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Abstract The term inflammatory myofibroblastic tumor
more commonly referred to as “pseudostumor “, denotes a
pseudosarcomatous inflammatory lesion that contains spindle
cells, myofibroblasts, plasma cells, lymphocytes and histio-
cytes. It exhibits a variable biological behavior that ranges
from frequently benign lesions to more aggressive variants.
Inflammatory myofibroblastic tumor (IMT) of the stomach is
extremely rare and its prognosis is unpredictable.We present a
45-year-old diabetic man with a gastric Inflammatory
myofibroblastic tumor. The histopathological and immunohis-
tochemical analysis was the key to reach diagnosis.
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Introduction

Inflammatory myofibroblastic tumor (IMT) previously
known as inflammatory pseudotumor, plasma cell granu-
loma, inflammatory myofibroblastoma, and inflammatory
myofibrohistiocytic proliferation [1]. This distinctive

neoplasm is composed of myofibroblastic cells associated
to an inflammatory infiltrate of plasma cells, lympho-
cytes, and eosinophils that relapse often and rarely me-
tastasizes [2]. The pathogenesis of IMT remains unclear,
although various allergic, immunologic, and infectious
mechanisms have been postulated. Clinically, the major-
ity of IMTs are benign but they require adequate surgical
treatment because it has a tendency for local recurrence
[3–5]. IMT rarely occurs in adult persons, particularly in
the stomach, previously described cases of primary gas-
tric IMTs were in the form of case reports or small series
[6] [Table 1]. We present a case of a primary gastric IMT
in an adult male with recurrence within 1 month of
adequate surgery.

Case report

A 45 year old diabetic man presented with weight loss and
epigastric pain of 1 year duration with aggravation in symp-
toms since 3 months compelling him to seek medical atten-
tion. He denied other gastrointestinal symptoms such as
nausea, vomiting, abnormal bowel habits, melena or
haematemesis and had insignificant past medical or familial
history. Physical examination showed cutaneous pallor and
mild abdominal tenderness in the epigastrium but no palpable
mass. CT scan done outside revealed exophytic mass at pylo-
rus (5.7×4.7 cm), Posteriorly abutting normal looking pan-
creas with maintained fat plains favoring gastrointestinal stro-
mal tumor (GIST) (Fig. 1). The laboratory findings were
normal, except for a normocytic, normochromic anemia (he-
moglobin: 9.7 g/dL). Gastroscopy revealed submucosal,
broad bulge, located in the posterior wall of lower gastric
body and first part of duodenum with normal looking overly-
ing mucosa such as a gastrointestinal stromal tumor (GIST)
(Fig. 2). Endoscopic ultrasound (EUS) showed an oval
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Heterogeneous mass 5×5 cm in diameter, arising from the
muscularis propria layer (Fig. 3), FNAC was inconclusive.
Due to gastric tumor with unclear tumor histology decision for
surgical exploration taken, which revealed well encapsulated
tumor in the pyloric region close to lesser curvature involving
the entire thickness of the gastric wall. There were no signs of
loco-regional infiltration or metastatic disease. Distal gastrec-
tomy with Roux-en-Y reconstruction was performed and
Nasojejunal tube put across gastrojejunostomy for feeding.
Early postoperative course was uneventful and patient was
discharged on tenth day following the surgery. Histologically,
the tumor was composed of Spindle cell lesions and Area of
hyalinization, with no evidence of atypical mitosis suggesting
GIST, immunohistochemistry not done due to finances. Twen-
ty days after discharge from hospital patient had Vomiting,
Abdominal fullness, Haematemesis and Obstipation. He was
admitted and Approximately 700 ml gastric juice aspirated
through ryles tube. X ray abdomen and USG were normal.

Blood investigation revealed normal electrolytes with mild
leucocytosis (11800) and slightly raised serum creatinine
(1.9 mg/dl). Gastroscopy revealed stomal ulcer with mucosal
edema causing gastric outlet obstruction . Abdominal com-
puted tomography (CT) demonstrated Soft tissue mass at
gastrojejunostomy site suggesting recurrence with Nodal
involvement. Decision of re-exploration taken in view of
gastric outlet obstruction, upon surgery there was dense
desmoplastic and fibroblastic reaction at anastomotic site with
Omental thickening suggesting exaggerated inflammatory re-
sponse . As any fur the r d i s sec t ion a t p rev ious
gastrojejunostomy would have caused more catastrophes we
decided to go for bypass by doing new gastrojejunostomy
proximal to previous Jejunojeunostomy with an NJ tube
across. Second opinion and immunohistochemistry on initial

