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[ Abstract] Objective To detect the expression of miR-29b in adrenal gland and neuroblastoma and ex-
amine the effect of miR-29b on the proliferation, invasion and migration of neuroblastoma cells. Methods The
expression of miR-29b was detected by real-time quantitative polymerase chain reaction (PCR) in neuroblasto-
ma tissues and paracancerous adrenal tissues. And miR-29b related nucleotides ( mimics/inhibitor/NC) were
transiently transferred into neuroblastoma SK-N-SH cells. The growth inhibition of miR-29b on SK-N-SH was
determined bv CCK-8 assay, cell migration and invasion ability was evaluated by Transwell invasion and Scratch
test and the expressions of epithelial transformation related proteins ( E-cadherin & vimentin) were detected by
Western blot. Results miR-29b became down-regulated in neuroblastoma tissues compared with that in para-
cancerous adrenal tissues (P <0.05). After transfection with miR-29-related nucleotides ( mimics/ inhibitor/
NC) ,miR-29b mimics exhibited the effect of inhibiting cell proliferation (P <0.05) ; Transwell tests showed that
the migrated cells in miR-29b mimics group (36.33 +8.08) were less than that in miR-29b inhibitor (112.30 +
11.68) and NC group (112.30 £11.68) ; Scratch test showed that the healing rate (51.67 £4.50) of mir-29b
was significantly lower than that of mir-29b inhibitor group (87.67 +3.79) and NC group (85.00 +3.00). And
migration and invasion ability of K-N-SH cells decreased significantly (P <0.05) ; Western blot showed that the

expression of E-cadherin increased in miR-29b mimics group and the expression of Vimentin declined while the
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opposite result appeared in miRNA-29b inhibitor group (P <0.05). Conclusion miR-29b is down-regulated in

neuroblastoma tissues. And an overexpression of miR-29b can inhibit cell proliferation,invasion and migration of

neuroblastoma SK-N-SH cells. It may be related with an inhibition of epithelial mesenchymal transition (EMT).
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Table 2 Effect of miR-29b mimics and inhibitor on proliferation of SK-N-SH cells(x +5)
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Fig. 1 Effect of miR-29b on the invasion of neuroblastoma SK-N-SH cells was detected by Transwell test Fig.
2 Effect of miR-29b on the migration of neuroblastoma SK-N-SH cells was detected by wound healing assay
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