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Figure S1. The effect of Lir on ERK and NFAT?2 signalling

The protein expression of phosphorylated and total ERK and NFAT2 in mice from the
four groups. Representative WB (A) and quantitative results (B) (n=6). *P <<0.05,
compared to control group. C and D: The expression level of GLP-1R level in NRCMs
and ACs after stimulated with Ang II and treated with liraglutide (100nM). *P<<0.05,
compared to control group. E: The mRNA expression level of AT1R and AT2R in heart

tissue with Angll infusion. F: The mRNA expression level of ATIR and AT2R in



NRCMs after Angll stimulation. *P<<0.05, compared to control group.



