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[ Abstract] Objective To summarize the genetic mutation and clinical features of pheochromocyto-
ma/paraganglioma (PPGL) patients. Methods The clinical characteristics and progression-free survival
(PFS) of PPGL patients admitted to Beijing Nuclear Industry Hospital from January 2019 to June 2022 were
retrospectively analyzed, and the differences in clinical characteristics and PFS of patients with or without
gene mutation of PPGL were compared respectively. Results The clinical manifestations of PPGL patients
were varied, with hypertension being the most common manifestation(78% ). A total of 26 patients (51%)
had genetic mutations with SDHB being the most common type (62% ) , and 20 patients (77% ) with genetic
mutations had hypertension. The age of patients was analyzed according to whether there was gene mutation,
and the difference was statistically significant ( P<0.05). The median PFS of patients with genetic mutation
(27 months) was shorter than that of patients without genetic mutation (80 months) ; the difference was sta-
tistically significant (P<0.05). Conclusion The most common clinical manifestations of PPGL patients
with or without genetic mutation are hypertension. PPGL have diverse clinical symptoms and lack of specific-
ity. SDHB mutations are most common, and patients with these mutations are relatively young and develop
disease at a faster rate.
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