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Abstract: Objective To analyze the expression of transcription factor E2F family in human non-small cell lung cancer (NSCLC)
by bioinformatics techniques,explore its relationship with clinicopathological features of NSCLC and clarify the influence of E2F
family on the diagnosis and prognosis of NSCLC. Methods Oncomine database and UALCAN database were used to analyze
the mRNA expression differences of E2F family in NSCLC tissues and normal lung tissues. UALCAN and Kaplan Meier-
Plotter online analysis tools were used to clarify the relationship between the high expression of E2F family and the pathological
parameters and overall survival(OS) rate of NSCLC patients. The E2F family gene mutation in NSCLC was analyzed by
cBioPorta website. Results E2F family was highly expressed in NSCLC, and was correlated with tumor grade and lymphatic
metastasis of NSCLC.TCGA(the cancer genome atlas) analysis showed that the high expression of E2F1,E2F2,E2F4,E2F7 and
E2F8 was closely related to the overall survival rate of NSCLC patients. Mutation analysis showed that the mutation rate of E2F
family in NSCLC was up to 32%. Conclusion E2F family was highly expressed in NSCLC, and was positively correlated with
tumor grade and lymphatic metastasis.
Keywords: transcription factors E2F; non-small cell lung cancer; bioinformatics
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% 1 UALCAN ##EErh E2F KH&7E NSCLC

HASEEMALPE mRNA RIAEF

ki (transcript per million )
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E2F1 5.11 11.67 0.001
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E2F3 421 9.28 0.001
E2F4 4123 50.96 0.122
E2F5 5.11 9.23 < 0.001
E2F6 6.31 8.96 0.149
E2F7 0.21 0.57 0.009
E2F8 0.19 3.07 < 0.001
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it E2F 15 52 Kyl $2 78 NSCLC 1y & A KUK 5[]
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