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Aptamer-modulated alternative splicing riboswitch In vivo delivered, riboswitch-regulated transgene is precisely

Abstract regulates multiple therapeutic genes controlled by orally administered small molecule inducer

Controlled expression of delivered transgene is important for both gene and cell therapies to be efficacious and safe. For this purpose, we _ - _ .
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RiIboCAR-T cells targeting CD19 are more potent than
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Riboswitch-controlled, small molecule-inducible
expression of therapeutic antibodies
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RiboCAR-T cells targeting HER2 are more potent
than ConstCAR-T cells in anti-tumor activity

Riboswitch-controlled, AAV-vectorized anti-HER? Summary

antibody halts tumor progression in vivo
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