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ARTICLE INFO ABSTRACT

Inflammatory Myofibroblastic Tumor (IMT), previously called inflammatory pseudotumor and
plasma cell granuloma, belongs to a class of rare spindle cell lesions showing a rather unpredictable
biological behavior with occasional tendency toward invasion to the surrounding tissue and Local
recurrence. The lesion, as primarily described by Bahadori and Liebow in 1973, is a
reactive/inflammatory process in the pulmonary system mostly occurring in children and young
adults. Since then, many cases have been reported in older patients in addition to extra-pulmonary
sites. Inflammatory myofibroblastic tumor (IMT) emerges as a pseudotumor with malignant
manifestation (1). This inflammatory tumor is usually seen in children and adolescents. It can affect
all the body organs (2). The most common localization of this tumor is in the lungs, Mesentery comes
in the second place (3). The pathogenesis of this inflammatory tumor cannot be accurately
recognized (4). The manifestation of disease is variable with respect to the Involved organ, and the
compressive effects of tumor are generally important (5). The definitive diagnosis of this tumor is
possible through surgery and pathology, and the removal of symptoms usually requires there section
of the mass (6).
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INTRODUCTION et al., 1999). The definitive diagnosis of this tumor is possible

through surgery and pathology, and the removal of symptoms
usually requires there section of the mass (Pettinato et al.,
1990).

Inflammatory Myofibroblastic Tumor (IMT), previously called
inflammatory pseudotumor and plasma cell granuloma, belongs
to a class of rare spindle cell lesions showing a rather
unpredictable biological behavior with occasional tendency
toward invasion to the surrounding tissue and Local recurrence.
The lesion, as primarily described by Bahadori and Liebow in
1973, is a reactive/inflammatory process in the pulmonary
system mostly occurring in children and young adults. Since

Case report

A 36 years old male presented with a complaint of dullaching
abdominal pain, low grade fever and non-bilious and non-
projectile vomiting of 1 month duration. There was no history

then, many cases have been reported in older patients in
addition to extra-pulmonary sites. Inflammatory
myofibroblastic tumor (IMT) emerges as a pseudotumor with
malignant manifestation (Day et al., 1986). This inflammatory
tumor is usually seen in children and adolescents. It can affect
all the body organs (Malkhlouf and Sobin, 2002). The most
common localization of this tumor is in the lungs, Mesentery
comes in the second place (Leuschner, 2010). The pathogenesis
of this inflammatory tumor cannot be accurately recognized
(Bahadori and Liebow, 1973). The manifestation of disease is
variable with respect to the Involved organ, and the
compressive effects of tumor are generally important (Cerfolio
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of not passing stool, any bladder abnormality and any other
complains. Patient have addiction of tobacco chewing and
alcohol. General and systemic examinations were essentially
normal. On examination, abdomen was distended. Tenderness
and gaurding were present all over abdomen. Rigidity was
absent. There was no organomegaly and there was no fluid in
abdomen. There were increased bowel sounds on auscultation.
On per rectal examination, stool was present. There was no
active bleeding. There were no perianal bruises. Anal sphincter
tone was normal. Proctoscopy was normal. X ray abdomen
standing revealed few abnormal air fluid levels. There was no
sign of pneumoperitoneum. USG abdomen whole suggestive
of visualized bowel loops in abdomen appears dilated
measuring 32 to 33mm and shows sluggish peristalsis of its
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contents. There was cavernous transformation of portal vein.
There was 3mm calculus present at lower pole of left kidney.
There was minimal free fluid present in interbowel space.
CECT abdomen with pelvis was suggestive of Jejunal loops
are seen on right side and ileal loops seen on left side of
abdomen. DJ flexure seen on right side of spine. Cecum,
ascending colon and ileo-ceccal junction seen on right side of
abdomen. Superior mesenteric vein seen anterior to the
superior mesenteric  artery-s/o  intestinal  malrotation.
Significant narrowing of distal jejunam seen in umbilical
region on left side with resultant dilatation of jejuna loops
proximal to the narrowing---? Secondary to adhesions. No
obvious wall thickening or mass lesion seen. Ileal loops appear
collapsed. Non visualization of main portal vein represent
chronic thrombosis. Multiple periportal, GB wall, perigastic
and omental collaterals seen.

Management

Emergency exploratory laparotomy with resection of
jejunoileal segment which was send for histopathological
examination jejunoileal anastomosin with through peritoneal
lavage done under general anaesthesia. Histopathology report
show inflammatory myofibroblasitc tumour and both surgical
margin and other areas show changes of serositis. Aspirated
peritoneal fluld’s culture and sensitivity report suggested of
gram negative bacilli i.e. proteus. Intraoperative period was
remain uneventful. Postoperatively, wound infection was
occurred which was managed conservatively by daily
dressings and antibiotics. Which was followed burst abdomen
which was managed conservatively by daily saline dressing,
abdominal binder and antibiotics. Than patient was discharged
on daily dressing.

