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[Abstract]  Objective To investigate the relationship between BLM gene and immune cell
infiltration level in gastric cancer tissues and prognosis of gastric cancer patients. Method The expression
levels of BLM gene in different malignant tumors were analyzed by the TIMER database, and the expression
level of BLM gene in gastric cancer tissues was verified by GEPIA database. Besides, immunohistochemistry
analysis was conducted on gastric cancer tissue microarray (STC1602), and the immunohistochemistry results
of BLM between gastric cancer tissues and normal gastric mucosal tissues were compared to further verify the
different expression of BLM in gastric cancer tissues. The prognostic relationship between the BLM gene and
the survival of gastric cancer patients was assessed using the Kaplan —Meier Plotter database. Besides, the

TIMER database was utilized to analyze the correlation between BLM gene expression in gastric cancer
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tissues and the level of immune cell infiltration. And gastric cancer datasets GSE84433 and GSE62254 were
obtained from the gene expression omnibus database and single —sample gene set enrichment analysis was
conducted to validate whether the high expression of the BLM gene affects the level of immune cell
infiltration in gastric cancer tissues. Result BLM gene was highly expressed in gastric cancer, colorectal
cancer, esophageal cancer and other malignant tumor tissues. Gastric cancer patients with high expression
level of BLM gene had poorer overall survival and first progression survival. The mRNA expression level of
BLM gene in gastric cancer tissues was negatively correlated with the infiltration levels of CD8* T cells, CD4*
T cells, macrophages, neutrophils and dendritic cells. Conclusion BLM gene is highly expressed in gastric
cancer tissues, and the expression of BLM gene is negatively correlated with immune cell infiltration levels in

gastric cancer tissues, and BLM gene can be used as a marker to evaluate the prognosis of gastric cancer
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patients.
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