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Inflammation through TLR4/MyDS88 signaling pathway in low-Mg”* -induced epileptic hippocampal slice models
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Abstract
(MyD88) ,IL-1B and TL-6 in low-Mg”* -induced epileptic hippocampal slice models ,and the role of TLR4 mediated inflam-

Objective To explore The expression of toll-like receptor 4 (TLR4 ), medullary differentiation factor

matory response in epilepsy was investigated. Methods He hippocampal slice from newborn 6 ~9 d SD rat was cultured in
vitro to 7 days treated by low-Mg>* ACSF perfusion 3 h. Quantitative real-time-polymerase chain reaction (qRT-PCR) was
used for detections of TLR4,MyD88,IL-13 and IL-6 genes, western blot was also determined to detect TLR4 and MyD88
proteins before and after the molding 1 d,3 d,1 w. Results Compared to control group,the mRNA levels of TLR4,MyD88,
ACSF treatment , there was also a sig-

IL-1B and TL-6 increased significantly in epileptic hippocampal slice after low-Mg”*

nificant increase in TLR4 ,MyD88 proteins expression. Conclusion Neuroinflammation plays an important role in the dev-

elpment of epilepsy via TLR4/MyD88 signaling pathway in low-Mg’ * -induced epileptic hippocampal slice models.
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