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function in hepatocellular carcinoma
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Abstract Objective: To investigate the expression of interferon-induced transmembrane protein 3 (IFITM3) in
hepatocellular carcinoma (HCC) and its significance.
Methods: Fifty-five specimens of paired HCC and adjacent tissues were collected, in which the IFITM3 protein
expressions were determined by immunohistochemical staining and Western blot analysis, respectively, and the
relations of IFITM3 expression with the clinicopathologic factors of HCC patients were also analyzed. After
transfection with interfering sequences against IFITM3, the changes in invasion and migration ability in HCC
HepG2 cells were observed.
Results: Results of immunohistochemical staining showed that the IFITM3 positive expression rate in HCC

tissue was significantly higher than that in its adjacent tissue (88.2% vs. 23.5%, P<0.05), and in low/moderate
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differentiated HCC tissue was significantly higher than that in high differentiated HCC tissue (80.0% vs. 8.3%,

P<0.05); results of Western blot analysis demonstrated that IFITM3 protein expression level in HCC tissue was

significantly higher than that in its adjacent tissue (1.2 399 vs. 0.9 565, P<0.05); IFITM3 expression level was

significantly associated with portal vein tumor thrombosis, tumor size and TNM stage (all P<0.05). Both invasion

and migration abilities in HepG2 cells were remarkably reduced after transfection with interfering sequences

against IFITM3.

Conclusion: IFITM3 expression is increased in HCC, and its increasing degree is closely associated with invasion

and migration ability of HCC cells, which suggest that IFITM3 plays an important role in the process of malignant

progression in HCC.
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HEA 519175 PR/ (bp ) SRR (C)
IFITM3 5'-“TCCTGTTCGACAGTCAGCCG-3' 137 <
5'-AGTTAAAAGCAGCCCTGGTGA-3'
GAPDH 5'-GGACAGGAAGATGGTTGG-3' 16 51

5'-TGACGATGAGCAGAATGG-3'
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Figure 1 Immunohistochemical staining for IFITM3 protein expression (x400)
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Table 2 Comparison of IFITM3 positive expression rate between
HCC and adjacent tissues [1 (%)]
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A: HCC tissue; B: Adjacent tissue
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Table 3 Comparison of IFITM3 positive expression rate between
differently differentiated HCC tissues [ (%)]

il FE B e FEHE Sl
JT s 2H 2 15 (88.2) 2(11.8) %/ Hh4rtk 4 (80.0) 1(20.0)
R T 4(235) 13 (76.5) ok 1(83) 11 (91.7)
X’ 9.376 X’ 8.612
P 0.001 P 0.003
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B2 Western blot #&ill IFITM3 EB&Rix
Figure 2 Western blot analysis for IFITM3 protein expression
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Table 4 Relations of IFITM3 protein expression level in ICC

tissue with clinicopathologic factors

5B n IFITM3/ B -actin P
I Tk

H 12 1.4 864 + 0.0 368 0.04

Jc 26 1.1 166 +0.072 )
Mg /N Cem)

=5 18 1.4 011 +0.1 409

<5 20 1.0 933 + 0.0 624 0.005
TNM 434

-1V 1 19 1.3997 + 0.1 434 0.005

I~ # 19 1.0 946 + 0.0 642 :
)

3 28 1.3 300 + 0.1 359 B

4 10 1.2 187 + 0.1 966 )
g (%)

=50 27 1.2563 £0.2 074 0.07

<50 11 12131 +0.1 642 :
AFP ( ng/mL )

= 400 25 1.2099 + 0.1 759 0.418

< 400 13 1.2997 +0.2 143
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Figure 3 IFITMS3 protein and mRNA expressions in HepG2 cells
silFITM3 interference
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A: Transwell 5 ( x 100) 5 B: RRSEH (% 200)
Figure 4 Invasion and migration of HepG2 cells after IFITM3 interference
(x200)

A: Transwell assay (x100); B: Scratch healing assay
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