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Introduction Large scale screening of human SNCA-targeting ZFRs ZFR-1 represses human SNCA transcript in key brain regions
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. Conclusions and next steps
Leveraging ZFRs for the potential treatment of Parkinson’s disease Approach for in vivo testing of ZFRs in a humanized mouse model

* We have identified potent and specific ZFRs capable of reducing human SNCA expression in vitro and in vivo.
* For next steps, we plan to quantify any changes in SNCA protein levels in neurons in vitro following treatment
with select ZFRs.
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