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A 64-year-old man was admitted with severe, symp-
tomatic microcytic anemia. There was no visible blood
loss, but the patient had noticed significant weight loss
and increasing asthenia in the preceding 2 months. He
had a past medical history of compensated alcoholic liver
cirrhosis with portal hypertension. His family history was
unremarkable. Admission laboratory examination re-
vealed anemia (hemoglobin 7.2 g/dL), mild thrombocy-
topenia (chronic, secondary to hypersplenism), normal
white blood cell count, and iron deficiency. Esophagogas-
troduodenoscopy revealed an extensive, ulcerated neo-
plasm with a central yellow hue occupying the entire pos-
terior wall of the gastric antrum without any signs of ac-
tive or recent bleeding (Fig. 1). Endoscopic biopsies
revealed an undifferentiated proliferation of malignant

blast cells arranged in cohesive nests and single files,
which disrupted the underlying gastric tissue architecture
(Fig. 2). Immunohistochemistry was positive for CD43,
CD117, and vimentin but negative for cytokeratins (AE1/
AE3 and MNF116), chromogranin A, NSE, S$100, HMB45,
Melan A, CD29, CD79a, CD3, CD5, BCL6, CD30, CD10,
TdT, CD34, CD56, and myeloperoxidase (Fig. 3). More
than 70% of the cells were Ki-67 positive. These histo-
logical and immunostaining findings indicated gastric
myeloid sarcoma. Computed tomography did not reveal
any lesions in other organs. The peripheral blood smear
and a bone marrow biopsy excluded leukemia. BCR-
ABLI fusion gene transcripts were not detected. Based on
these findings, a diagnosis of isolated gastric myeloid sar-
coma was established, and chemotherapy was initiated.
However, despite best care, the patient developed tumor
lysis syndrome early in the treatment, resulting in multi-
organ failure, and he died after a few days.

Myeloid sarcoma is characterized by the extramedul-
lary proliferation of myeloid blasts, which effaces the nor-
mal tissue architecture of the involved organ [1]. This un-
common condition mostly occurs in patients with a past
or current history of acute myeloid leukemia (AML), my-
eloproliferative neoplasm, or myelodysplastic syndrome.
However, in rare cases (as in the present case), myeloid
sarcoma may develop as a solitary lesion without associ-
ated leukemia [1, 2]. Because myeloid sarcoma can occur
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Fig. 1. Endoscopic images of the ulcerated
neoplasm in the gastric antrum.

Fig. 2. Histology of gastric myeloid sarcoma. a Diffuse proliferation of immature cells (myeloblasts) that disrupt
the gastric wall architecture. Hematoxylin and eosin (HE). x40. b Myeloblasts arranged predominantly in single
files or nests. HE. x100. ¢ Medium- and large-sized immature cells with heterogeneous cytoplasm, pleomorphic
nucleus, finely dispersed chromatin, prominent nucleoli, and mitoses. HE. x400.

atany age and in any organ, its clinical manifestations are
diverse [3]. Although approximately 10% of myeloid sar-
comas occur in the gastrointestinal tract, stomach in-
volvement remains exceedingly rare [4]. The endoscopic
features of gastric myeloid sarcoma range from near-nor-
mal mucosa to elevated ulcers or mass lesions [5]. Al-
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though the diagnosis of myeloid sarcoma in patients with
AML is usually straightforward, the diagnosis of an iso-
lated myeloid sarcoma (nonleukemic) can be challenging
[1-3]. Histopathology and immunohistochemistry find-
ings are key in establishing the diagnosis. Myeloid sar-
coma should be considered in the differential diagnosis of
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Fig. 3. Immunohistochemistry of gastric myeloid sarcoma cells. a CD43+. b Cytokeratin—. ¢ CD117+.

an atypical cellular infiltrate regardless of the site [2]. Ex-
tensive immunohistochemical panels must be used; oth-
erwise, differentiating these lesions from tumors such as
lymphoma may be extremely difficult [2-4]. The progno-
sis of myeloid sarcoma is generally poor. Without treat-
ment, most patients succumb to the disease within a short
space of time after diagnosis [2, 3]. Systemic chemother-
apy remains the mainstay of treatment even for isolated
myeloid sarcomas because most patients progress to
AML [2, 3]. Radiotherapy and/or surgery are usually re-
served to treat residual lesions or reduce the mass effect
of a symptomatic myeloid sarcoma [2, 3].

In summary, gastric myeloid sarcoma is exceedingly
rare, particularly in the absence of AML. This condition
constitutes a diagnostic challenge, mostly in terms of his-
topathology. Careful differentiation from similar-ap-
pearing entities has important implications for treatment.
The use of a wide antibody panel is crucial for establishing
an early and accurate diagnosis.
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