dison’s disease to be either bilateral adrenal metastasis of lung cancer or atezolizumab. Dynamic adrenal size

changes after treatment for primary adrenalcortical insufficiency can be a characteristic of Addison’s disease

caused by immune checkpoint inhibitors. In this case, no adrenal contractions were observed after hydrocorti-

sone replacement therapy, and the cause was determined to be adrenal metastasis. Immune checkpoint inhibi-

tors can be continued with hormone replacement in both adrenal metastasis and immune-related adverse events.

However, the mechanism and risk factors for endocrine disorders secondary to immune checkpoint inhibitors

are unknown. In many cases, it may be complicated by other endocrine diseases, so it is important to distinguish

between the two causes of the Addison’s disease.



