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ABSTRACT Objective: To investigate the role of the mitochondrial fusion MFNI in the metastasis of hepatocellular carcinoma
(HCC) cells. Methods: 1. Immunohistochemistry assay was used for evaluating the expression of MFN1 in 15 paired metastatic and pri-
mary tissues of HCC to determine whether the expression of MFN1 was changed during metastasis. 2. After MFN1 was knocked-down in
HCC cells by small interference RNA (siRNA), transwell migration and invasion assays were used to analyze the migration and invasion
capabilities of HCC cells. qRT-PCR and western blot analysis were used for detection of expression levels of matrix metalloproteinase
(MMPs) of MMP1, MMP2, MMP7 and MMP9. Results: The expression of MFN1 in metastatic tissues of HCC is significantly lower than
their paired primary tissues. Knockdown of MFN1 upregulated the migration and invasion abilities, and the expression of MMP7 in HCC
cells, while had no effect on the expressions of MMP1, MMP2 and MMP9. Conclusions: The expression of mitochondrial fission factor
MEFNI is downregulated in metastatic tissues, which may promote the invasion and metastasis of HCC cells by upregulating of MMP7
expression.
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L13 3&F 1) 46 Rl AW A F G AU e MENL 431
) siRNA T ¥ K B, J¥ %1% :5-GGAUCACAUUUUGUU-
GAAGTT-3'; X B T ¥ i Bt ¥ 41 y : 5-UUCUCCGAA-
CGUGUCACGUTT-3', 2)MFN1 ,MMP1 .MMP2 MMP7 . MMP9
J GAPDH(N )5 |9y A TA W) & B, MENT SE8 /Y R k5
W % 31 (5'-3'): TGGCTAAGAAGGCGATTACTGC, TCTCC-
GAGATAGCACCTCACC, MMP1 4 I T is | 9% 51 R
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5 min, IR ZH TIRR T T 28C T E 2 h, 5 EF
5905 A1 PBST % 3 IR, &Ik 5 min, £ 5 Al ECL & SGI%T
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Fig. 1 Expression of MEN1 in the primary and metastatic tumor tissues of HCC

A. Representative [HC staining of MFN1 in the primary and metastatic tumor tissues of HCC; B. Statistical analysis of MFN1 IHC staining intensity

between primary and metastatic tumor tissues of 15 paired HCC(N=10)
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Fig.2 Analysis for MFN1 interference efficiency by siRNA in HCC cells
A. qRT-PCR analysis; B. Western Blot analysis
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Fig.4 Effects of MFN1 knocking down on the invasion ability of HCC cells.
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A. qRT-PCR analysis; B. Western Blot analysis
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