Fig. 1 CT scan showing exophytic mass in pylorus

Fig. 2 Gastroscopy showing submucosal bulge

Fig. 3 Endoscopic ultrasound showing mass from lamina propria

Fig. 4 Histopathology showing Hypocellular, collagenized,
myofibroblatic cells
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gastrectomy specimen was reported as Hypocellular,
collagenized, myofibroblatic cells, Positive for SMA (smooth
muscle actin), ALK (anaplastic lymphoma kinase) & beta-
catenin. Negative for Desmin, S-100 protein and c-kit Sug-
gesting inflammatory myofibroblastic tumor than desmoid
fibromatosis but not GIST (Fig. 4). Patient had fast recovery
and Discharged on 8th postoperative day and has been follow-
ed up without any further complications.

Discussion

There has been debate as to whether inflammatory
myofibroblastic tumor (IMT) is a tumor or inflammation,
and also whether is benign or malignant. It is locally recurrent,
however it rarely metastasizes [7]. The primary inflammatory
myofibroblastic tumor (IMT) is a very rare neoplasm in adults
and the exact nature of the disease is not yet completely
understood [8]. The first abdominal localization was described
in liver by Pack and Baker in 1953 [9]. It was once accepted
that IMT is primarily a disease of children and young adults
and commonly occurs in the lungs [10].However, recently the
authors verified that the IMT can occur in any organ of the
body and in all ages. Cytogenetic abnormalities such as rear-
rangements of the ALK gene on chromosome 2p23, clonal
chromosome abnormalities, DNA aneuploidy, and the role of
oncogenic viruses in the pathogenesis of IMTsuggest that it is
a real neoplasm [7, 11, 12]. Even with a thorough diagnostic
workup, which included CT, US, EUS, laboratory analyses,
upper flexible endoscopy with FNAC in this case, it was
difficult to make an accurate preoperative tumor diagnosis.
In most cases IMT features mimic malignancy on upper
flexible endoscopy and radiological imaging. For that reason,
most IMT cases require surgical exploration and complete
resection to obtain an accurate microscopic diagnosis [7].
Due to a good general condition and no signs of metastatic
disease, a surgical procedure performed earlier includes a
distal gastrectomy with sufficient proximal and distal mar-
gins and Roux-en-Y reconstruction. A complete surgical
resection remains the only proven mode of cure, and is
proposed as the first line of treatment in all IMT cases [3].
His topa tho log ica l ly IMT is charac te r ized by a
myofibroblastic proliferation spindled and/or epithelioid,
a lymphoplasmacytic infiltrate distributed among the tumor
cells and a myxoid background stroma. Three architectural

patterns have been described in IMT: myxoid hypocellular
pattern, a cellular fascicular or nested pattern with variable
amounts of myxoid stroma, and a sclerotic, hyalinized
pattern with minimal myxoid stroma [7]. As far as the
differential diagnosis is concerned there are few tumors or
lesions in the stomach that must be distinguished from IMT,
which include gastrointestinal stromal tumor (GIST), in-
flammatory fibroid polyp, smooth muscle neoplasm, pe-
ripheral nerve sheath tumor, solitary fibrous tumor,
fibromatosis and rarely follicular dendritic cell sarcoma
[8]. GIST may show cyst formation, hemorrhage, necrosis,
occasionally seen in some IMTs. GIST typically does not
have the inflammatory background as seen in the IMT [13].
In addition, some GIST cells have cytoplasmic vacuoles, a
feature not seen in the IMT. Immunohistochemically GIST
is typically positive for CD117 but negative for ALK,
whereas IMT shows an opposite profile as seen in our
patient [Table 2]. Recently ALK reactivity was found to
be associated with local recurrence, but not distant metas-
tasis, which was confined to ALK-negative lesions, sug-
gesting that reactivity may be a favorable prognostic indi-
cator in IMT’s [7]. However, other studies did not confirm
such an association. Tumor recurrence within a year of a
surgery was observed in 15 % to 37 % cases of primary
gastric IMT [4, 10]. But none of previous report suggests
recurrence within 1 month of surgery. In every primary
gastric IMT case a long- term clinical, radiological and
laboratory follow-up is indicated.
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