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Abstract

Objective: To investigate the expression of Ribonuclease H2 Subunit A (RNASEH2A) in cervi-
cal cancer and its clinical prognostic value. Methods: Transcriptomic data and clinical information
from the TCGA database were integrated to analyze the correlation between RNASEHZ2A expression
and survival prognosis using the Kaplan-Meier method. RNASEHZ2A protein expression was detected
via immunohistochemistry (IHC) on tissue microarrays (TMA) in 127 cervical cancer specimens. Mul-

tivariate Cox regression analysis was performed in combination with clinicopathological parameters.
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Co-expressed genes of RNASEHZ2A were screened based on TCGA data, and pathway enrichment

analysis was conducted using gene enrichment analysis. Results: Both the TCGA cohort (»=273) and
TMA cohort (n=127) demonstrated that patients with high RNASEH2A expression had significantly
prolonged overall survival (OS) (TCGA: HR=0.57, P=0.001 5; TMA: HR=0.50, P=0.012).
Multivariate analysis confirmed that low RNASEHZ2A expression was an independent poor prognostic
factor (HR=0. 47, P=0.018) and significantly associated with clinical stage (P=0.02) and survival

status (P==0. 038). Enrichment analysis revealed that RNASEH2A -related genes were primarily en-

riched in pathways regulating the cell cycle, DNA damage repair, and cytoskeletal reorganization.

Conclusion: Low RNASEHZ2A expression may serve as a biomarker for poor prognosis in cervical

cancer, with its mechanism potentially related to dysregulated cell cycle progression and dysfunctional

DNA repair.
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