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RNA metabolisms in physiology and pathology
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We humans have as few as 22,000 genes. This number is similar to those of
other mammals. We have evolved by increasing the number of alternative
splicing events, but not by increasing the number of genes. Aberration of the
precisely controlled alternative splicing events and other RNA metabolisms have
recently emerged as causes of human diseases. My seminar will cover: (i)
disruption of splicing cis-elements in hereditary diseases; (ii) physiology and
pathology of MBNL1 and CUGB1 that are misregulated in myotonic dystrophy;
and (iii) FUS and TDP-43 that are misregulated in amyotrophic lateral sclrerosis
(ALS) and frontotemporal lobar degeneration (FTLD).
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