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WERIH: LncRNA RMST-mediated miR-107 transcription promotes OGD-induced
neuronal apoptosis via interacting with hnRNPK

LncRNA RMST Bt 5 RE M EZiziEZER = 3 hnRNPK {HE{ERBVEIE miR-107 #£R{EiH
OGD iFSHIHE AT

NEHAL: Neurochemistry international vol. 133 (2020): 104644.
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FEAE: KHEIEMRD RNA LncRNA RSB ABEIERERA RMST e CHIERBERPI RIP I 4
IRGFNTEAR MBI TTIRIG. AT, EIERMMEZRPasEBTE L= 88, AR AITIE OGD
QAIBATEERETTAAE HT-22 R, RMST 2REFRA. RMST RAMIKESE HT-22 4B A
THSEEXRE. HiHlL, RMSTBESREMZIZIEZER K (hnRNPK)EENER, [A#EERGE p53/
miR-107 (F518E§, & HT-22 AP SCIE AT Ih8E.
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Figl. RMST prmoted OGD-induced apoptosis of hippocampal neuron cell.(A) The expression of RMST using
gRT-PCR in HT-22 hippocampal neuron cell line following treatment with OGD for 0, 6, 12 and 24 h. CCK-8
cell viability (B), cell apoptosis (C) using Annexin V-FITC and PI staining coupled with flow cytometry and
the protein levels of cleaved caspase-3, caspase-3, Bax, Bcl2 and Bcl212 (D)determined by western blot in
HT-22 cells transfected with Lv-NC, Lv-RMST,Lv-shRNA and Lv-sh-RMST before treatment with or
without OGD for 24 h. * P<0.05 vs. Control group;# P<0.05 vs. Lv-NC+OGD; & P<0.05 vs. Lv-shRNA+
OGD. Eachexperiment had 3 replicates from 3 independent experiments (n = 3).
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Fig2. RMST activated p53/miR-107 signaling pathway via interacting with hnRNPK.The expression
levels of hnRNPK, p53 (A) and miR-107 (B) in HT-22 cells transfected with Lv-NC, Lv-RMST, Lv-
SshRNA or Lv-sh-RMST before treatment with OGD for 24 h; RNA pull-down assay along with western
blotting to detect hnRNPK protein expression in HT-22 cells and RIP assay showing that hnRNPK
Protein co-immunoprecipitation of hnRNPK via p53 (D); The
expression levels of p53 (E) in HT-22 cells transfected with Lv-NC, Lv-RMST, Lv-shRNA or Lv-sh-
RMST; Luciferase activity of different promoter constructs in HT-22 cells transfected with pcDNA-p53
R-107 promoter in the region of the p53 binding site as shown
by gRT-PCR analysis of ChIP in HT-22 cells transfected with Lv-NC or Lv-RMST (G);.The expression
of miR-107 in HT-22 cells transfected with Lv-NC or Lv-RMST or together with Lv-shRNA, Lv-sh-
hnRNPK, or Lv-sh-p53 (H);# P<0.05 vs. Lv-NC; & P<0.05 vs.Lv-RMST+Lv-shRNA. Each experiment
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had 3 replicates from 3 independent experiments (n = 3).
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Fig3. RMST induced HT-22 cell apoptosis through targeting p53/miR-107/Bcl2I2 axis by interacting with
hnRNPK.Schematic illustration of the predicted binding sites between Bcl2l2 and miR-107, and mutation of
potential miR-107 binding sequence in Bcl2I2 (A); Luciferase assays in HT-22 cells transfected Bcl212 wild type
or mutants with miR-107 (B); Cell viability(C), and cell apoptosis (D) in HT-22 cells transfected with Lv-NC or
Lv-RMST or together with Lv-shRNA, Lv-sh-RMST, Lv-sh-p53, inhibitor NC or miR-107 inhibitor before
treatment with OGD for 24 h.* P<0.05 vs. Ctrl group; # P<0.05 vs.OGD+ Lv-NC;& P<0.05vs. OGD+Lv-

RMST+Lv-shRNA;$ P<0.05 vs.OGD+Lv-RMST+inhibitor NC. Each experiment had 3 replicates from 3
independent experiments (n = 3).
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