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Lipopolysaccharide-induced activation of microglia through JAK2-STAT3 pathway

HAO Yu-tong, CHEN Chun-hai, YANG Xue-sen, YU Zheng-ping ( Department of Occupational Hygiene, College of Military
Preventive Medicine, Third Military Medical University, Chongqing 400038, China)

Abstract. Objective To investigate the effects of JAK2-STAT3 signaling pathway on lipopolysaccharide
(LPS) -induced activation of microglia and the possible mechanisms. Methods Immunohistochemistry and
flow cytometry were applied to observe the changes in OX-42. Changes in TNF-a expression after stimulation
with LPS were detected by ELISA. The phosphorylation levels of JAK2 and STAT3 were detected by Western-
blot. Results LPS stimulation significantly increased the number of the positive cells of 0X-42, enhanced
TNF-a expression, and up-regulated the phosphorylation level of JAK2 and STAT3. Conclusion LPS may in-
duce the microglia activation through the activation of the JAK2-STAT3 signaling pathway and promote the se-
cretion of TNF-a, suggesting that activation of the JAK2-STAT3 signaling pathway may be associated with the

secretion of the inflammatory factors.
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