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.
dicaion Activating Mutation Note
Frequency
Gastrointestinal Stromal Tumor 80-85%
AWML ~30%
Acral Melanoma 20-25%
Small Cell Lung Carcinoma not reported T0%, O/E
Testicular Carcinoma-Seminomas ~25%
Mastocytosis ~90% Rare Disease
Metastass
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