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SUCCESSFUL RESECTION OF A GASTROINTESTINAL STROMAL
TUMOR IN THE PELVIS WITH IMATINIB MESYLATE
AS NEOADJUVANT THERAPY
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We report a case of marginally resectable gastrointestinal stromal tumor (GIST) in the pelvis treated
with neoadjuvant intent before subsequent successful surgical resection. A 46-year old man presented with
urinary frequency and rectal discomfort with tenesmus. Computed tomography (CT) and magnetic
resonance imaging (MRI) revealed a 12 cm diameter mass between the bladder and rectum and the margin
of the tumor and prostate was unclear. No metastases were evident. Trans-rectal needle core biopsy
confirmed c-kit positive GIST. Because of the locally advanced nature of the tumor, immediate surgical
resection would have required total pelvic exenteration with eternal colostomy and urinary diversion.
Therefore, the patient was treated with imatinib mesylate 400 mg daily in anticipation of adequate tumor size
reduction to enable a more simplified surgical approach. After 3 months of imatinib therapy, MRI
demonstrated a reduction in tumor size of 60%. Consequently, a complete surgical resection including the
bladder, prostate and part of the sigmoid colon with temporary ileostomy and ileal conduit was performed.
Pathological findings of the resected specimen showed widespread degeneration with cystic changes, necrosis,
and hypocellularlity, as well as nodules of residual viable c-kit positive tumor cells. The patient has been
treated with imatinib mesylate for 39 months following the operation without tumor recurrence.
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Fig. 1. Original Abdominal CT showed a 12 cm diameter mass with heterogeneous enhancement between

bladder and rectum.
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Fig. 2. MRI T2W images revealed change of the tumor size through neoadjuvant therapy with imatinib mesylate, and
a 60% reduction in tumor size after three months of imatinib therapy.
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Fig. 3. Comparison of microscopic finding between the biopsy specimen and the excised specimen.  Upper
stand—The microscopic finding of the biopsy specimen shows many c-kit positive spindle shaped
tumor cells with nuclear atypia (magnification in the small window). Lower stand—The
microscopic finding of the excised specimen shows widespread degeneration with cystic change,
necrosis, and hypocellularlity, and also nodules of residual viable c-kit positive tumor cells.
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