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Research the role of AMPKa2 in palmitic acid—induced lipid deposition and inflammation in hepatocyte
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Abstract Objective: To investigate the role and mechanism of AMP-activated kinase( AMPK ) a2 in palmitic acid—induced lipid deposi—
tion and lipopolysaccharide( LPS ) induced inflammation in hepatocytes. Methods: Primary mouse hepatocytes were isolated and divided
into non—specific small interfering RNA (siRNA) control group(siNR) and AMPKa?2 knock down group(siAMPKa2). The hepatocytes were

incubated with 10% bovine serum albumin(BSA ), 200 wmol/L palmitic acid, PBS, 10 pg/mL LPS for 16 h or 6 h to induce lipid deposition.

The lipid in cells were detected by oil red O staining, and the phosphorylation of IKK and JNK were detected by Western blotting. Another
part of hepatocytes were divided into control adenovirus group(Ad-GPF) and AMPKa?2 adenovirus group (Ad—~AMPKa2 ) ,and each group
was incubated with 10% BSA,200 pmol/L PA,PBS and 10 pg/ml LPS for 16 h or 6 h respectively. The phosphorylation of JNK and IKKa/3
were detected by Western blotting. Results: Compared with the control group,in siAMPKa2 group PA induced intracellular lipid accumu
lation was increased (¢=2.133, P <0.05) , the phosphorylation of JNK(1.51+0.08,:=2.701, P <0.05 ) and IKKOL/B( 1.35+0.03,:=1.657,

P <0.05) by PA and LPS were enhanced, while the increased phosphorylation of JNK and IKKa/B by PA and LPS was significantly inhibit—
ed in AMPKa2 adenovirus group. Conclusion: AMPKa2 may improve PA induced lipid deposition as well as PA and LPS induced inflam—
mation in hepatocytes by inhibiting JNK and NF-kB signaling pathway.
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