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Figure S1. Deficiency of iPLA2f increases caspase 3/7 activity in spleen, but does not
significantly prime splenocytes for IL-10 and IL-4 release.
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Figure S2. iPLA:f} deficiency did not alter spontaneous and LPS-stimulated M2-related
cytokine release.
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Figure S3. CD3 cellularity in MLN was unaffected by knockout of iPLA2p.
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