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[ Abstract] Objective: To study the effect of nicotine on the expression of heat shock transcription
factor 1 (HSF1) in astrocytes and explore its mechanism. Methods: To get primary rat astrocytes, the
cerebral cortexes of newborn rats within 24 h were isolated, prepared for single cell suspension, cul-
tured and verified using GFAP immunostaining. After astrocytes matured, they were divided into four
groups: control group, nicotine group, LY294002 ( PI3K/AKT inhibitor) group and the nicotine +
L.Y294002 group. The control group was not given any treatment, ; the nicotine group was treated with
5 pmol/L nicotine for 6 h, 12 h, 18 h and 24 h, respectively; LY294002 group was given 10 pmol/
L LY294002 ; nicotine + LY294002 group was pretreated with 10 wmol/L LY294002 for 2 h and then
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treated with 5 pwmol/L nicotine for 18 h. The expression levels of HSF1 protein were detected by im-

munoblotting. Results; Compared with the control group, HSF-1 level was upregulated in nicotine

group (P <0.05). HSFI expression level was remarkably lower in 1.Y294002 + nicotine group than

that in nicotine group (P <0.01). Conclusion: Nicotine upregulates HSF1 expression through PI3K/

AKT signaling pathway in astrocytes.

[ Key words | primary astrocytes; heat shock nuclear transcription factor 1; nicotine; PI3K/AKT

pathway ; Alzheimers disease
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