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Analysis and Identification of Specific Alternative Splicing Events

in Human Lung Adenocarcinoma
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Abstract: Abnormal splicing of pre-mRNA can lead to cancer, and previous studies have confirmed
that alternative splicing (AS) plays a crucial role in the proliferation and migration of human lung adeno-
carcinoma (LUAD). Based on LUAD-adjacent normal sample RNA-Seq data, three common patterns
AS event sets were constructed, and three types of high-frequency AS events in LUAD and adjacent
normal samples were analyzed and identified. 51 events with good consistency (H=0) and high repeti-
tion rate (m>>18) were selected as LUAD-specific AS events, and the functional analysis of these AS
events and their related characteristic genes was further conducted. Finally, through functional inquiries
and pathway analyses respectively, it was found that 11 characteristic genes were closely related to the
occurrence and development of cancer, and 14 characteristic genes may participate in the migration and
proliferation of cancer in their molecular functions. It has been proved that NUMB and POSTN genes
are related to lung cancer. These AS events and genes may be suitable as potential diagnostic biomarkers
for LUAD.
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