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Rosiglitazone on PPAR-y expression and macrophages M1/M2 polarization
RAW?264.7 macrophages were pre-incubated with rosiglitazone (RSG, 20pmol/L) for

3h, followed by combined treatment with either PA (0.5mmol/L) or DHA (50pmol/L)
for 6h. Total RNA was extracted from treated RAW264.7 macrophages. (A) PPAR-y
MRNA expression on macrophages, (B) Effect of rosiglitazone treatment on

macrophages M1/ M phenotype. Values are mean#SEM, * P<0.05, **P<0.01 versus



normal control (NC); 2P<0.05, "P<0.01 comparison of the designated two groups,

n=3 experiments.



