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Generation of a Commercial-Scale Founder Population of Porcine Reproductive and Respiratory
Syndrome Virus Resistant Pigs Using CRISPR-Cas
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FIG. 1. Generation of a CD163 allele lacking exon 7 using CRISPR-Cas and
breeding strategy for establishing a founder population.
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Fig. 1. Schematic representation of porcine CD163 protein and gene. (%)

The diagram illustrates the CD163 protein structure displaying oval SRCR (Scavenger Receptor Cysteine-Rich) domains,
rectangular PST (Proline-Serine-Threonine) regions, a transmembrane domain (TM), and a cytoplasmic tail.

The corresponding CD163 gene exons are shown at the bottom.
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CD163 variants resistant to PRRSV in gene edited-pigs
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Fig. 3. Schematic representations of CD163 variants resistant to PRRSYV infection in gene-modified
pigs. Gene-edited swine possessing different CD163 modifications were generated and evaluated for their
susceptibility to PRRSV infection.
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FDA approves gene-editing tech creating PRRS-

resistant pigs

AASV says it supports the responsible use of gene editing
technologies to improve the health and well-being of swine
under strict safety and ethical standards
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FIG 1. (C) Amino acid sequences encoded by WT CD163 exon 6/exon 7 and exon 7/exon 8
junctions (top) and fusion of exon 6/exon 8 in CD1632E7 (bottom). The ellipsis represents
nucleotide and amino acid sequences not shown. Amino acids encoded by codons that span exons
are shown in black.

Burger, B.T. et al., CRISPR J. 2024 Feb;7(1):12-28. doi: 10.1089/crispr.2023.0061.PMID: 38353617
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Fig. 1 (B) Structure prediction and expression of ASRCRS in pulmonary alveolar macrophages of F2 animals.
Protein structure prediction using RaptorX points toward an intact protein product upon the deletion of SRCRS.
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