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Abstract: Objective To investigate the immunoregulatory role of glycogen synthetic kinase 38 (GSK3pB)
in Pseudomonas aeruginosa infection. Methods The expression level of GSK3p inactivated 9-position serine
phosphorylation [ P-GSK383 (Ser9) | was detected by Western blot. After GSK3p inhibitors were used,the ex-
pression level of cytokines was detected by real-time fluorescence quantitative PCR (qPCR) , the expression
levels of mitogen-activated protein kinase (MAPK) family-related kinases were detected by Western blot. The
activity of GSK38 was inhibited,and the recovery of cytokine levels was detected by qPCR using p38 inhibitor
or c-Jun amino terminal kinase (JNK) inhibitor. Results Western blot showed that the expression level of P-
GSK3B(Ser9) was decreased after Pseudomonas aeruginosa infection was induced. The results of qPCR
showed that GSK3f inhibitor could promote the expression level of anti-inflammatory cytokines and inhibit
the expression level of pro-inflammatory cytokines. Western blot showed that GSK38 inhibitor could up-regu-
late the phosphorylation levels of p38 and JNK. It was found that p38 inhibitor could restore the regulation of
cytokines by GSK3 inhibitors. Conclusion GSK3 is involved in Pseudomonas aeruginosa infection. GSK3f3
inhibitors play a negative immunoregulatory role by regulating the secretion of cytokines through p38.
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