Intraoperative Photoes

Figure 1- Sex distribution in both groups

Figure 2. Age distribution in both groups

Figure 3. Comparison of mean serum
cholesterol of both groups

Figure 4. Comparison of mean bile cholesterol
of both groups
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DISCUSSION

IMT is a rare, but distinctive spindle cell tumor that contains a
variable number of inflammatory cells, including plasma cells.
This is the reason for previous designation of mass as plasma
cell granuloma. Plasma cell granuloma as well as other
(Bahadori and Liebow, 1973) alternative terms are discouraged
to be used including inflammatory pseudotumor, inflammatory
myofibroblastoma and inflammatory myofibrohistioblastic
proliferation. (Day et al., 1986; Malkhlouf and Sobin, 2002;
Bahadori and Liebow, 1973; Cerfolio et al., 1999; Leon et al.,
2006) Multiple studies have shown expression of p80 and the
clonal rearrangement of the anaplastic lymphoma kinase
(ALK) gene on chromosome 2p23 leading to the over
expression of the oncoprotein in the spindle cell components of
some of these tumors. Abnormalities in chromosome 2p is
seen in up to 60% of patients younger than 10 years of age.
This finding indicates a true neoplastic nature for the tumor
cells. (Coffin et al., 2001; Lawrence et al., 2000) dNA
aneuploidy and association of the lesion with oncogenic viruses
such as epstain-Barr virus, Human Herpes virus type 8 and
over expression of IL-6 have also been demonstrated and
proposed to be involved in the pathogenesis of the tumor by
some investigators. (Park er al., 2008; Attili et al., 2005;
Snyder et al., 1995) The lesion usually occurs in children and
young adults but can develop in older ages with no predilection
for any sex. The lung is the most common site of involvement
but the lesion has also been reported in other organs including
the stomach, mesentery, omentum, retroperitoneum as well as
the kidneys, renal pelvis, liver, spleen, esophagus and lymph
nodes. (Cerfolio et al., 1999; Pettinato ef al., 1990; Leon et al.,
20006; Attili et al., 2005; Karnak ef al., 2001) In a case series of
38 tumors, stomach was found to be the most common extra
pulmonary site observed in 34% of the cases. Intra-abdominal
lesions usually present with non-specific signs and symptoms
including abdominal pain, gastric and intestinal mass with
occasional obstruction and growth retardation in children. (Day
et al., 1986; Malkhlouf and Sobin, 2002; Demirkan et al.,
2001) Constitutional symptoms may occur and include fever,
night sweats, weight loss and malaise. Laboratory
abnormalities are rarely present and could include anemia,
thrombocytosis, an elevated ESR and
hypergammaglobulinemia. These abnormalities often resolve
with excision of the lesion. IMT has a well known tendency for
local invasive behavior and recurrence. Only a small risk of
distant metastasis has been reported by some authors. (Pettinato
et al., 1990; Karnak et al., 2001; Gleason and Hornick, 2008;
Spencer, 1984)

Characteristic histopathological findings in typical IMT are a
fasciitis-like, compact spindle cell proliferation with areas of
myxoid change and hypocellularity showing a collagenous
back ground. Various numbers of mixed inflammatory cells
including polyclonal plasma cells, lymphocytes, eosinophils
and rarely foamy macrophages are invariably seen. (Gleason
and Hornick, 2008) Typically the spindle cells of the IMT
express vimentin, smooth muscle actin and other markers
which correspond to the myofibroblastic nature of these cells.
Histological features usually cannot predict the biological
behavior of the tumor. The presence of aneuploidy may,
however, indicate the possibility of a local aggressive behavior
and recurrence. In pulmonary lesions atypia of the spindle cells
are believed to indicate aggressiveness. (Coffin ef al., 2001)
The treatment of choice is believed to be complete surgical
excision and long term follow up with physical examination,

imaging techniques and serial monitoring of the erythrocyte
sedimentation rate. Radiotherapy and chemotherapy (cisplatin,
doxorubicin and methotrexate) have also been tried as an
adjunct to surgery with no evidence for substantial benefit for
the patient. (Dishop et al., 2003) Steroid therapy achieved
regression of a case of renal IMT. The benefits of non-steroidal
anti-inflammatory medications are controversial. (Hagenstad e?
al., 2003; Sanders et al., 2001) The case we present showed
some of the typical features of IMT, namely the clinical
presentation with intestinal obstruction. The tumor also showed
the typical histomorphology of proliferating spindle cells and a
considerable number of inflammatory cells, including plasma
cells.

Conclusion

IMT 1is a neoplastic lesion with the tendency for local
aggressive behavior and recurrence. This illness should be
considered in the list of the differential diagnoses of spindle
cell tumors in any part of the body of patients at any age,
particularly children and young adults.
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