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Abstract Screening of T/NK cell-specific promoters for robust CAR Myeloid lineage-specific promoter drives strong and potent

expression and effective tumor cell killing in vitro CAR expression in human macrophages in vitro
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& ¢ Lineage-specific promoters direct CAR expression to discreet mature immune
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cells, enabling regulated expression of multiplexed therapeutic payloads

Figure 1. Mobilization of HSCs into peripheral blood enables in vivo VLP targeting and transduction. Direct
transduction of circulating myeloid, T, and NK cells may generate a population of armed effector cells within Figure 3. (A-C) In vitro HER2 CAR expression in human B cells (A), human macrophages (B), and human Related posters
days of VLP administration. Transduced HSCs home to the bone marrow where integrated HSCs give rise CD34+ HSPCs (C) driven by CAG or several T/NK cell promoters (TNK-Pr). Data are representative of 2

to engineered immune cell lineages. Long-term HSCs comprise a self-renewing pool of effector cells, donors. Untransduced (UTD) and GFP-transduced samples are shown as negative controls. Bar graphs Poster 302: Yiwen Zhao et al. In vivo HSC engineering with VLPs generates lineage-restricted, multiplexed CAR-
conferring potentially durable anti-tumor activity from a single VLP dose. represent the mean. M, NK, and T cells to cooperatively mediate robust and durable solid tumor control in pre-clinical models
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