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Abstract
GIST is an acronym for Gastro-Intestinal Stromal Tumour. These are soft tissue
sarcomas arising in the gut. The presentation of these tumours is varied from
accidental detection to emaciation. With the advent of new chemotherapeutic agent
Imatinib the outcome of patients has improved significantly.
We report a case of malignant GIST in a male patient which was resected surgically
and followed up with post operative chemotherapy with a 9 months of follow up with
a disease free state.

Introduction

G

astrointestinal stromal tumours are
rare malignancies. Although they are
the most common sarcoma of the
gastrointestinal tract, they represent only
2% of all gastrointestinal tumours.1 The
term GIST was first emplyoed by Mazur
and Clark2 in 1983 to describe nonepithelial tumours of the GI tract that
lacked the ultra structural features of
smooth muscle cells as well as the
immunohistochemical features of
Schwann cells. Nevertheless, lately, based
on the histological and immunohistologic
features, these tumours are supposed to
arise from the interstitial cells of cajal,
which are components of the intestinal
autonomic nervous system, and they serve
as pacemakers of the gut thereby
regulating intestinal peristalsis.

Case Report
70-year-old male presented to the surgical OPD
with complaints of pain in abdomen since two and
half months. It was mild, dragging type, more in the
upper abdomen, non-radiating non shifting,
associated with fullness in the upper quadrants, not
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Fig. 1 Photograph showing CT scan finding
of GIST
associated with vomiting. There was no history of any
bowel bladder complaints. No history of
haematemesis, melaena, haematochezia. No
significant personal and family history. Patient was a
known smoker of bidi since 25 years.
Physical examination revealed the patient to be
averagely nourished and averagely built male. There
was no obvious lymphadenopathy. On per abdominal
examination epigastric fullness was observed, which
on palpation was found out to be a vague mass in the
epigastrium and the left hypochondrium. The mass
was non tender mobile and intraperitoneal. Per rectal
examination was normal.
Clinical diagnosis of mass arising from liver or
spleen was made which warranted further
investigations.
The patient was subjected to routine
investigations to assess baseline parameters
Hb-13.5
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inflammatory adhesions with the transverse
mesocolon and spleen was completely adherent to
the mass.
A wide local excision of the mass along with a
wedge of the posterior wall of stomach with
splenectomy was done.

Fig. 2 Photograph showing CT scan finding
of GIST and its relation with spleen and
Liver in reconstructed view
TC-7600
T.Bil-0.6
BUN-9
Na+-130
K+ 3.3.
Then the patient was subjected to further
investigations, which were
OGD scopy-was normal
CT Abdomen showed a 9 x 10 x 10 cm mass in
the epigastrium apparently arising from the posterior
surface of stomach involving liver and left adrenal
gland.

The tissue was then subjected to
histopathological examination, which showed
malignant spindle cells with elongated nucleus with
inconspicuous cell borders. Sub mucosa and
muscular coat free from tumour. The tumour was
found to arise from muscular or serosal layer of
stomach. The cells showed high mitotic activity. All
these features were suggestive of high grade GIST.
The tissue was further subjected to
immunohistochemical analysis and was found to be
C-KIT and CD 34 positive.
With complete histological diagnosis and the
treatment offered it was then decided to subject the
patient to post operative chemotherapy. The patient
was then started on Imatinib 400 mg OD. Follow up
CT scans were done at 3mth, 6 mth and 9 months
post surgery. The scans showed complete remission
of disease. There was no evidence of any local
recurrence, hepatic or pulmonary metastasis.
At 9 months post surgery, the patient is
completely disease free.

Urinary VMA was done and were normal.
Since no conclusive diagnosis was possible
USG, guided FNAC was done which was suggestive of
GIST.
Hence, a decision of exploratory laparotomy was
taken. On exploration it was found that 15 x 10 x 10
cm mass was arising from the serosa of the posterior
wall of stomach along the greater curvature, which
was both cystic and solid in consistency. There were

Fig. 3 Photograph showing malignant
spindle cells with elongated nucleus with
inconspicuous cell borders suggestive of
GIST.
Discussion

