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Figure S1. Landscape of somatic mutations in 94 patients with early stage NSCLC.
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Figure S2. Landscape of somatic mutations in 79 pantients with advanced NSCLC.
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Figure S3. Molecular heatmap of MPLC patients with inconsistent mutations between
tumors. The heatmap shows the distribution of all the somatic mutations in 46 tumors
from 21 patients. Gray represents the wild type of any genes; blue represents the

genomic mutations.
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Figure S4. Molecular heatmap of MLC patients with the same mutations between
tumors. A, Molecular heatmap of MPLC patients with the identical EGFR L858R
substitution or TERT Amplification between tumors. The heatmap shows the
distribution of all the somatic mutations in 11 tumors from 5 patients. B, Molecular
heatmap of IM patients with the identical EGFR L858R substitution or exon 19 deletion
between tumors. The heatmap shows the distribution of all the somatic mutations in 10

tumors from 4 patients. Gray represents the wild type of any genes; blue represents the

genomic mutations.



