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INTRODUCTION Figure 1: AAV-miR-MAPT drives sustained Mapt knockdown. Figure 2: AAV-miR-MAPT results in a dose-dependent knockdown of MAPT/Tau in P301S mouse model.
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*  Animal studies conducted in wild-type and P301S mice used a surrogate AAV
blood-brain-barrier (BBB) crossing capsid expressing miR-MAPT (identical

genome to AVB-406) Figure 3: AAV-miR-MAPT reduces phospho-Tau in P301S mouse model of tauopathy Figure 4: AVB-406 administration results in widespread reduction of mapt mRNA in the
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. The level of total tau in the P301S mice after vector administration was
determined using the Jess Automated Western Blot system.
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- In the P301S mouse model of tauopathy, AAV-miR-MAPT showed a dose- Figure 5: AVB-406 shows a clear dose-response in Mapt knockdown with reduced peripheral tissue exposure
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