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5-Lipoxygenase/cysteinyl leukotriene pathway is not involved in injury

of rat C6 glioma cells induced by oxygen-glucose deprivation
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[Abstract] Objective: To determine whether oxygen-glucose deprivation (OGD) induces C6 cell
injury ,and whether 5-lipoxygenase (5-LOX) /cysteinyl leukotriene (Cysl.T) pathway is involved
in OGD-induced injury. Methods: After OGD treatment and recovery for various durations,the
viability of C6 cells was determined, and the effects of 5-1.OX inhibitors and CysLT receptor

antagonists were investigated. Intracellular distribution of 5-LOX protein was detected by
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immunocytochemistry ,and the mRNA expressions of CysLT,and CysLT,receptors were detected
by RT-PCR. The effect of leukotriene D, (LTD,) on Cé6 cells was also investigated. Results:
OGD for 4~8 h followed by recovery for 24~72 h significantly induced C6 cell injury. Neither
5-LOX inhibitors nor CysLT receptor antagonists inhibited OGD-induced injury. OGD did not
induce 5-LOX translocation into the nuclear membrane. C6 cells highly expressed CysLT,
receptor, but the expression of CysLT, receptor was much weaker; the expression was not
affected by OGD. In addition,LTD, did not affect C6 cells significantly. Conclusion: OGD can
induce C6 cell injury,but 5-LOX/CysLT pathway might be not involved in OGD-induced injury.
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Fig.2 Effects of 5-LOX inhibitors (A~C) and CysLT receptor antagonists (D~F)

on the reduced cell viability after OGD/recovery in Cé6 cells
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