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[ Abstract ] Objective To investigate the differential expression of the receptor tyrosine kinase AXL in cervical cancer
tissues and to evaluate the impact of AXL expression level on patient prognosis. Methods The dataset of cervical squamous
cell carcinoma (CESC) in The Cancer Genome Atlas was collected, and ROC curve was performed to analyze efficacy of AXL
gene expression level in differentiating CESC. Kaplan—Meier survival curve was employed to evaluate the survival differences
of CESC patients with different AXL gene expression levels. A retrospective collection of pathologically confirmed cervical
cancer tissues and adjacent tissues from 79 patients admitted to the Second Affiliated Hospital of Wenzhou Medical University
between January 2021 and January 2024 was performed. The expression differences of AXL protein between different tissues
were detected using immunohistochemical staining and the clinicopathological characteristics between AXL high—expression
group (41 cases) and low-expression group (38 cases) were compared respectively. Cox regression analysis was used to
analyze the factors influencing the prognosis of patients with cervical cancer. Kaplan— Meier survival curve was plotted to
compare the disease—free survival rate and overall survival rate of the two groups of patients. Results The AUC of AXL gene
expression level in differentiating CESC group from normal group was 0.923, demonstrating high diagnostic efficacy. Patients
with high AXL gene expression showed significantly lower 10— years' disease- free survival rate and overall survival rate
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compared to low- expression groups (both P<0.05). Compared to adjacent tissues, cervical cancer tissues exhibited
significantly higher AXL protein positivity rates (P < 0.05). In high—AXL expression groups, proportions of patients aged > 55
years, with tumor—node-metastasis (TNM) stage llI-1V, or with pelvic lymph node metastasis were significantly elevated (all
P<0.05). Cox regression analysis showed that distant metastasis, high expression of AXL, and pelvic lymph node
metastasis were prognostic factors for patients with cervical cancer (all P<0.05). Kaplan— Meier survival curve analysis
revealed that patients with high AXL expression had significantly lower 3-years' disease-free rate and overall survival rate
Conclusion

than those with low expression (both P<0.05). The high expression of AXL in cervical cancer tissues

indicates a worse prognosis, suggesting that AXL can be used as a prognostic indicator for cervical cancer and has

potential value as a biomarker.
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