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Abstract: Objective To analyze the correlation between chemokine ligand 2 (CCL2) and poor prognosis of low grade glioma (LGG), and to construct a
CCL2-related gene prognosis model for LGG patients.Methods TCGA cancer data and LGG sample information were obtained by GEPIA database
and TCGA database respectively. The genes co—expressed with CCL2 in LGG tissue were identified, and the KEGG pathway and GO function
enrichment analysis, Cox single factor survival analysis, protein interaction network construction, gene screening for potential prognostic model, risk
score prognostic model construction, and prognostic discrimination ability evaluation of the scoring model were performed on these genes.Results A
total of 1333 CCL2 co—expression genes were identified, and the expression and prognosis of CCL2 in LGG were analyzed. It was found that the
expression of CCL2 in LGG was significantly enhanced. The enrichment analysis showed that CCL2 co—expression genes were mainly concentrated in
immune-related signaling pathways. A prognostic model containing 31 CCL2-related genes was constructed. Survival analysis showed that high risk
score was associated with poor prognosis of LGG patients. ROC curve showed that the model had good accuracy. The AUC values of 1-, 3— and 5-
year survival rates of nomogram related to risk score were 0.93, 0.91 and 0.888, respectively, indicating that the model had good prognosis
discrimination ability.Conclusion The high expression of CCL2 is closely related to the poor prognosis of LGG, which is an effective indicator to
evaluate the prognosis of LGG. This study successfully constructed a CCL2-related gene prognosis model for evaluating the prognosis of LGG patients.
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