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This article has been corrected: For clarity in describing the experiments, the authors have included an additional sentence
at the end of the second-to-last paragraph of the Discussions section. The updated paragraph is shown below. The authors
declare that these corrections do not change the results or conclusions of this paper.
Some limitations should be clarified in this study. First, in vitro and in vivo data using three types of GEP-NEC cell lines
would be underpowered for drawing some conclusion about a clinical position of each regimen. Actually, reports about the
establishment of GEP-NEC cell lines are limited, and GEP-NEC cell lines are almost commercially unavailable. Second,
CDDP resistance is caused by multiple mechanisms such as increased inactivation by reactive oxygen species, mismatch repair
deficiency, increased nucleotide excision repair, increased homologous recombination proficiency and over expression of
antiapoptotic BCL-2 as well as ABC transporters [36, 54–55]. Hence, comprehensive approaches including genomic analysis
are required, and our hypothesis might explain only a part of potential mechanisms. Finally, although CPT-11 exhibited a
certain in vitro antitumor effect for GEP-NEC cell lines, in vivo experiments should also be conducted for 7-ethyl-10-hydroxyCPT (SN-38) as active metabolite of CPT-11.
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