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PD-L1 expression in microglial cells early after contusion and laceration of human brain
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[Abstract] Objective To explore the changes in programmed death—1 ligand (PD-L1) expression in microglia cells early after
contusion and laceration of human brain. Methods Eighteen cerebral tissues specimens, of which 3 were normal cerebral tissues, 5, 4, 3
and 3 were contused and lacerated cerebral tissues 6 hours, 12 hours, 1 day and 4 days after the brain injury respectively, were fixed by
perfusion of 4% paraformaldehyde. Frozen sections were made for H-E and immunofluoresent staining and then the number of
infiltrating inflammatory cells and the expression of PD-L1 in the microglial cells were determined. Results The results of H-E staining
showed that the number of infiltrating inflammatory cells in the contused and lacerated cerebral tissues 1 day after injury was
significantly more than those in the normal cerebral tissues (P<0.05), and the number of infiltrating inflammatory cells significantly
increased as the time increased after injury (P<0.05). The results of immunofluoresent staining that the number of PD-L1 positive
microglial cells in the contused and lacerated cerebral tissues 6 hours after injury was significantly more than those in the normal
cerebral tissues (P<0.05), and the number of PD-L1 positive microglial cells significantly increased as the time increased after injury (P<
0.05). Conclusions It is suggested that PD-L1 may be involved in the inflammation after human cerebral contusion and laceration and
the intervention of the PD—1/PD-L1 signaling pathway may be a new method to treat the human cerebral contusion and laceration.
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