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| |BAckGRrROUND | |MeTHODS
* ~30-40% of paragangliomas (PGL) and pheochromocytomas (PCC) * Retrospective chart review identified two cohorts of patients seen in the cancer genetics clinics between Aug. 2016 and Dec. 2022.
have an underlying hereditary cause. * Demographics, personal and family history, and genetic testing outcomes were analyzed.

» Early identification of at-risk individuals is imperative given the early
age of onset, aggressiveness of tumors, and other tumor/cancer risks
associated with hereditary PGL/PCC.

* Clinical presentations and genetic histories of patients with PGL/PCC
and/or hereditary risk were analyzed.

*LPV/PVs: likely
pathogenic/
pathogenic
variants

| |RESULTS
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| |concLusions | |PuBLICATION

* Inthe era of multigene panel testing, more patients are being identified with hereditary risks for PGL/PCC. However, this also means that
more patients are being identified with incidental LPV/PVs findings in PGL/PCC genes.

* Patients presenting with PGL/PCC demonstrate a positive rate of 36%. Patients with multiple PGL or PCC have a higher likelihood of
harboring LPV/PVs.

» There is a need for longitudinal studies to better characterize the prevalence and penetrance of these tumors and LPV/PVs across a diverse
patient population.
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