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Supplementary Figure S1. Distinctive distribution of IDH1, IDH2, and TP53 alterations in Non-
Redundant. Extraction of IDH1, IDH2, and TP53 alterations revealed extremely high frequency
of IDH1 mutations exclusively in lower-grade glioma (A) in contrast with low frequencies of IDH2
amplification and mutation (B) and high frequencies of TP53 alterations (C) in various cancer

types. The cutoff is 5% for IDH1 and IDH2 and 60% for TP53.
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Supplementary Figure S2. Rare co-occurrence of IDH2 hotspot mutation and TP53 alteration
in human cancer. Cancer types harboring TP53 alterations are extracted in correspondence to
concurrent IDH2 hotspot mutations from TCGA_PanCancer (A), MSK_Impact (B), and Non-

Redundant (C). Sample counts of the cancer types are presented in reference to specific types

of IDH2 mutation.



M Glioma
Il Non-glioma
*

%k

O > 4
R AR R

N
& & &
Supplementary Figure S3. Higher frequencies of co-occurrence of specific IDH1 mutation and
TP53 alteration in glioma. Glioma and non-glioma were compared for their co-occurrence

frequencies of specific IDH1R732X and TP53 alteration. *p < 0.05; **p < 0.01.
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Supplementary Figure S4. IDH1 status and TP53 status distinguish patient survival in lower-

grade glioma of TCGA_PanCancer. IDH1 status was analyzed for overall survival (A). TP53

status was analyzed for overall survival (B) and in the IDH1 wildtype subgroup (C). Two-tailed p

values are specified.



