[bookmark: _Hlk181188562]Cross-Trait Genomic and Proteomic Analyses Identify Shared Risk Loci and Therapeutic Targets for Type 2 Diabetes and Coronary Artery Disease
Jie Wang et al.
Corresponding author: Sunxyjxnl@163.com
Supplementary methods
Data resources
We leveraged large-scale GWAS summary statistics for coronary artery disease (CAD) and type 2 diabetes (T2D). Summary statistics for CAD were obtained from the GWAS Catalog under accession GCST90132314 (https://www.ebi.ac.uk/gwas/studies/GCST90132314). This dataset comprised 1,165,690 participants, including 181,522 CAD cases, and participants were predominantly of European ancestry (>95%). The CAD GWAS summary statistics were based on the hg19/GRCh37 genome build [1].
Summary statistics for T2D were obtained from FinnGen release R12, trait T2D_WIDE (https://storage.googleapis.com/finngen-public-data-r12/summary_stats/release/finngen_R12_T2D_WIDE.gz). This dataset comprised 460,679 individuals of Finnish ancestry, including 55,418 T2D cases and 405,261 controls, and was also aligned to the hg19/GRCh37 genome build [2].
Datasets were identified through searches of publicly available GWAS resources using the terms “coronary artery disease”, “CAD”, “type 2 diabetes”, and “T2D”. When multiple eligible datasets were available, we prioritized studies with publicly accessible summary statistics, clearly defined phenotypes, large sample sizes, and compatible ancestry. Since the present analyses were based on publicly available, de-identified summary-level data, no additional permission, ethical approval, or participant consent was required. The original studies had obtained approval from the relevant institutional review boards, and informed consent had been obtained from all participants. For MR analyses, variants were extracted using a genome-wide significance threshold of P < 5 × 10⁻⁸, followed by LD clumping (r² < 0.001, window = 10,000 kb).
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