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Abstract Objective To investigate the prevalence of abdominal aortic calcification ( AAC) and its influencing factors in patients
with primary aldosteronism (PA) with different genders. Methods 132 patients who were diagnosed as PA (66 males and 66 females)
from January 2017 to December 2017 in the Hypertension Center of the People’s Hospital of Xinjiang Uygur Autonomous Region were ran-
domly selected. Aortic calcification index ( ACI) presented the severity of AAC was measured by adrenal computed tomography ( CT)
scan. Gender startfication was used to analyse the difference in baseline data and AAC related calcium metabolic markers between male
and female patients with PA. Results Comapred to female patients with PA | the prevalence of AAC was higher in male patients with PA
(48.48% vs 28.78% , P =0.020), but there was no significant difference in AAC severity ( ACI) between two groups. After multivari-
ate Logistic regression analysis, it was found that age (OR =1.170, P =0.046), plasm aldosterone concentration ( PAC,0OR =1.633,
P =0.002) were independent risk for AAC in male patients with PA, and age (OR =1.228, P =0.026), parathyroid hormone ( PTH,
OR =1.075, P =0.022) were risk for AAC in female patients. Conclusion Male patients with PA has higher prevalence of AAC than fe-

male patients with PA. In addition to age, PAC and PTH were risk factors for increased AAC in male and female patients with PA, respectively.
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