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(A) Representation of AAV 3D structures illustrating the transfer of stealth mutations from VCAP-Gen2 to VCAP-290. For illustration purposes only. (B) Evaluation of region A & B mutations IVIG evasion potential in

For more details about our machine learning approach, see Daniel Cox’s poster #2027 on Wednesday, May 13th' 5:00 p.m. — 6:30 p.m. ET \;ltt;oi.(S(ZLiIT:;\;ar:er':lcS ;)(f):tr:]z: sszaa ::Sutterjllzmg VCAP-290 +/- antibody evading mutations A1l & B3. A serum sample was considered Neutralizing antibody (NAb) positive when it blocked more than 50% transduction « We identified a 2n¢ generation Voyager AAV muscle ca pSId with mutations conferring evasion from pre-existing anti-AAV9 NAbs.

* Stealth modifications of existing muscle capsids could potentially increase the number of patients eligible for muscle-targeted gene therapies.

ASGCT 29t Annual Meeting 2026 | May 11 — 15, 2026 | Boston, MA

voyager 75 Hayden Avenue, Lexington, MA 02421 | www.voyagertherapeutics.com




	Slide 1

