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Methods for quantification of RNA splicing
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Abstract: Alternative splicing that contributes to proteomic diversity is a mechanism by which multiple
transcripts are generated from a transcript from single gene. This post-transcriptional processing may occur in
over 70 % of human genes. Abnormal splicing is associated with some disease, such as Alzheimer’s disease
(AD) and FTDP-17. Microtubule associated protein tau (MAPT) is produced as six alternative splicing
isoforms in brain. Abnormality in this splicing has been thought as a causative event through which AD and
FTDP-17 might be developed and/or progressed. Hence a change in alternative splicing must be worth
monitoring for diagnostics and therapy of the diseases. In this study, we tried to develop a method for
visualizing alternative splicing of tau pre-mRNA. Using the splicing cassette vector, pGL3intl and pGL3intI-
MCS. we have developed, we constructed plasmids containing tau exon (exon 2, 3 or 10) and observed the
alternative splicing of each exon in cultured cells such as COS7, SH-SYSY or HEK293.
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