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Abstract  Objective: To investigate the expression of abnormal spindle-like microcephaly-associated protein
(ASPM) in renal clear cell carcinoma and its prognostic value. Method: The RNA-Seq data and clinical data of the
Cancer Genome Atlas(TCGA) database were used to analyze the relationship between ASPM gene and clinicopath-
ological features and survival prognosis in patients with renal clear cell carcinoma. Result: The expression levels of
ASPM in cancer and paracancerous tissues of 534 renal clear cell carcinoma samples were 6. 624 1. 34 and 3. 59+
1. 41, respectively, and the difference was statistically significant(P<C0. 001). The expression levels of ASPM in
72 matched renal clear cell carcinoma and adjacent tissues were 6. 89+ 1. 14 and 3. 594 1. 41, respectively, and the
difference was statistically significant(P <C0.001). The ROC curve analysis showed that the ASPM gene can be
used as a diagnostic index for renal clear cell carcinoma with high sensitivity and specificity (Sensitivity: 94. 2%,
Specificity: 90. 3%, AUC=0. 935). The relationship between ASPM gene expression and clinicopathological fea-
tures of patients with renal clear cell carcinoma showed that ASPM expression was significantly different from
gender, tumor grade, T stage, M stage, and clinical stage. Survival analysis found that the overall survival time
of ASPM low expression and high expression in the overall 534 samples were(1 421. 85+984. 72) and(1 279. 89+
976. 68) days, respectively, and the difference was statistically significant(Log-rank=14.69, P<(0.001). Con-
clusion: ASPM is highly expressed in renal clear cell carcinoma and is closely related to clinical features. Its high
expression has reference value for judging the survival prognosis and diagnosis of renal clear cell carcinoma.
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