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New Method for Oligodendrocyte Cell Culture in Vitro. Weng Chao, Ding Man, Fan Shanghua, et al. Department of Neurology,
Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To explore a new method for oligodendrocyte cell culture from neonatal mouse cerebral cortex in vitro. Meth-
ods We selected PO — P2 (0 -2 days after birth) cerebral cortex from C57/BL6 neonatal mice, and digested the tissue at room tempera-
ture for 10 minutes through accummax, then used DMEM/F - 12 medium with high glucose containing 10% FBS to culture the mixed cells
in vitro. After the celles being cultured for 7 days, we used pap tube for pipetting, and purified oligodendrocyte precursor cell (OPCs)
from mixed cultured cells. Finally,with oligodendrocyte differentiation medium to promote oligodendrocyte differentiation and maturation,
cell lines were identified by immunofluorescence. Results  Our approach produced a high yield of purified OPCs, which was about
93.3% . The oligodendrocyte differentiation medium promoted oligodendrocyte differentiation and maturation quickly, when it was added.
Conclusion The new method for oligodendrocyte cell culture in vitro is relatively simple with high purity and can produce a high yield of
OPCs, which is of great value for clinical demyelinated diseases.
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