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examination was unremarkable except for mild 
abdominal tenderness. Routine laboratory test 
results were normal. The circadian cortisol pro‑
file, urinary cortisol excretion, low ‑dose dexa‑
methasone suppression test results, as well as 
serum testosterone and androstenedione lev‑
els were normal. The baseline and stimulated 
17 ‑hydroxyprogesterone levels were increased to 
6.94 ng/ml and 20 ng/ml, respectively.

The patient was diagnosed with NCAH and re‑
ceived no treatment. Because of the indetermi‑
nate CT features, adrenal biopsy was considered 
but the patient refused.

In September 2013, she presented with classic 
symptoms of adrenal crisis, and steroid replace‑
ment was initiated. Adrenal CT was ordered; how‑
ever, due to the patient’s personal reasons, the scan 
was performed as late as in April 2014. It revealed 
enormous adrenals measuring up to 156 mm 
(FIGurE 1B) with periadrenal fat tissue infiltration.

Unsuspected adrenal masses, or incidentalomas, 
are increasingly found with the widespread use of 
thoracic and abdominal imaging; most cases do 
not pose a significant risk to a patient’s health.1 
We describe a case of a patient with enlarged ad‑
renals who was initially diagnosed with nonclas‑
sic congenital adrenal hyperplasia (NCAH), but 
1 year later died from primary adrenal lympho‑
ma dissemination.

In January 2013, an 83 ‑year ‑old woman visited 
a general practitioner due to nonspecific chronic 
abdominal pain. Abdominal ultrasound suggest‑
ed an adrenal mass and computed tomography 
(CT) scanning revealed bilateral adrenal enlarge‑
ment. The glands measured up to 69 mm and had 
a baseline density of 38 HU and contrast wash‑
out rate below 60% (FIGurE 1A). No other abdom‑
inal lesions were detected.

In April 2013, the patient was admitted to 
our hospital for diagnostic workup. Physical 

CLINICAL IMAGE

Pitfalls in the management of bilateral adrenal 
enlargement

Piotr Wiśniewski1, Łukasz Obołończyk1, Marta Gawrońska2, 
Dominika Okrój2, Piotr Czapiewski3, Krzysztof Sworczak1

1   Department of Endocrinology and Internal Medicine, Medical University of Gdańsk, Gdańsk, Poland
2   Endocrinology Student’s Scientific Group, Medical University of Gdańsk, Gdańsk, Poland
3   Department of Pathomorphology, Medical University of Gdańsk, Gdańsk, Poland

Correspondence to:
Piotr Wiśniewski, MD, PhD,  
Katedra i Klinika Endokrynologii 
i Chorób Wewnętrznych, 
Uniwersyteckie Centrum Kliniczne, 
ul. Dębinki 7, 80-952 Gdańsk,  
phone: +48 58 349 28 40, email:  
piotr.wisniewski@gumed.edu.pl
Received: October 13, 2017.
Revision accepted:  
October 30, 2017.
Published online: 
December 21, 2017. 
Conflict of interests: none declared.
Pol Arch Intern Med. 2017; 
127 (12): 887-888
doi:10.20452/pamw.4175
Copyright by Medycyna Praktyczna, 
Kraków 2017

A B

FIGurE 1 Computed tomography (CT) imaging; A– an abdominal CT scan performed in January 2013, showing 
bilateral enlargement of the adrenal glands (arrows). The phenotype was not specific for lipid ‑rich adenoma. B – 
a follow ‑up CT scan performed in April 2014 and showing a marked progression of adrenal enlargement (arrows)
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of adrenal crisis could lead to a more timely di‑
agnosis of adrenal DLBCL.

Although most patients with adrenal tumors 
have good prognosis, a thorough initial evalua‑
tion and periodic follow ‑up are necessary to iden‑
tify those at risk for poor outcome. The presented 
case underscores the importance of the recently 
published guidelines concerning adrenal tumors.4
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Laboratory tests revealed elevated lactate de‑
hydrogenase and β2 ‑microglobulin in serum (1076 
U/l and 8.6 mg/l, respectively). A core needle bi‑
opsy of the adrenal gland was performed, and 
a histopathological examination confirmed dif‑
fuse large B ‑cell lymphoma (DLBCL, FIGurE 1C –1E). 
The patient died before receiving the first dose of 
chemotherapy due to severe infectious complica‑
tions. On autopsy, bilateral adrenal infiltration 
as well as involvement of the kidney, liver, stom‑
ach, peritoneum, and multiple periaortic lymph 
nodes were found.

In most cases, bilateral adrenal masses repre‑
sent a benign adrenocortical disease: bilateral ad‑
enomas, macronodular hyperplasia, or distinct bi‑
lateral nodules with normal or atrophic cortex in‑
tervening.2 A differential diagnosis includes me‑
tastases, adrenal hemorrhage, some infections 
(eg, tuberculosis), and lymphoma.3

Current guidelines recommend a determina‑
tion of whether an adrenal mass can be classified 
as a lipid ‑rich adenoma based on CT or magnetic 
resonance imaging.2,4 Other types of tumors in‑
crease the likelihood of malignancy and require 
in ‑depth diagnostic workup, careful follow ‑up, 
or surgery.

The initial CT findings in our patient were not 
consistent with adrenal adenoma. However, giv‑
en the patient’s asymptomatic presentation and 
the hormonal test results, NCAH was diagnosed. 
The diagnosis was reconsidered after the patient 
developed adrenal crisis, and because of her poor 
compliance, the control CT and the resulting biop‑
sy were delayed. Rapid tumor growth could have 
been probably detected by any suitable imaging 
modality, including ultrasound. The point ‑of ‑care 
ultrasound examination performed at the time 

FIGurE 1 Histopathological examination; C – dense 
infiltrate of neoplastic cells showing a high mitotic rate, 
open chromatin with multiple nucleoli, sparse cytoplasm, 
and numerous apoptotic bodies; D – strong diffuse 
expression of CD20; E – high Ki ‑67 proliferation index 
(nearly 100%) 
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