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MeCP2 promotes the inhibitory effect on inflammatory factors synthesis
in RAW246. 7 caused by alpinetin and its molecular mechanism

HU Ke'* ., QIAN Hong'*, LIU Lijing', LI Yu-xian',JIN Ling', CHEN Lijun', TAN Bi-feng®, YIN
Hui-ming’ (1. Medical College of Hunan University of Medicine, Huaihua 418000, China; 2. Depart-
ment o f Cardiology, The First Af filiated Hospital » Hunan University of Medicine, Huaihua 418000,
China; 3. Respiratory Department , The First Af filiated Hospital , Hunan University of Medicine,
Huaihua 418000, China)

Abstract; In order to reveal the potential of combination of alpinetin and MeCP2(methyl CpG binding protein 2) in intervention
of inflammatory diseases, we examined the effect of MeCP2 on synthesis of 11.-6 and TNF-« in RAW246. 7 cells co-incubated
with alpinetin and explored the underlying mechanism. First, RAW246. 7 cells were transfected respectively by pEGFP-C1-
MeCP2 (recombinant) or pGL-basic(blank) plasmid, then were randomly divided into control, alpinetin(1 mg/ml.) and alpine-
tin+GW9662 groups(0. 1 mmol/L). After cultivation for 72 h, concentrations of IL.-6 and TNF-q in the media were evaluated
by ELISA, while content of PPAR and MeCP2 in nucleus as well as NLRP3, pro-Caspase-1 and ASC aggregation state in cyto-
plasm were tested by Western blotting. Meanwhile, immunofluorescence staining was applied to detect the formation of ASC
speck. The data showed that, compared with blank plasmid transfection., recombinant plasmid group showed the decrease in
synthesis of inflammatory cytokines when co-incubated with alpinetin. However, synthesis of inflammatory cytokines showed
no significant difference between recombinant and blank plasmid transfection group in control and GW9662 groups. Alpinetin
showed no obvious effect on expression of MeCP2; while transfection of recombinant plasmid caused no impact on content of
PPAR. In addition, alpinetin significantly inhibited NLRP3 synthesis in cytoplasm, but had no significant effect on content of
pro-Caspase-1 or ASC aggregation state; however, synthesis of pro-Caspase-1 would be blocked and ASC depolymerization
would be enhanced after MeCP2 overexpression. In conclusion, MeCP2 could promote the inhibitory effect of alpinetin on syn-
thesis of inflammatory cytokines in rat macrophages via inflammatory corpuscle pathway, which indicates that alpinetin com-
bined with MeCP2 might be a new strategy for treatment of inflammatory diseases.

Key words: alpinetin; methyl CpG binding protein 2; inflammatory factor; inflammatory corpuscle pathway





