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20 - Hydroxyecdysone Inhibits Akt — Mediated NF — kB Activation in LPS - treated Microglial Cells. Hu Jun,Zhang Yanhai,Pan Na et
al. Department of Neurology, Shaanxi People's Hospital, Shaanxi 710068, China

Abstract Objective To investigate the effects of 20 — hydroxyecdysone on microglial activation and the related mechanisms in li-
popolysaccharide (LPS) - stimulated microglial cells. Methods A model of activation of microglia was established by LPS in the primary
cultured SD rat microglia. The experiment was divided into control group, LPS — treated group and LPS + 20 — hydroxyecdysone treated
group. The concentration of IL — 1@ and TNF — « in the culture supernatant of microglia cells were determined by enzyme — linked immu-
nosorbent assay in the experimental group. The levels of p — IkBa in the cytoplasm, p — NF — kB in the nucleus and p — Akt in cell were
detected by Western blot. Results The concentration of IL — 18 and TNF — « in the culture supernatant of microglia cells were increased
from 33.73 £6.42pg/ml and 43.67 +7. 17pg/ml up to 87. 16 = 12. 78pg/ml and 96. 55 + 13. 76pg/ml respectively after the microglia
cells were treated by 10ng/ml LPS for 8 hours (P <0.01). We observed that the concentration of IL — 1B and TNF - « in the culture su-
pernatant of microglia cells were reduced to 59.37 +9.24 and 72. 81 +12. 69pg/ml after the microglia cells were treated by 50 umol/L 20
— hydroxyecdysone and LPS for 8 hours (P <0.05). The concentration of IL — 1B and TNF — « in the culture supernatant of microglia
cells were further decreased to 48. 11 £8.42pg/ml and 61.44 £9.38pg/ml respectively when The concentration of 20 — hydroxyecdysone
was increased to 100pmol/L (P <0.01). In addition, the levels of p — IkBa in the cytoplasm, p — NF — kB in the nucleus and p — Akt in
cell were increased significantly in LPS - treated microglia cells, which were inhibited by 20 — hydroxyecdysone. Conclusion 20 -
hydroxyecdysone caused inactivation of NF — kB via Akt signaling pathway, further inhibited the secretion of IL — 18 and TNF — « of mi-
croglia and finally ameliorated the inflammatory responses of microglia induced by LPS.
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