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Genetics of coronary artery disease: discovery, biology and

clinical translation
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Conclusions

Here, we reviewed the substantial progress in understanding the genetic underpinnings of
CAD. Moving forward, the price of genetic sequencing will continue to decrease — an
increased emphasis on variant interpretation, functional validation, and integration with
large-scale phenotyping efforts will become paramount. Over the next ten years, we are
hopeful that human genetics will prove useful in identifying novel root causes of CAD,
guiding drug development efforts in anticipating the safety and efficacy profile of a given
therapeutic, and providing patients and their providers with genetic data that will aid in CAD
prevention and treatment.
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