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Application of CT imaging of right adrenal vein in diagnosis of primary aldosteronism "
WU Hongyi ,CAO Lin ,ZHANG Yanyan ,FU Yan ,ZHANG Xuening ,ZHAO Bo*
(Department of Imaging ,the Second Hospital of Tianjin Medical University , Tianjin 300211,China)

[Abstract] Objective To investigate the clinical value of CT imaging of right adrenal vein (RAV) in
the diagnosis of primary aldosteronism. Methods One hundred and twenty patients with suspected primary al-
dosteronism by clinical screening and needing to conduct abdominal enhanced CT examination in this hospital
from January 2017 to June 2018 were selected as the study subjects and divided into 3 groups with 40 cases in
each groups. Group A conducted 3-phase scanning of conventional arterial phase,portal vein phase and paren-
chymal phase,while group B and C conducted the 3-phase scanning of arterial phase,arterial late phase (15 s
after arterial phase) and portal veinous phase. The phase 1,2,3 in group A and phase 1,3 in group B and C a-
dopted the conventional dose (tube voltage 120 kV, automatic tube current); group C adopted the low dose
(tube voltage 100 kV,tube current 150 mA). Then the image quality of thin reconstruction in 3 groups was e-
valuated and analyzed. Results The display rate and subjective score of the left adrenal vein(LLAV) were high-
er than those of the right adrenal vein(RAV). The score of late arterial phase in RAV was higher than that of
the portal venous phase,and the difference was statistically significant (P<C0. 01). The display rate and sub-
jective score in the RAV late arterial phase in the group C had little difference compared with group B,and the
difference was not statistically significant (P>>0. 05) , while the effective radiation dose decreased by 46. 88% ,
and the difference was statistically significant(z=12. 22, P<C0. 01). Conclusion The RAV scanning has the
best display rate in the late arterial phase,which has an important auxiliary application value for the diagnosis
and classification of primary aldosteronism,moreover properly reducing the tube voltage and tube current can
ensure the image quality and reduce the radiation dose.
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