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Identification of targetable genetic mutations across cancers based on analysis of >230,000 NGS data.

Already confirmed favorable effects of our ASOs.

Efficient In-house CRISPR-Knockin technology (>90% success rate).

Abundant achievement in this field (see the References below): Pan-cancer splicing analysis, Development of RNA

therapeutics, Novel PDX models, preclinical trial, Access to samples from cancer patients (>460,000) etc.
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“Target the Untargetable, Treat the Untreatable” » Pharmaceuticals
> Biotech/Drug Discovery Service

v We aim to develop RNA therapeutics (ASOs) targeting

~3.0% of cancer patients. » Venture capitals

t SAV frequency of Gene A we’ve interested.
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