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ABSTRACT Objective: Observe the influences that BV-2, co-cultured with mice' glial cell for different time, exerts to the swallow-
ing RBC with different storage time and different proportion. Methods: Store mice' RBC with flow cytometry for 1 day, 7 days, 14 days,
21 days and 30 days respectively. Add the stored RBC into BV-2 glial cell with the proportion of 5:1, 10:1, 20:1 and 40:1. Co-culture
them for 1 h, 3 h, 6 h, 9 h, and observe the swallowing condition between BV-2 and RBC. Results: The swallowing phenomenon
can be observed after adding RBC with different stored time into BV-2 glial cell. The phenomenon is the most obvious after storing for
28 days; After co-culturing BV-2 and RBC with different proportion, the swallowing phenomenon is also observed. In which the phe-
nomenon is the most obvious with the proportion of 40:1. The swallowing phenomenon can be observed in each co-culture time, in
which the phenomenon is the most obvious after 6 h. Conclusions: Apply RBC to induce BV2 glial cell making in vitro intracerebral
hemorrhage model. Choose RBC which stored for 28 days and co-culture it with BV-2 for 6h with proportion of 40:1. Thus, the swallow-
ing phenomenon between BV2 glial cell and RBC is the most obvious.
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Fig.1 BV-2 microglia phagocytosed RBCs. Scale bars=10 m
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Fig.2 Effects of different preservation time RBCs on phagocytosis of RBCs by BV-2 microglia cells

Note: *P<0.01 compared with 1 d; “P<0.05 compared with 30 d.
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*P<0.01 compared with 5:1; ¥P<0.05 compared with 40:1.
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