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A) Representative scatter-graphs showing the flow-cytometric analysis used to
quantify immune cell populations in the retina at day 2 post-IR injury. B)
CD11b*/CD45 ¥ (principally microglia), CD11b*/CD45" myeloid leukocytes (ML), and
CD11bnes/CD45" lymphocytes. C) Myeloid leukocytes were gated into Ly6Ch/Ly6Gnes
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