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Culture of Primary Human Glioma Cells in vitro
and Morphological Observation
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[ Abstract] Objective: To probe the method of culturing primary human glioma cells in vitro. Meth-
ods: Glioma cells were obtained by mechanical separation and enzymatic digestion of glioma patients”
focus tissue removed by surgical resection. The morphological changes of these glioma cells were ob-
served under inverted microscope. The cell lines of high purity, biological traits stability, strong ca-
pacity of proliferation were obtained by differential speed stick wall, repeated passaging and natural
purification. The cell growth curve was drawn and immunohistochemical technique was adopted to i-
dentify the primary cells and their purity. Results; The primary cells that were cultured successfully
showed a good growing status of adhering to wall, apparent logarithmic growth period. The higher ma-
lignant degree of primary cells, the faster the proliferation. Those cells could be subcultured. The pos-
itive staining rate of glial fibrillar acidic protein ( GFAP) was up to 93% , proving the cultured cells
were glioma cells of high purity. Conclusion: The human glioma cells can be cultured by mechanical
separation and enzymatic digestion.
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Fig.2 Subcultured glioma cells
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