Fig. 3 Photograph of Post operative
specimen with spleen.
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GIST are one of the rare malignancies
one encounters. However, GIST are the
most common sarcomas of the
gastrointestinal tract. The incidence of
GIST is reported to be about 0.2 % of all GI
tumours. These tumours can arise
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anywhere along the GI tract. However,
they occur more frequently in the stomach
(40-70%) followed by small bowel (2040%), colorectum (5-15%) and rarely in the
oesophagus (< 5%). They usually tend to
involve men and women with equal
frequency, especially 40-60 years of age.1
GIST are more commonly thought to
arise due to gain of function mutation in
exon 11 of the C-kit proto-oncogene.5 Some
of the GIST arise due to mutations of
PDGFRA and not C-kit.6 A minority of these
tumours are negative for both of these
markers. Such tumours are highly
malignant and follow an aggressive
course.
Few hereditary syndromes are
associated with GIST namely, urticaria
pigmentosa, neurofibromatosis 1, and in
Carney triad which consists of gastric
stromal tumours, pulmonary chondromas
and extra adrenal paragangliomas. These
tumours are graded as high-intermediate
and low grade according to the mitotic
activity of the tumour cells.
Clinically, these tumours have a
myriad of presentations. Many of these
tumours are asymptomatic being detected
incidentally. They can also present with
constitutive symptoms like anorexia,
fever, weight loss. In case of aggressive
tumours and/or advanced diseases they
present as a lump in abdomen as seen in
our case. In case of vascular tumours the
presentation may be catastrophic as the
tumour mass may bleed into the intestinal
lumen resulting in haematemesis or
melaena, or the tumour may bleed
intraperitoneally resulting into a
diagnostic challenge! Occasionally the
tumour may cause intestinal obstruction
or may lead to gut perforation.
The incidence of metastasis of GIST is
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around 15-20% with the main sites being
liver and peritoneum and rarely the lungs.
These tumours almost never metastasize
to the regional lymph nodes. However the
invasion of adjacent organs is not
uncommon and this is to be taken special
note of as it is important during surgical
resection of the tumour.
The management of this tumour is
essentially surgical. The aim of the
treatment is resection of the mass. The
resection can be curative or debulking in
nature. The treatment of GIST has
undergone significant change with the
advent of specific tyrosine kinase inhibitor
Imatinib.3 This was first shown by Druker
et al. in 1996. In 2001,Druker Taipar et al
showed >90% clinical response in patients
of GIST receiving chemotherapy. The side
effects of imatinib are periorbital oedema
(40%), peripheral oedema (37%), fatigue
and rash.
However, in about 10% of patients
there is hardly any response seen to
imatinib. These patients are mainly C-KIT
negative and PDGFRA positive or both CKIT and PDGFRA negative.
However, for the former newer drugs
like Sunitinib4 are in vogue. This is a
multikinase inhibitor. But for the latter
group no specific agent is found out and all
the available options are ineffective.
Though trials are underway. Other drugs
which are in trial are Nilotinib and
Dasatinib. They are second-generation
TKIs that target BCR-ABL, KIT, and
PDGFRs, and have a higher intracellular
penetration than imatinib. Dasatinib also
inhibits the SRC kinase family7
One of the poor prognostic factor is The
DPP4 (dipeptidyl peptidase IV) gene, which
encodes for CD26, was found to be the
most important predictor of poor
outcome.8
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In our patient, the tumour was
resected and the immunohistology proved
it to be C-KIT positive. The patient
responded completely to imatinib therapy.
Patient is completely relieved with a
disease free survival of 9 months post
surgery.
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CHRONIC LYMPHOCYTIC LEUKAEMIA - MOVING TOWARDS CURE?
We should now begin to tailor our therapies to the biology of the individual patient’s disease, and we should
try to attain the best possible remission for patients at the first attempt by delivering six cycles of therapy
when possible to prevent the development of chemotherapy resistance. Furthermore, we can now identify
patients who will have a poor prognosis from the outset so that they can be considered for novel therapeutic
approaches, such as the eradication of detectable minimal residual disease, trials of consolidation or
maintenance therapy, and for allogeneic stem-cell transplantation in first remission. The major, immediate
change in treatment resulting from the CLL8 trial is that FCR is the new therapy for previously untreated
patients with CLL and for patients who are considered fit enough for fludarabine-based combinations.
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