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Introduction Changing the molecular specificity of Bxb1 Reprogramming Bxb1 to integrate at clinically relevant sites

* Encouraged by our success targeting pseudo-sites where wild-type Bxb1 was already active, we proceeded to the
more difficult challenge of targeting clinically relevant regions of the human genome such as TRAC and AAVS1.

* WVe developed a directed evolution system in which a

ponorcontaining witd type CDNA recombinase variant present in a library is enriched when it ~ Novel Bxb| helices and their DNA triplet specificity

* Here we describe the development of a Modular Super-exon and MINT attachment sites
: : can restore the open reading frame of an antibiotic-resistance = satatkkR ~ AGGNLKR ~ LGTNLKR ~ SGTGLKK  SGSALKT * We also added activity-increasing mutations’ from eeBxb1 (V74A, E229K,V375I) to further improve activity.
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Fusions to engineered zinc fingers further improves performance
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