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It was becoming remarkably capable of disrupting gene functions by the
Talen and CRISPR/Cas9 methods in recent years. These methods also have
been used extensively in a model vertebrate zebrafish. On the other hand,
antisense-morpholino oligos have been used for functional analyses since
~2000 in zebrafish, and many papers using them have been published. A
problem arose here. In the cases of some genes, whose functions were studied
by using morpholino, the previously observed phenotypes were not
reproduced in mutants constructed by the Talen and CRISPR/Cas9 methods.
Were the phenotypes observed in morphants merely just artifacts? Won't an
experiment using morpholino make the sense any more? Why did such
things happen? In this lecture, we will discuss about a manuscript reported

in the middle of such arguments.



