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Molecular landscape of extra-pulmonary small cell neuroendocrine carcinomas based on site of origin
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INTRODUCTION RESULTS

Extra-pulmonary small cell neuroendocrine carcinomas
(EP-SC-NECs) are uncommon but aggressive malignancies.
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multimodal database Table 2. Somatic short variants and copy number alterations
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Patient demographic/clinical characteristics and genomic
data were described as N (%) or median (IOR), min, and max
and compared between primary tumor site groups by
Chi-squared/Fisher’s Exact tests or Kruskal-Wallis rank-sum
test. The prevalence of somatic mutations, tumor mutational
burden high (TMB-H) and MSI high (MSI-H) were compared
similarly, with a false-discovery rate correction for multiple
comparisons. Analyses were two-sided, with statistical
significance evaluated at the 0.05 alpha level.

ACKNOWLEDGMENTS

Th (%)
2 Fisher’s exact test

3 False discovery rate correction for multiple testing

SUMMARY

e Our results demonstrated that EP-SC-NEC possess distinct heterogeneous genomic profiles associated with different primary
origins despite their histological and morphological similarities.
e These distinct molecular signatures could impact precision therapeutic decisions for EP-SC-NEC according to their primary site of

origin.
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