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ABSTRACT: The gastrointestinal stromal tumor (GIST) is the most common mesenchymal neoplasm of the gastrointestinal tract,
and was different from leiomyoma, neurogenic tumor, which occurs mainly with the Kit gene and platelet-derived growth factor receptor
alpha gene mutation. Targeting KIT has led to a new treatment paradigm in GISTs. Imatinib and sunitinib, both tyrosine kinase inhibitors
directed to KIT, were approved for first- and second- line treatment of metastatic and unresectable GISTs. In this article,we will review
the molecular classification and targeted drug therapy of GISTs .
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Table 1 Risk classification for selecting patients with GIST for adjuvant

post-surgical therapy

Risk category Tumor size Mitotic index Primary tumor
(cm) (/50 HPF) site
Very low risk <2.0 <5 Any
Low risk 2.1-5.0 <5 Any
Intermediate risk 2.1-5.0 >5 Gastric
<5 6.0-10.0 Any
5.1-10.0 <5 Gastric
High risk Any Any Tumor rupture
>10.0 Any Any
Any >10 Any
>5.0 >5 Any
2.1-5.0 >5 Nongastric
5.1-10.0 <5 Nongastric

Adapted with permission from Elsevier, from Joensuu H. Risk
stratification of patients diagnosed with gastrointestinal stromal tumor.
Hum Pathol, 2008, 39:1411-9. GIST: gastrointestinal stromal tumor; HPF:

high-power field.
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