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Role of 15-Deoxy-deltal?2,14-prostaglandin J2 in injury induced by hypoxia/
reoxygenation in cultured rat cortical neurons”
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Abstract: Objective To observe the role of 15-Deoxy-deltal2., 14-prostaglandin J2 (15d-PGJ2) in injury induced by hypoxia/
reoxygenation in cultured rat cortical neurons. Methods Primary rat cortical neuron cells were cultured. Experiments include con-
trol group,hypoxia/reoxygenation group,hypoxia/reoxygenation with different dose of 15d-PGJ2(1,5,10,25,50) pmmol/L group.
15d-PGJ2 dose-de-
pendently protected neuronal cell from death induced by hypoxia in vitro( P<Z0. 01). Agarose electrophoresis of the extracted DNA

Cell viability was surveyed by MTT assay. Apoptosis were measured by DNA agarose electrophoresis. Results

showed that hypoxia induced obvious DNA fragmentation, a hallmark of apoptosis, compared the group of pre-treated with 15d-

PGJ2. Conclusion

15d-PGJ2 is involved in the pathogenesis of neuron death induced by hypoxia/ reoxygenation.
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