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Matrin 3 develop a profound muscle
phenotype
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The authors are retracting this article. The article describes
mice expressing wild-type human MATR3. However, since
publication the authors have become aware that all of the
lines of mice described express human MATR3 containing
the F115C mutation. Transgenic mice expressing wild-type
and mutant Matrin were created simultaneously in their
laboratory and, at a crucial stage of generating the DNA
for embryo injection, as confirmed by an investigation by
the University of Florida, the DNA preparations were acci-
dentally mislabelled. All of the founders created were
mosaic, requiring extensive breeding to isolate stable lines.
Mice mislabelled as expressing wild-type MATR3 were the
first to produce lines that stably transmitted the transgene
and thus were the first to be characterized. However, as
lines of mice that were mislabelled as expressing the mu-
tant (F115C) MATR3 were ultimately established, the data
began to suggest that an error had been made. Sequence
analysis of amplified tail DNA from mice descended from
the lines reported in the article have revealed that they
express the F115C variant. The data described are there-
fore an accurate description of the pathology of mice that
express the F115C variant of MATR3, but not of mice
expressing wild-type MATR3. The authors are preparing a
new manuscript reporting data from both mice expressing
the F115C variant of MATR3 and mice expressing wild-
type MATR3.
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