


Supplementary Fig. 1

RMRP promoted cell proliferation by activating MEK1/2 pathway in neuroblastoma cells. 
The effect of clinically relevant third generation MEK1/2 inhibitor Trametinib was used to further explore whether RMRP exerted its function by regulating MEK/ERK pathway. As shown in supplementary Fig. 1A and 1B, Trametinib treatment at the concentration range of 0.5 nM to 16 nM resulted in the notable reduction of cell proliferative ability in a dose-dependent manner in NB-1 and SK-N-AS cells.  Subsequent experiments showed that the introduction of Trametinib (6 nM) abolished RMRP-mediated pro-proliferation effect in NB-1 and SK-N-AS cells (supplementary Fig. 1C and 1D). In a word, these data further demonstrated that RMRP promoted cell proliferation by activating MEK/ERK pathway in neuroblastoma cells. 

Supplementary Fig. 1 RMRP promoted cell proliferation by activating MEK1/2 pathway in neuroblastoma cells. (A and B) NB-1 and SK-N-AS cells were treated with various doses (0.5, 1, 2, 4, 8, 16 nM) of Trametinib. Then, cell proliferative capacity was assessed by CCK-8 assay at 48 h post treatment. (C and D) NB-1 and SK-N-AS cells were transfected with pcDNA3.1 or pcDNA3.1-RMRP for 24 h, and then treated with or without DMSO (Control) or Trametinib (6 nM) for additional 48 h, followed by the measurement of cell proliferative ability using CCK-8 assay. *P< 0.05.[image: supplementary Fig 1]
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