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J Clin Invest. 2005;115(6):1401-1401. https://doi.org/10.1172/JCI25477.

We appreciate the opportunity to correct a typographical error in our commentary (1) “MEF2A sequence variants and
coronary heart disease: a change of heart?”. Specifically, the number of nonsynonymous changes found in controls
should have read “1 in 500,” not “0 in 500” as in our published article. (This is because the 21-nt deletion was seen in
controls.) Based on the then-available counts (5/500 in cases and 1/500 in controls), the 2-tailed P value we provided (P
> 0.2) is correct. The accompanying letter from Weng et al. adds to and clarifies their recent study (2), providing more
detailed information about ascertainment of variants in cases and controls. First, all exons were resequenced in cases,
but only certain exons were resequenced in controls. Second, several additional missense changes were identified in
both cases and controls. Taking these data into account, it appears that there have been 7 missense changes identified in
cases and 5 in controls, including 3 found uniquely in cases, 1 found uniquely in controls, and 4 found in both groups.
Moreover, the incomplete ascertainment in controls by Weng et al. (2) means that the current estimate of the frequency of
MEF2A missense mutations in controls is a lower bound; additional missense changes in controls (which might have
been found by more complete resequencing) would shift the combined [...]

Find the latest version:

https://jci.me/25477/pdf



http://www.jci.org
http://www.jci.org/115/6?utm_campaign=cover-page&utm_medium=pdf&utm_source=content
https://doi.org/10.1172/JCI25477
http://www.jci.org/tags/82?utm_campaign=cover-page&utm_medium=pdf&utm_source=content
https://jci.me/25477/pdf
https://jci.me/25477/pdf?utm_content=qrcode

letters

Response to Wang et al.

We appreciate the opportunity to cor-
rect a typographical error in our commen-
tary (1) “MEF2A sequence variants and
coronary heart disease: a change of heart?”.
Specifically, the number of nonsynony-
mous changes found in controls should
have read “1 in 500,” not “0 in 500” as in
our published article. (This is because the
21-nt deletion was seen in controls.) Based
on the then-available counts (5/500 in cases
and 1/500 in controls), the 2-tailed P value
we provided (P > 0.2) is correct.

The accompanying letter from Weng et
al. adds to and clarifies their recent study
(2), providing more detailed information
about ascertainment of variants in cases and
controls. First, all exons were resequenced
in cases, but only certain exons were rese-
quenced in controls. Second, several addi-
tional missense changes were identified in
both cases and controls. Taking these data
into account, it appears that there have been
7 missense changes identified in cases and 5
in controls, including 3 found uniquely in
cases, 1 found uniquely in controls, and 4
found in both groups. Moreover, the incom-
plete ascertainment in controls by Weng et
al. (2) means that the current estimate of the
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frequency of MEF2A missense mutations
in controls is a lower bound; additional
missense changes in controls (which might
have been found by more complete rese-
quencing) would shift the combined data in
the direction away from association between
MEF2A variation and cardiac disease.

Finally, we note that the major prevailing
bias in the association literature is publi-
cation bias; that is, there is a greater like-
lihood that positive claims of association
will be published as compared with studies
that provide no evidence of association (3).
Counteracting this bias requires that we
encourage the publication and dispassion-
ate evaluation of all relevant data, whether
or not the data support an association.
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