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Expression and clinical significance of adenosine deaminase acting on RNA-1 in lung
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[ Abstract | Objective To investigate the expression of adenosine deaminase acting on RNA-1
(ADAR1) in lung adenocarcinoma and its association with clinicopathological characteristics and prognosis.
Methods Immunohistochemical staining was applied to detect the expression of ADAR1 in the tumor tissues
and corresponding adjacent normal tissues of 131 patients with lung adenocarcinoma treated in our hospital
from December 2015 to September 2017. The association between the expression of ADARI protein and
clinicopathological parameters was analyzed. Kaplan-Meier analysis was performed to analyze the correlation
between ADARI level and patients’ overall survival (OS), and fitting Cox model was used to evaluate the
prognostic values of different indixes. Results ADARI was highly expressed in 102 cases (77.9%) of the
patients, while only 21 cases (12.5%) of paired para-carcinoma tissues, indicating a significant difference
(P<0.001), and the level of ADAR1 was correlated with clinical stage and lymph node metastasis ( P<
0.05). Kaplan-Meier analysis showed that higher expression of ADAR1 was remarkably associated with
shorter OS (HR=2.671, 95%CI. 1.282~5.563, P<0.01). Multivariate Cox regression analysis suggested
that clinical stage and lymph node metastasis (P<0.01) were independent risk factors for prognosis of the
patients. Conclusion ADARI is highly expressed in lung adenocarcinoma tissues, and the patients with

higher expression indicate poorer prognosis.
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