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Effects of miR — 183 — 5p targeting RBMS1 on autophagy and migration of breast
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Abstract: Objective
(miR — 183 - 5p) targeting RNA - binding motif single — stranded —

To investigate the effect of microRNA - 183 —5p

interacting protein 1 ( RBMS1) on autophagy and migration of breast
cancer cells and its mechanism. Methods Human breast cancer cells
MCF -7 were divided into control group, NC inhibitor group (transfected
with NC inhibitor) and miR — 183 - 5p inhibitor group ( transfected with

miR - 183 - 5p inhibitor) , miR - 183 — 5p inhibitor + si — NC group
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(transfected with miR — 183 — 5p inhibitor and empty vector si — NC), miR - 183 - 5p inhibitor + si — RBMS1 group
(transfected with miR — 183 — 5p inhibitor and RBMSI1 knockdown plasmid si — RBMS1). The expression levels of
autophagy and phosphatidylinositol — 3 — kinase ( PI3K)/ protein kinase B ( Akt)/ mammalian target of rapamycin
(mTOR) pathway — related proteins in each group were detected by Western blot, and the mobility of cells in each
group was detected by scraich test. Results Control group, NC inhibitor group, miR — 183 — 5p inhibitor group,
miR - 183 - 5p inhibitor + si — NC group and miR - 183 - 5p inhibitor + si — RBMSI group the relative expression levels
of light chain 3 I (LC3 —1I)/light chain 3 T (LC3 —]) protein were 0.29 +0.03, 0.31 £0.03, 0.86 +0.10, 0.84 +0. 09
and 0.43 +£0. 05, respectively; the relative expression levels of Beclin — 1 protein were 0. 18 £0.02, 0.20 +0.02,
0.74 £0.08, 0.78 £0. 09 and 0. 35 +0. 04, respectively; the relative expression levels of sequestosome — 1 (P62)
protein were 0.93 £0.12, 0.89 £0.10, 0.51 £0.06, 0.54 £0.06 and 0. 86 = 0. 10, respectively; the 48 h cell
(62.87 + 7.26 )%, (59.23 + 6.89 )%, (24.13 + 3.49)%, (26.14 + 4.72)% and
(40. 11 £5.71 )% , respectively; the relative expression levels of phospho — (p — ) PI3K/PI3K protein were
0.67 £0.12, 0.64 + 0.10, 0.32 = 0.06, 0.35 £ 0.06 and 0.74 = 0.09, respectively. The above indexes of

miR — 183 —5p inhibitor + si — RBMS1 group were compared with those of miR — 183 —5p inhibitor + si — NC group,

mobility was

and those of miR - 183 —5p inhibitor group were compared with those of NC inhibitor group, and the differences were
statistically significant (all P <0.05). Conclusion TInhibition of miR — 183 —5p expression can promote autophagy
and inhibit cell migration in MCF =7 cells, while down — regulation of RBMS1 has the opposite effect, which is related
to the PI3K/Akt/mTOR pathway.

Key words: microRNA - 183 —5p;breast cancer; autophagy; cell migration; RNA — binding motif single — stranded —

interacting protein 1; phosphatidylinositol — 3 — kinase/protein kinase B/mechanistic target of rapamycin pathway
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Figure 1  Prediction of binding sites of microRNA - 183 - 5p
(miR - 183 —=5p) and RNA - binding motif single — stranded - in-
teracting protein 1 (RBMS1)
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inhibitor ZIAEL, 407 48 h (118 R0 18 3 1 22 5+
(P>0.05) ;miR - 183 - 5p inhibitor + si — RBMSI £
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-NC#H 1.3 - [I/1C3 - 1 .Beclin — 1
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48 hif it B R W EF = (P <0.05)
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18 % HY 520

inhibitor + si

P62 1) 4 AR X 1K K- AHER T miR - 183 - 5p N2 2 Fr 78 - NC inhibitor 21 5 X 1R 41 41 1,
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Table 1 Expression levels of autophagy related proteins in each group(x £s)

Group n LC3 - [I/LC3 - 1 Beclin - 1 P62

Control 8 0.29 £0.03 0.18 £0.02 0.93 £0. 12

NC inhibitor 8 0.31 +£0.03 0.20 £0. 02 0.89 +0. 10

miR - 183 —5p inhibitor 8 0.86+0.10* ** 0.74 £0.08 " * * 0.51+0.06" "

miR - 183 —5p inhibitor + si — NC 8 0.84 £0.09 0.78 £0. 09 0.54 £0. 06
miR — 183 - 5p inhibitor + si — RBMSI 8 0.43 £0.05%% 0.35+0.0424 0.86 £0. 1042

Control group: MCF -7 cells were cultured normally; NC inhibitor group: Transfected empty vector miR — NC; miR - 183 —5p inhibitor group: Transfected
with miR - 183 —5p inhibitors; miR — 183 —5p inhibitor + si
miR - 183 —5p inhibitor + si
LC3 - II : Light chain3 1I ;
pared with miR — 183 —5p inhibitor + si —

— NC group: On the basis of miR - 183 - 5p inhibitor group, transfected empty vector si — NC;
— RBMSI group: On the basis of miR — 183 — 5p inhibitor group, transfected with RBMSI knockdown plasmid si — RBMSI ;
LC3 - [ : Light chain3 T ; **P<0.01,***P<0.001; Com-
44p<0.01.

P62 : Sequestosome — 1 ; Compared with NC inhibitor group,

NC group,

R2 AAWEBHREANRIEKT (v 5)

Table 2 The expression levels of pathway — related proteins in each group(x +s)

Group p - PBK/PI3K p — Akt/ Akt p - mTOR/mTOR
Control 0.67 0. 12 0.82 +0. 14 0.73 0. 09
NC inhibitor 0.64 0. 10 0.79 +0. 10 0.70 £0. 09
miR - 183 - 5p inhibitor 0.32 £0.06* * 0.47 £0.05* * 0.52 +0.06*
miR - 183 —5p inhibitor + si - NC 0.35 +0. 06 0.50 +0. 06 0.55 +0. 06
miR — 183 - 5p inhibitor + si — RBMSI 0.74 £0.094% 0.79 £0.094% 0.78 £0.09%

Dose and n refer to table 1;p — PI3K: Phosphorylated — phosphatidylinositol —3 — kinase; PI3K: Phosphatidylinositol -3 - kinase; p — Akt: Phosphorylated —

protein kinase B; Akt: Protein kinase B; mTOR: Mammalian target of rapamycin; p - mTOR ; Phosphorylated - mTOR ; Compared with NC inhibitor group,
*P<0.05, **P<0.01; AP<0.05, 24P <0.01.

Compared with miR — 183 —5p inhibitor + si - NC group,
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