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[Abstract] Gastrointestinal stromal tumor ( GIST) is the most common mesenchymal tumors in the
digestive tract. Surgery is the only potentially curative therapy for localized GIST. The prognosis of advanced
GIST has increased substantially after the introduction of imatinib. The best candidates for surgery among pa-
tients with advanced GIST are those with stable or responding disease with tyrosine kinase inhibitors (TKIs)
therapy, fewer metastatic foci, and possibility of RO/R1 resection. TKIs treatment should be resumed postop-
eratively. Patients with multifocal progressive disease are significantly worse and these patients are unlikely to

benefit from surgery. Individualization of multidisciplinary treatments needs to be designed based on c—kit

- Rk -

and PDGFRA mutations in addition to the patient’s status.
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