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Subsequent to the publication of the above paper, the authors
have realized that there were errors in Fig. 1 on page 902;
essentially, the experimental data described as being ‘Preterm’
and ‘Infected preterm’ should have been labelled as ‘Full-term
without labor’ and ‘Preterm’, respectively. Note that these
errors in Fig. 1 were not reflected in the published figure
legend.

The corrected version of Fig. 1 is shown below. The authors
sincerely apologize for this mistake, and regret any
inconvenience this mistake has caused.
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Figure 1. Expression levels of TRPC3, Cavl.2, Cav.3.1 and Cav3.2 in human
myometrial smooth muscle cells derived from the non-pregnant, full-term
without labor onset, preterm, and full-term with labor onset patient groups
(n=20/group). (A) Western blot analysis of protein expression levels in
the different groups. GAPDH was used as the loading control. Quantified
western blot analyses of relative expression levels of (B) TRPC3, (C) Cavl.2,
(D) Cav.3.1 and (E) Cav3.2. Data are presented as the mean +=standard
error. ‘P<0.05 vs. non-pregnant group. TRPC3, canonical transient receptor
potential 3.
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