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[ Abstract] Objective To evaluate the prevalence of metabolic syndrome (MS) and its components
in hypopituitarism patients. Methods The clinical data of hormone levels and metabolic indicators of 1 850
patients diagnosed with hypopituitarism who were admitted to the Department of Endocrinology of the First
Medical Centre of PLA General Hospital from October 2009 to October 2020 were collected. They were
divided into groups according to gender, age and different hormone levels. The prevalence of MS and its
components were analyzed in each group. Results The prevalence of MS in hypopituitarism patients was
27.7% , with the highest incidence of hypertension. There was no significant difference in the prevalence of
MS between male hypopituitarism patients and female patients, but there were gender differences in its com-
ponents. The patients with hypopituitarism complicated with MS were older than those without MS
(P <0.01). With the increase of age, the fasting blood glucose and systolic blood pressure were gradually
increased in hypopituitarism patients. The prevalence of MS was highest in patients with central adrenal in-
sufficiency and lowest in patients with central hypothyroidism. Conclusion The prevalence of MS in hypo-
pituitarism patients is higher than that in the general population, and the prevalence of MS and its compo-
nents may be affected by gender, age and hormone levels.
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