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Effects of different membrane proteins and dimethylsulfoxide on neurite growth of

cerebellum granule cells

DENG Qi-yue, LI Shu-rong, CAI Wen-qin, SU Bing-yin ( Department of Neurohiology, College of Medicine, Third Military Medi-
cal University, Chongging 400038, China)

Abstract; Objective

rite outgrowth of cerebellum granule cells (CGC). Methods Membrane proteins were extracted from the liv-

To ohserve the effects of different membrane proteins and dimethylsulfoxide on neu-

er, sciatic nerve and brain white matter of adult rats and coated on the cover slips. CGC were dissociated from
newborn rats and inoculated on the coated cover slips, while dimethylsulfoxide ( DMSO) was added into the
CGC suspension. Results The neurite outgrowth was inhibited by membrane protein of brain white mater and
the effect was concentration-dependent. Low concentration ( <1% ) of DMSO did no harm to CGC, but higher
concentration was fatal. Conclusion Neurite outgrowth of CGC can be blocked by membrane protein of CNS

myelin and DMSO might be used as a solvent to add into culture medium to detect the role of hydrophobic mole-

cules or medicine in neurons in vitro.
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