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miR-185 X fHEM R EKISE N EEZ T BN
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[(HWZE] HM  H3T miR-185 X A4 HepG2 H1 SMMC-7721 A K385 R 21T RE 1 13
M, J7idk HE miR-185 iR &l miR-185 J Y B A% TR (antisense oligonucleotide, ASO) ,
LN A S 4 HepG2 Al SMMC-7721, | CCK-8 FI Transwell /)N 525 45 I 240 i 1449 4 1=
FERERRE ST AW A5 B H A T 235 45 B R 7 25 R . miR-185 (1) € e #1 3E K) NRIDI 5 i) F 5%
23 5E 5t PCR FARF Western blot £l miR-185 XFAH i b NR1D1 FEPR Z3K 7K V-1 520 5 504 4 20
PRSCEGHGIE miR-185 X FEIL AR o 852k miR-185 fE AP A P 9 mRNA kK- 2 A%
FAEAIFAMLCP <0.01) ;43 mi-185 A FFHEANHO AR (TS Ay W T I 520
ot NRIDT JE[A ) mRNA SV (1 H9235KF (P <0, 01) s SO AR89 0] miR-185 7T DL
F NR1D1 mRNA 9 33 1% X (untranslated region, UTR) FiEHFIEKFE(P <0.05), 458 miR-185
REAI e 2 34 58 R 22T A BE ), NR1D1 2 miR-185 (1) AL ELA

(R miR-185; i1 4 ; 40 MO 5 5 a2 30 5 4 iz 3
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Effect of miR-185 on proliferation, invasion and migration of hepatocellular

carcinoma cells
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[ Abstract | Objective To determine the effect of miR-185 on the proliferation, invasion and
migration in human hepatic carcinoma cell lines HepG2 and SMMC-7721. Methods  After miR-185
expression vector was constructed and miR-185 antisense oligonucleotide ( ASO) was synthesized, they were
used to transfect the HepG2 and SMMC-7721 cells. Cell counting kit-8 assay and Transwell chamber test were
employed to detect cell proliferation, invasion and migration. Bioinformatics database combined with gene chip
results indicated that NR1D1 may be the candidate target gene of miR-185. So real-time quantitative PCR and
Western blotting were adopted to detect the mRNA and protein levels of NR1D1. Fluorescent report carrier
experiment was adopted to detect the regulation function of miR-185 with its target gene. Results The
mRNA level of miR-185 was significantly lower in human hepatic carcinoma cells than that of normal liver cells

(P <0.05). Over-expression of miR-185 resulted in the decreases in proliferation, invasion and migration of
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the hepatic carcinoma cells, and the down-regulation of NR1DI at mRNA and protein levels (P <0.01).

Fluorescent report carrier experiment proved that miR-185 acted on the 3’ untranslated region of NR1D1

mRNA to down-regulate its expression level (P <0.05). Conclusion

Over-expression of miR-185 may

inhibit the proliferation, invasion and migration in hepatic carcinoma cells. NR1D1 may be a target gene of

miR-185.
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Matrigel I, BeANEAETEVK b AITC IR 2548 & 647,37 C
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ASO-185 41H1 ASO-NC 41, F#HdE & 3 ¥k, 48 h J5 H]
& 1% IfL 75 ¥ DMEM £33 5L SMMC-7721 41 i,
AN 78 B FEFT S x 10°/100 WL, FEMA S
10% 17 58 2 3 7R B AE ki, 37 € .5% CO,
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1.6 A EFAMNLEESERE R LR #H T mR-

185 w2y e e AL )
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R 7R E NRID1 Bt [ mRNA [ 37 b JE B 3% X
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P (1),

Position 58-64 of NR1D13" UTR 5'~~~CGAA(|)LIJ(|)L|JGCACUUCL|J(|JL|JC|)L|J(|)C|)U

hsa-miR-185 3'-AGUCCUUGACGGAA--AGAGAGGU

1 NRIDI 3'UTR X miR-185 {4 & 5
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NRIDI mRNA 7%
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A, J5 22 55 R T Levene” s K 5, 9 P HL 4885k T
LSD ¥, KK o =0.05,

2 HR
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5 miR-185 2545 BIPRSF 1 5 5 2R FH 2GS R 5L 5
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