Optimization of Lipid Nanoparticle-based CRISPR-
activation to Improve HIV Latency Reversal
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Background Aims & Methods

« We previously harnessed the inherent sequence
specificity of CRISPR activation (CRISPRa) to
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2. CD7-targeted CRISPRa SAM LNP enhances activity in non-stimulated

primary CD4+ T cells.
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@ CRISPRa-LNP CD25 to further test CRISPRa activity ex vivo.

Conclusion

Larger mRNA size might be the cause of reduced mRNA 4. Alternative CRISPRa SPH variant imprOVG
expression possibly related to mRNA dellvery. LTR-mediated reactivation in J-LatA2 cells.

CRISPRa SAM activity is improved through
alteration in mRNA and use
of CD7-targeted LNPs. However, the
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