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miR-497 reduces invasion and migration of hepatocellular carcinoma
Ding Wenzhou, Lu Yeting, Tan Longwei, Yu Jianjun, Kong Lianbao*
(Department of Liver Transplantation Center, the First Affiliated Hospital of NJMU, Nanjing 210029, China)

[Abstract] Objective;To detect the expression and explore the role of miR-497/IGF-1R in hepatocelluar carcinoma (HCC)
invasion and migration. Methods: The expressions of miR-497/IGF-1R in HCC samples and cell lines were detected by real-time
PCR. Meanwhile, IGF-1R protein in HCC tissues and cell lines was assessed by immunohistochemistry and Western blot. In
addition, the invasion and migration of HCC cells were analyzed by overexpressing or suppressing miR-497. Results: The expression
of miR-497 was decreased in HCC samples compared with the adjacent non-cancer tissues, especially in HCC samples with vascular
metastasis. The same results were observed in HCC cell line, the expression level of miR-497 decreased much more significantly in
MHCC-97H than other cell lines. IGF-1R expression was significantly increased in HCC and HCC-derived cells. MiR-497 overexpression
decreased the expression of IGF-1R and suppressed the invasion and migration of MHCC-97H. MiR-497 silenced SMMC-7721
cellular invasion and migration, which were enhanced with a boost in IGF-1R. Conclusion: This study indicates that miR-497 is
downregulated in hepatocellular carcinoma, and miR-497 overexpression suppresses tumor cell invasion and migration with a
decreased expression of IGF-1R. The study of miR-497 may provide a new therapeutic option for HCC.
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Figure 1 The expression of miR-497/IGF-1R in hepatocelluar carcinoma(HCC)



-958- Moa B R R o o

535 &5 T W
20154F 7 A

I PRET R E i PCR K 55 %o e Mg 5541
2, RIS A S, A4 miR-497 B)FR
TRTKOEBH B FEAG[ (4.37 + 1.54)x107 vs (2.61 + 1.07)
x107, P < 0.05,n=55, & 1A ], JE—0001 KB IKAE T4
A miR-497 MRBMRTAEMKAE A4 [(1.97 =
6.31)x107 vs  (3.15 + 1.06)x107,n=55,P < 0.05, [#]
1B],8R1T, XF 55 XFE Mo s 2 LA T e e 4 2k
S5 IR IGF- lR FIR (HYE R4 40
78.18%(43/55), JE5FHIL1H 16.36%(9/55) ,IGF-1R
Fik5 miR497 EIMHE&A(IZI 1C), XsbghLy
7R miR-497 FIA AL S IGF-1R A3 w5 T i B
THHERIKE
2.2 miR-497/IGF-1R AT J&2m e, & o £ A

Ao I JHF 98 40 L &R (YY-8103 HepG2 Hep3B,
SMMC-7721 MHCC-97H) FI1E# AJF4IE & LO2
miR-497 & IGF-1R #9335 K-, 45 FAE 58 e 4
M & miR-497 FKIME T IEH 4R R, Hi e
R 28 P T8 40 i 2 MHCC-97H 35 3k P A 5%
Jo B B[ (4.67 £ 1.77)x10° (7.06 +247)x10° (459
+ 145)x10° (1190 + 4.69)x10° (2.20 + 1.36)x10*
vs (3150 +6.15)x10°,P < 005,n=3, K 2A], #Rifi,
IGF-1R 7E P40 R U HAE MHCCOTH HhRik T
[(423 +045)x107 (1,70 + 0.10)x10?, (1.40 + 0.10)
x107,(1.13 + 0.15)x10%,(0.90 + 0.20) vs (0.50 + 0.10)
x10%,P < 0.05,n=3, K 2B], XEHHEE—LHR
miR-497/1GF-1R 7E R ZEHHFE A
2.3 miR-497 ET e fe % FA4E IGF-1R 09 & i

T K AE miR-497 X IGF-1R 235 19 8 ¥4
H, miR-497 mimic 5%, miR-497 inhibitor N H:4% H 25
% B2 5 %5 Y A MHCC-97H 5§ SMMC-7721 %
o, PREFEE & PCR Al &8 MHCC-97H 7E54 A
miR-497 mimic 5 miR-497 Fik & BH & 34 i1 (1.000
+ 0.265 vs 562.000 + 117.000,P < 0.05, & 3A), 1l
SMMC-7721 %% A miR-497 inhibitor J§ miR-497 ik
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Figure 2 The expression of miR-497/IGF-1R mRNA in
HCC cell lines
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Figure 4 The influence of miR-497 on HCC cell invasion
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Figure 5 The influence of miR-497 on HCC migration
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