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Supplementary table 1. Table showing the 35 genes affected by the 62 mutations in the cohort of SID patients, with the type of
variant, type of inheritance, the predicted pathogenicity of each variant, the absolute count of variants per gene, and absolute
and relative number of variants per IUIS group. IEl: Inborn Errors of Immunity; LP/P: likely pathogenic/pathogenic; VUS: variants
of unknown significance; AR: autosomal recessive; AD: autosomal dominant; GOF: gain of function; LOF: loss of function; n:
number; CID: combined immunodeficiencies; BM: bone marrow
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Supplementary table 2: table showing the absolute (n) and relative (ratios) numbers of
the 43 IEI patients when studying the combination of the type of inheritance, the
predicted pathogenicity and the appearance (whether single or in co-occurrence) of their
genetic variants. AR: autosomal recessive; AD: Autosomal dominant; CO: co-occurrence;
Com-het: compound heterozygosis.
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Supplementary table 3. Table showing the 62 mutations in the cohort of SID patients, subdivided by the IUIS
group of the gene affecting, and creating groups in relation to the combination of the type of inheritance and
the predicted pathogenicity of each variant. The absolute count and the percentage numbers of variants per
group, pathogenicity, and type of inheritance is shown For the simplicity of the analysis, every variant that has
two possible patterns of inheritance (AR or AD), has been placed in the AD group. . IEl: Inborn Errors of
Immunity; LP/P: likely pathogenic/pathogenic; VUS: variants of unknown significance; AR: autosomal recessive;
AD: autosomal dominant; GOF: gain of function; LOF: loss of function; n: number; CID: combined
immunodeficiencies; BM: bone marrow.
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Supplementary figure 1. Comparison of the prevalence of heterozygous IEl variants between the SID cohort and the GP. Left: Table
showing the relative prevalence of significant genetic variants in IEI genes, comparing the SID cohort with the estimate heterozygosity
frequency in the general population (taken from GenlE software). Right: (A) Comparison of the mutational frequency between the SID
cohort (blue) and the general population (orange) among the different IEI groups. P < 0.0001 is represented by ****; (B) Estimation plot
showing the real difference of IEI mutational prevalence among both groups. The column of the left represents the difference between
each individual point, while the one on the right shows the difference between means, which statistically significant / SID: Secondary
Immunodeficiency; GP: general population.
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