Ingenuity Variant Analysis, leveraging the Knowledge Base and HGMD,
achieves over 30x enrichment in biologically relevant variants from whole
90000 genome and exome sequence data from patients with rare disease
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® Industry’s most reliable sample technologies — Top-quality assays and panels to accurately
analyze and identify diseases and genetic variations.
* Bioinformatics software and curated knowledge bases — To transform your raw data into rele-
vant, actionable findings.
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* Intuitive, user-friendly interface — No bioinformatics skills needed. QlAamp Circulating
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— Interactive Filter Cascade — Rapidly eliminate common and non-deleterious variants with a
basic set of filters.
— lterative analysis — Apply a hypothesis, visualize and evaluate results in realtime.
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* Sharing and Publication Tools — Easily collaborate with colleagues and peers. Export data and : i e et b i e s et L
graphics to aid in manuscript preparation and publications. ClinVar:RCV000144064.1
Mutant human NOTCH1 gene (c.4487G>A) increases Adams-Oliver syndrome in human.
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