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[Abstract] Objective To investigate the mechanism and interaction of palmitic acid (PA)-induced auto-
phagy and recombinant NLR family, Pyrin domain containing protein 3 (NLRP3). Methods Mouse kupffer
cells (KCs) were isolated, cultured and divided into the control group,the PA group,the wortmannin group
and the rapamycin group. The protein levels of LC3,NLRP3,apoptosis-associated speck-like protein containing
a caspase recruitment domain (ASC), cysteinyl aspartate specific proteinase-1 (caspase-1) and Beclin-1 were
detected by Western blot. Confocal microscopy was used to observe the co-localization of P62 and ASC protein
and the co-localization of P62 and LLC3 protein in KCs;co-immunoprecipitation assay was used to detect the in-
teraction between P62 and ASC protein before and after PA stimulation; ASC ubiquitination level were detec-
ted by WB before and after PA stimulation. Results The protein levels of LC3 [ /LC3 [ , NLRP3, ASC, ca-
pase-1 and Beclin-1 in the PA group significantly increased compared with the control group (P<<0.05). In
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the rapamycin group, LC3 Il /LC3 | was increased significantly compared with the PA group,but the expres-
sion of NLRP3, ASC and caspase-1 protein was decreased compared with the PA group (P <{0. 05). In the
wortmannin group,compared with the PA group, LC3 I /LC3 [ decreased while NLRP3, ASC and caspase-1
protein expression increased (P<C0.05). The co-localization of P62 and ASC protein in KCs was observed by
laser scanning confocal microscope, which enhanced after stimulation with PA. Co-immunoprecipitation
showed that the amount of P62 intercalating with ASC protein in the PA group increased compared with the
control group. The level of ASC ubiquitination in the PA group was higher than that in the control group. Con-
clusion The interaction between autophagy and NLRP3 inflammasome is enhanced under the stimulation of

PA,and the enhanced autophagy could inhibit the expression of NLRP3. P62-ASC ubiquitination plays an im-

portant role in the regulation of NLRP3 inflammasome by autophagy.
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