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Supplementary Fig. 2. The inhibitory effects of FIR irradiation for 30 minutes on VSMC proliferation and AMPK/mTOR/p70S6K signaling axis were greater than those of 1 mM AICAR treatment. (A, B) Rat VSMCs were exposed to FIR radiation for 30 minutes or treated with 1 mM AICAR for 2 hours, and then levels of p-AMPK-Thr172, p-mTOR-Ser2448, and p-p70S6K-Thr389 were detected by western blotting. (C) Rat VSMCs were exposed to FIR radiation for 30 minutes or treated with 1 mM AICAR for 24 hours, and then cell proliferation was assessed by MTT assay as described in the Methods. All experiments were independently performed at least four times, and blots shown are representative of at least four experiments (n = 4). Bar graphs depict the mean fold alterations above/below the controls (± standard deviation).

FIR = Far-infrared, VSMC = vascular smooth muscle cell, AMPK = AMP-activated protein kinase, mTOR = mammalian target of rapamycin, p70S6K = p70 S6 kinase, AICAR = 5-aminoimidazole-4-carboxamide ribonucleotide, VSMC = vascular smooth muscle cell, MTT = 3-(4,5-dimethylthiazol-2-yl)-2,5-diphenyltetrazolium bromide, RT = room temperature, GAPDH = glyceraldehyde-3-phosphate dehydrogenase.

Differences were considered statistically significant at *P < 0.05, **P < 0.01, ***P < 0.001, #P < 0.05, and ##P < 0.01.
