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Abstract
Methods :

and survival analysis were carried out. Results: The expression of LCMT1 in adrenal cortical carcinoma, diffuse large B—cell lymphoma,

Objective: To investigate the expression and prognostic significance of LCMT1 in hepatocellular carcinoma.

Through collecting relevant information in GEPIA network database, the expression of LCMT1 was analyzed; correlation analysis

hepatocellular carcinoma and thymoma was significantly higher than that in normal tissues. LCMT1 was highly expressed in hepatocellular
carcinoma, and the survival time of patients with high expression of LCMT1 was short, as well as the metastasis. The correlation coefficient
between LCMT1 and MMP2 was 0.324. There was a positive correlation between LCMT1 and MAPK3 and the correlation coefficient was
0.76. Conclusion: LCMT1 and MAPK3 are highly expressed in hepatocellular carcinoma, and their high expressions are associated with
poor prognosis. LCMT1 is highly expressed in hepatocellular carcinoma and is associated with poor prognosis. LCMT1 may promote the oc—
currence of hepatocellular carcinoma by activating the phosphorylation of MAPK3.
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Fig 1 Histogram analysis of the expression of LCMT1 in different tumors
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Fig 2 The expression of LCMT1 in different tumors
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Fig 3 The expression of LCMT1 in hepatocellular carcinoma
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Fig 4 Immunohistochemical staining results of LCMT1 and MMP2
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Tab 1 The expression of LCMT1 in cancer tissues and adjacent tissues
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Tab 2 Relationship between LCMT1 and MMP2
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time of patients with hepatocellular carcinoma
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