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Introduction: Prionoids & RNA-binding Proteins
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Algorithms to detect prion-like domains

Table 1 | FUS and HNRNPD Human RNA- binding proteins with prion-like domains. FUS and HNRNPD human
proteins were scanned for prion-like domains using the PAPA and PrionScan algorithms. The location of the
prion-like domain and a core region of highest score are provided.
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Figure adapted from [4].
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