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[Abstract] Objective To retrospectively summarize the experience of the diagnosis and treatment of primary
hyperaldosteronism(PHA). Methods 84 cases of PHA in the First Affiliated Hospital of Chongqing Medical Uni-
versity from January 2009 to December 2013 were selected and definitely diagnosed as PHA according to the clinical
manifestations, serum potassium, 24 h urinary potassium, blood gas analysis, erect position aldosterone-to-renin ratio
(ARR) ,adrenal vein sample (AVS) ,Captopril suppression test,CT location examination and postoperative patholog-
ical examination. The patients were treated by retroperitoneal laparoscopic adrenalectomy. The patients were divided
into the typical clinical manifestation group and the atypical clinical manifestation group;the tumor size, preoperative
ASA grades,surgical time,intraoperative bleeding volume, preoperative preparation time, postoperative hospital stay
were compared between the two groups. Results The maximum tumor diameter, surgical time, intraoperative bleed-
ing volume, postoperative hospital stay had no statistical differences between the typical clinical presentation group
and atypical clinical presentation group (P>>0. 05); while the preoperative preparation time and preoperative ASA
grades had statistically significant differences between the two groups(P<C0. 05). Conclusion Typical and atypical
PHA have no difference in diagnosis and treatment;the surgical risk in the typical group is higher than that in the a-
typical group;and longer preoperative preparation time is needed in the typical group; AVS is suitable for the early
PHA diagnosis or the case of positioning difficulty.
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