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Supplementary Figure 2. Genetic alterations in papillary thyroid cancer.

Percentage of tumors with affected gene or pathway is shown in parentheses on the left.

Number of genetic alterations per tumor is shown on the top.
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Not tested
 Wid Type
. Fusion/Rearrangement
. Frame shift, nonsense, splice site
. Copy number loss
. Copy number gain

. Missense



