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Supplementary text
Supplementary text 1: Participating studies and data processing for colorectal cancer GWAS meta-analysis
[bookmark: _GoBack]The GWAS meta-analysis on colorectal cancer was reported previously(Peters et al., 2013). 11 different studies participated in meta-analysis totalling 10934 cases and 12328 controls of European ancestry. Participating studies were: French Association STudy Evaluating RISK (ASTERISK) (Kury et al., 2007); the Colon Cancer Family Registry (CCFR) (Newcomb, Baron, et al., 2007); Darmkrebs: Chancen der Verhütung durch Screening (DACHS) (Vossen, Hoffmeister, Chang-Claude, Rosendaal, & Brenner, 2011); Diet, Activity, and Lifestyle Study (DALS)(Slattery et al., 1997); Health Professionals Follow-up Study (HPFS) (Rimm et al., 1990); Nurses’ Health Study (NHS) (Belanger, Hennekens, Rosner, & Speizer, 1978); Physician’s Health Study (PHS)("Findings from the aspirin component of the ongoing Physicians' Health Study," 1988); Prostate, Lung, Colorectal, and Ovarian Cancer Screening Trial (PLCO) (Gohagan et al., 2000; Prorok et al., 2000); Post-Menopausal Hormones Supplemental Study to the CCFR (PMH-CCFR) (Newcomb, Zheng, et al., 2007); VITamins And Lifestyle (VITAL) study (White et al., 2004); and Women’s Health Initiative (WHI)("Design of the Women's Health Initiative clinical trial and observational study. The Women's Health Initiative Study Group," 1998; Hays et al., 2003).
For detailed description on sample selection and genotyping methods please refer to Peters et al. (Peters et al., 2013). Briefly, samples were excluded if the average call rate =< 97%. Unexpected duplicates, unexpected relative pairs or individuals with discrepancies in called and phenotypic sex were removed. Samples that did not cluster with the HapMap2 CEU population were also removed. The SNP exclusion criteria was: call rate =< 98%, Hardy Weinberg equilibrium p-value < 1 × 10-4, minor allele frequency < 5% and SNPs that did not perform consistently across platforms. Samples were phased using Beagle (Browning & Browning, 2007) and imputed to 1000 Genomes phase 1 data using Minimac(Howie, Fuchsberger, Stephens, Marchini, & Abecasis, 2012). Imputation was done separately for each genotyping platform(Peters et al., 2013).
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