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[ Abstract] Objective: To Detect the influence of o7 cholinergic receptor (&7 nAChRs) PNU on
calmodulin ( CaM) expression level in SD rat astrocytes. Methods: The 3 —4 generations of astrocytes
were divided into PNU treatment group ( group P), a7nAChRs blocking agent (MILA) combined with
PNU treatment group ( group MP) , and normal control group ( group C). Group C did not receive
PNU or MLA. PNU was used to treat astrocytes at doses of 1, 5 and 10 pmol/L for 6 h, 12 h, 18 h
and 24 h in group P. In group MP, PNU of optimal concentration was used to cultivate the astrocytes
after MLA treated astrocytes at doses of 0.05, 0.1 and 0. 15 pumol/L for 2 h and in optimal time for
cultivation. CaM expression level was detected by western blotting. Results; CaM expression levels
were significantly higher in group P than in group C (P <0.05), and the expression peak obtained in
12 h after 5 pmol/L of PNU was added. While In group MP, the CaM expression level was markedly
lower than that in group P when cells treated by 5 wmol/L of PNU for 12 h (P <0.05). Conclusion:

The activation of PNU to Astrocytes might increase expression levels of CaM protein, which can be
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blocked by a7nAChRs blocker MLA.
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Expression levels of CaM protein after the activation of PNU in different groups
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