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Table S1. Demographic and clinical data for pediatric ependymoma cases (ages 0-19) from the California Cancer Record Linkage Project (CCRLP)

	Demographic and/or clinical variablea
	Mean (SD) or n (%)

	Age at diagnosis
	6.7 (6.0)

	    ≥ 12 years
	39 (21.3%)

	Sex, male
	81 (52.9%)

	Spinal tumorb
	26 (17.0%)

	Histology
	

	    Anaplastic Ependymoma
	36 (23.5%)

	    Myxopapillary
	14 (9.2%)

	    Sub-ependymoma
	2 (1.3%)

	    Papillary
	1 (0.6%)

	    Ependymoma (Not otherwise specified)
	100 (65.4%)

	Grade
	

	    I
	8 (5.2%)

	    II
	16 (10.5%)

	    III
	9 (5.9%)

	    IV
	32 (20.9%)

	    Not otherwise specified
	88 (57.5%)


a n = 153 self-reported non-Hispanic white ependymoma patients 
b Alternative tumor site/location is intracranial

Table S2. Single SNP associations between LTL-associated variants and ependymoma risk in the CCRLP case-control dataset, stratified by age at diagnosis

	
	
	Age <12 years1
	Age ≥12 years2

	SNP
	Gene
	OR (95% CI)
	P-value
	OR (95% CI)
	P-value

	rs11125529
	ACYP2
	0.97 (0.63, 1.46)
	0.901
	1.77 (0.95, 3.16)
	0.059

	rs10936599
	TERC
	0.85 (0.62, 1.19)
	0.337
	1.98 (1.06, 4.06)
	0.043

	rs7675998
	NAF1
	0.88 (0.63, 1.26)
	0.486
	2.15 (1.09, 4.74)
	0.039

	rs2736100
	TERT
	1.05 (0.79, 1.39)
	0.759
	0.91 (0.57, 1.46)
	0.69

	rs9420907
	OBFC1
	1.11 (0.74, 1.62)
	0.603
	1.56 (0.85, 2.74)
	0.13

	rs3027234
	CTC1
	1.00 (0.70, 1.44)
	0.984
	0.89 (0.52, 1.61)
	0.70

	rs8105767
	ZNF208
	1.20 (0.88, 1.64)
	0.243
	1.20 (0.72, 1.97)
	0.48

	rs755017
	RTEL1
	1.09 (0.69, 1.66)
	0.698
	1.16 (0.54, 2.31)
	0.68


1n=114 cases, n=696 controls
2n=39 cases, n=696 controls
P values < 0.05 in bold. Odds ratio (OR) for risk of ependymoma associated with allele that increases telomere length.


















Table S3. Single SNP associations between LTL-associated variants and ependymoma risk in the Toronto and GICC case-control datasets 
	
	
	Toronto (n=83 cases, n=332 controls)
	GICC (n=103 cases, n=3287 controls)

	SNP
	Gene
	OR (95%CI)
	P-value
	OR (95%CI)
	P-value

	rs11125529
	ACYP2
	0.80 (0.51, 1.27)
	0.347
	0.85 (0.56, 1.28)
	0.43

	rs10936599
	TERC
	1.00 (0.67, 1.50)
	1.000
	1.12 (0.81, 1.54)
	0.50

	rs7675998
	NAF1
	0.95 (0.62, 1.44)
	0.798
	0.96 (0.69, 1.35)
	0.83

	rs2736100
	TERT
	0.94 (0.67, 1.31)
	0.706
	1.25 (0.95, 1.65)
	0.13

	rs9420907
	OBFC1
	1.71 (1.07, 2.73)
	0.026
	1.24 (0.83, 1.85)
	0.30

	rs3027234
	CTC1
	1.24 (0.82, 1.87)
	0.311
	0.79 (0.56, 1.10)
	0.16

	rs8105767
	ZNF208
	1.19 (0.81, 1.74)
	0.373
	0.94 (0.69, 1.28)
	0.69

	rs755017
	RTEL1
	0.82 (0.46, 1.44)
	0.488
	0.88 (0.57, 1.35)
	0.56


1 Odds ratio (OR) for risk of ependymoma associated with allele that increases telomere length
2 95% confidence interval
Nominally significant P values < 0.05 in bold.




Table S4. Association between polygenic score for longer leukocyte telomere length and risk of ependymoma in the California Cancer Records Linkage Project (CCRLP)a, stratified by tumor site (spinal vs. intracranial) and age (<12, ≥12). Associations are adjusted for sex and first 10 principal components. 
	Subtype, age
	Cases/controls a
	OR (95% CI)
	P-value

	Spinal, all
	26/696
	1.09 (0.74-1.62)
	0.66

	Spinal, <12
	8/696
	0.33 (0.13-0.72)
	8.9x10-3

	Spinal, ≥12
	18/696
	1.79 (1.02-2.12)
	0.024	

	Intracranial, all
	122/696
	1.14 (0.93-1.39)
	0.47

	Intracranial, <12
	104/696
	1.07 (0.87-1.33)
	0.53

	Intracranial, ≥12
	18/696
	1.66 (1.01-2.77)
	0.048

	Supratentorial, all
	33/696
	[bookmark: _GoBack]1.32 (0.98-1.07)
	0.31

	Supratentorial, <12
	25/696
	1.00 (0.95-1.05)
	0.86

	Supratentorial, ≥12
	8/696
	1.72 (1.01-1.23)
	0.024


an = 148 self-reported non-Hispanic white ependymoma patients from the California Cancer Records Linkage Project and 696 controls. Five cases lacked tumor site data.  
P values <0.05 in bold.

