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Research on the role of RNA recognition motif domains of RBM5 protein
in theregulation of tumor cell cycle
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Abstract; In order to analyze the role of RNA recognition region (RRM) in the regulation of tumor cell
cycle by RBM5 protein, three stable cell lines A549/Vector, A549/RBM5-WT, A549/RBM5-ARRM
were constructed by using A549 cell line with low expression of RBM5. The phase of cell cycle analysis
by Flow cytometry showed that only A549/RBM5-WT was arrested in G1 phase, indicating that the
RRM region was essential for RBM5 to inhibit cell cycle progression. Using Western Blot to detect the
difference between cyclin A and Phospho-Rb (ser 795), it was proved that RRM of RBM5 protein could
participate in pRb dephosphorylation mediated by RBM5 and inhibit cyclin A expression, thus inhibiting
cell cycle progression.
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Tab. 1 Sequences of oligonucleotide primers used for RT-
PCR detection

. ~ = ol
Primer name Sequence(5 —3")

R1-Fp AGAGCGATATTCGAGAAAT
R1-Rp CCACGAAGGCGAAACCAC
R2-Fp CGATACAAGGCTTCTTACTA
R2-Rp TGCTGGGTCTGTTTGTCT
R3-Fp TACGGCATTCCAGAACCT
R3-Rp CAAGCCAGAGCCTTCCCGC
ACTB-Fp CTCCTCCCTGGAGAAGAGCTA
ATCB-Rp CCTTCTGCATCCTGTCGGCAA
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Fig. 1  Expression of RBM5 in different types of human

tumor cells
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Fig. 3 Detection of stable cell lines by RT-qPCR

Values represent mean +SD, * P<C0, 05, * % P<<0. 01
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Fig. 4 Detection of cell proliferation by MTT
Values represent mean +SD, * P<<0. 05, * * P<<0, 01
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Fig. 5 Cell cycle detection of stable cell lines
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