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The role of c-Jun N-terminal kinase in inflammasome formed by listeria monocytogenes infection
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Abstract: Objective To investigate the effect of c-Jun N-terminal kinase (JNK) on the activation and as-
sembly of inflammasomes in mice with peritoneal macrophages infected with Listeria monocytogenes (LM),
and its relationship with virulence factor LLLO. Methods Mouse peritoneal macrophages were randomly divid-
ed into SP treatment group,untreated group and negative control group (NI),with 3 duplicate wells in each
group. In the SP treatment group, the mouse peritoneal macrophages were pretreated with JNK inhibitor
SP600125 for 1 h. Except for NI, the other macrophages were infected with wild-type LM (WT-LM) for 24 h,
the expression of interleukin (IL)-18 in supernatant was detected by enzyme-linked immunosorbent assay
(ELISA). The formation of ASC-speck,a key protein component of intracellular imflammasome was observed
by immunofluorescence; The phosphorylation of JNK in peritoneal macrophages of WT-LM infected mice at
different time points was dectected by Western blot. At the same time,/\h{y and A\hly::hly mutants of LM
were used to infect mouse peritoneal macrophages.,and the formation of intracellular ASC-speck and the phos-
phorylation level of JNK protein at different time points were observed. Results The expression level of 11.-18

in the SP treatment group was significantly lower than that in the untreated group (P <<0. 05). Immunofluo-
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rescence showed that the percentage of ASC-speck positive cells in the SP treatment group was significantly
lower than that in the untreated group (P<C0.01). Western blot results showed that p-JNK increased signifi-
cantly at 10 min after WT-LM infection and peaked at 40 min for at least 120 min. In the LM mutant infection
experiment,the immunofluorescence results showed that the percentage of ASC-speck positive cells in the
Ahly infected group was significantly lower than that in the WT-LM infected group,the difference was statis-
tically significant (P<C0. 01) ,and the LLO re-expressed Ahly in the hly-infected group (Ahly::hly group),
the number of ASC-speck positive cells was significantly restored,and there was no significant difference com-
pared with the wild-type LM group (P>>0. 05). Western blot results showed that p-JNK was significantly ex-
pressed 40 min after infection of AAhly mutant,but suddenly decreased or even disappeared at 80 min and 120

min. Conclusion JNK signaling pathway is involved in the regulation of the activation of inflammasomes dur-

ing LM infection and is closely related to LI.LO during JNK involvement in activation.
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