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[ Abstract] Background and purpose: Hepatocellular carcinoma (HCC) is one of the common malignancies in China. The

mechanism of its occurrence is not yet clear. The aim of this study was to investigate the expression of microtubule affinity-regulating
kinase 2 (MARK2) in hepatocellular carcinoma and its effect on the migration of hepatoma cells. Methods: The expression of
MARK?2 in HCC tissues was analyzed by tissue microarray and immunohistochemistry. MARK2 gene eukaryotic expression vector
and its empty vector were transfected into hepatoma HepG2 cells, and the expression of MARK?2 protein after transfection was
detected by Western blot. Transwell assay and cell scratch test were used to detect the effect of MARK?2 on the migration ability of
HepG?2 cells. We analyzed MARK2 expression in liver cancer tissues and normal tissues using the Cancer Genome Atlas (TCGA),
and the relationship between MARK2 and clinicopathological features of liver cancer patients. Kaplan-Meier plotter, an online
survival analysis software, was used to analyze the relationship between MARK?2 expression and prognosis of liver cancer patients.
Results: The expression of MARK2 in HCC tissues was significantly higher than that in adjacent tissues. The high expression of
MARK?2 in HCC tissues was significantly associated with TNM stage and pathological grade (P<0.001). The survival analysis
showed that the 5-year survival rate of MARK?2 high expression patients was significantly lower than that of MARK?2 low expression
groups (P<0.01). After the MARK?2 gene eukaryotic expression vector was transfected into HepG2 cells, the expression of MARK?2

protein was up-regulated, and the migration ability of hepatoma cells was enhanced. Conclusion: MARK?2 is highly expressed in
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HCC and promotes the migration of hepatoma cells.
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Fig. 1 Immunohistochemical detection of MARK2 expression in 2 FFES5EEFALFMARKE RERIEMELE
HCC and adjacent tissues Fig.2 Comparison of MARK?2 differential expression in HCC and
A: HCC tissue; B: Paracancerous tissue normal liver tissues

*: P<0.001, as compared with normal liver tissues (TCGA database)
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Tab.1 The correlation between clincal parameters and MARK?2 expression in HCC tissues

MARK?2 expression

Clinical parameters Ve P value
Low(N=29) High (N=36)

Agelyear
<50 12 15 0.010 0.981
=50 17 21

Gender
Male 23 32 1.132 0.287
Female 6 4

Tumor size D/cm
<5 11 9 1.261 0.262
=5 18 27

Tumor number

Solitary 24 30 0.040 0.951
Multiple 5 6

Liver cirrhosis
Positive 5 3 1.181 0.277
Negative 24 33

HBsAg
Positive 5 11 1.534 0.215
Negative 24 25

TNM stage
[-1 17 15 1.847 0.174

- 12 21
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Fig. 6 Transfection of HepG2 cells with MARK2-exp plasmid
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Fig. 8 Effect of MARK?2 on the migration of HepG2 cells detected by transwell assay
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Fig.9 Effect of MARK2 on migration of HepG2 cells detected by cell scratch test
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