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Procedure for genetic analysis
	Prior to genetic analysis, we sought appropriate approval from our local institutional review board and obtained written informed consent from the patient’s parents. DNA/RNA was extracted from the tumor using an AllPrep DNA/RNA Mini Kit (Qiagen, Tokyo, Japan), and first-strand cDNA was synthesized using a PrimeScript® II 1st strand cDNA Synthesis Kit (Takara, Tokyo, Japan) in accordance with the manufacturer’s recommendations. Two hotspots within the TERT promoter (C228T, C250T), along with mutation hotspots at codon 132 of IDH1, codon 172 of IDH2, codon 27 and 36 of H3F3A, and codon 600 of BRAF were screened using Sanger sequencing. Templates for Sanger sequencing were prepared by amplifying genomic DNA using Premix Taq (Takara, Tokyo, Japan). The oligonucleotide primers used for amplification are presented in the following Table. References of primers previously reported are described in the Reference list. Cycle sequencing was carried out using the BigDye Terminator v3.1 Cycle Sequencing Kit (Applied Biosystems, Foster City, CA, USA) using the forward and reverse PCR primer as a sequencing primer.
	KIAA1549-BRAF fusion gene was detected using RT-PCR. Templates were prepared by amplifying first-strand cDNA using Premix Taq (Takara, Tokyo, Japan) with the forward primer for exon 15 of KIAA1549 and a reverse primer designed to amplify exon 11 of BRAF as previously described2. 

List of primers
	Target gene
	Forward (F)/Reverse (R)
	Primer Sequence (5′–3′)

	TERT promoter
	F
	GGCCGATTCGACCTCTCT

	
	R
	CAGCGCTGCCTGAAACTC

	IDH1
	F
	TGTGGAAATCACCAAATGGCAC

	
	R
	TACAAGTTGGAAATTTCTGGGC

	IDH2
	F
	GGGAGCCCATCATCTGCAAAAA

	
	R
	[bookmark: _GoBack]ACAAGAGGATGGCTAGGCGA

	H3F3A1
	F
	TCAATGCTGGTAGGTAAGTAAGGA

	
	R
	GGTTTCTTCACCCCTCCAGT

	BRAF V6003
	F
	TGCTTGCTCTGATAGGAAAATG

	
	R
	TGATGGGACCCACTCCAT

	KIAA1549 exon152
	F
	CGGAAACACCAGGTCAACGG

	BRAF exon112
	R
	GTTCCAAATGATCCAGATCCAATTC

	BRAF exon62
	F
	TTGTGACTTTTGTCGAAAGCTGC

	BRAF exon72
	R
	AAGGGGATGATCCAGATGTTAGG
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