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HUMAN A53T ALPHA-SYNUCLEIN VIRAL VECTOR

MJFF has partnered with GeneDetect and Vigene Biosciences to make available the well-characterized adeno-associated viral vector expressing
human A53T alpha-synuclein to model Parkinson’s disease. This viral vector has been characterized in the mouse, rat, and non-human primate for
ability to express alpha-synuclein, induce nigrostriatal degeneration, and model Parkinson’s disease pathology (see Publications section). The
current lot has been validated to ensure performance similar to the previously published batches. Viral vectors were designed and generated by
GeneDetect, validated by Atuka, Inc., and are now available for purchase at Vigene Biosciences. Validation data is included below.
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