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Expression of miR-149-5p in hepatocellular carcinoma and its clinical significance
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[ Abstract |  Objective To determine the expression of miR-149-5p in hepatocellular carcinoma
(HCC) and its clinical significance. Methods The expression of miR-149-5p in 40 pairs of HCC tissue
samples and adjacent noncancerous liver tissues were tested by quantitative real-time polymerase chain reaction
(qRT-PCR). The relationship between the expression and clinical pathological data was analyzed. MHCC97-H
cells were infected by lentiviral vectors with red fluorescent proteins ( RFP) for the reporter gene to over-express
miR-149-5p (LV-miR-149-5p). Then MTT assay was carried out to analyze cell proliferation. Flow cytometry
was performed to analyze cell cycle. Transwell invasion assay was accomplished to analyze cell invasion ability.
Results  The results of qRT-PCR suggested that the relative expression of miR-149-5p in HCC (5.522 +
1. 104) was lower than in the adjacent noncancerous liver tissues (9.279 £1.594, P <0.05). Statistical anal-
ysis showed that the relative expression ratio of cancer and adjacent noncancerous liver tissues was correlated
negatively with a-fetoprotein (AFP) levels (P <0.05). In vitro experiments confirmed that over-expression of
miR-149-5p didn’ t affect the cell cycle but inhibited cell proliferation (P <0.05). And in transwell invasion
assay, the cells through the matrigel were 86.3 £11.8, 83.7 £4.0, 50.6 +3.4 in control group, control lenti-
viral treatment group, and LV-miR-149-5p treatment group, respectively. The invasive ability of experimental
group was significantly reduced than that of control group (P <0.05). Conclusion  Over-expression of miR-
149-5p could inhibit the proliferation and invasion of MHCC97-H cells. Therefore, miR-149-5p might act as a
tumor suppressor gene in HCC diagnosis and treatment.
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X 22 2.07 £0.74

Ji9RE /N (em)
<5 15 1.66 £0.76 0.915
>5 25 1.76 +0.61

% E
A 31 1.88 +0.59 0.544
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A LV-miR-149-5p 41, % &4 ;B: LV-miR-149-5p 48,73 ;C. LV-control 48, 3 3% ;D LV-control 41,8 %

3 WRAEMBETURERZEAR MHCCIT-H ZRMEE (= 100)

by o}

A xR 4;B; LV-control £8;C; LV-miR-149-5p 41

Bl

E 5 miR-149-5p 3t MHCCY97-H B IEsE HEIRIN (£ EEE x200)

2.5 miR-149-5p xF MHCCI7-H 4a ftL J2) 27 64 % vh
MTT SZEIESE miR-149-5p 0] LiE S5 MHCCO7-H 2 fifg i1 34
FERETT , %o T RE A 52 e 40 S 8, FR AT — 25 T = R
S A6 - 43 B 14 58 18 55X ( proliferation index, PI) ,PT= (S +
G,/M)/(G, +S +G,/M) x100% , 455 (F2) B, 5X G
2 .\ LV-control 2 b 35, LV-miR-149-5p £H 21 i J& 11 JC W & e 2%
Ui miR-149-5p A g AN 2350 MHCCO7-H 119 41 )5 1
%2 miR-149-5p %t MHCC97-H 4Hff1 E 8RS0 (% £ 5)

215 G (%) S(%) Gy/M(% ) PI(%)

pogsEic] 60.44+0.76 32.00 +0.57 7.57 £0.35 39.56 +0.76
57.49+£0.73 33.69+0.87 8.81£0.16 42.50 £0.73
59.96 +0.95 32.59 +0.78 7.46+£0.21 40.04 +0.95
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SETRATHE— A I T miR-149-5p 76 7988 B 55 T 21
AUh A A8 4L, &I miR-149-5p 7 HCC ¥ 41 41
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