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[Abstract] In the past decade, based on the “common disease-common variant” hypothesis,
genomewide association studies (GWAS) have been extensively used to dissect the genetic
components of complex diseases and quantitative traits. However, the identified disease-associated
common variants by GWASs can only explain small part of the corresponding disease heritability.
“Common disease-rare variant” hypothesis has been proposed to explore the missed heritability. With
the development of the next generation sequencing technology, various association studies of less
common variants are ongoing. This paper provides an overview of the study designs and statistical
tests of these variants.
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