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Progress in diagnosis and treatment of primary aldosteronism
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Abstract  Primary aldosteronism (PA) is an endocrine system disease caused by increasing secretion of aldo-
sterone in the adrenal zona glomerulosa (ZG). At present, PA is considered as the most common {orm of seconda-
rv hypertension. The high level of plasma aldosterone is associated with increased target organ damage and it had
a higher incidence of cardiovascular events in comparison with primary hypertension, Therefore. early and correct
detection, diagnosis and treatment is particularly important in patients with PA. This review briefly introduces
latest progress in diagnosis and treatment of PA,
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Research progress of suppressor of cytokine signaling-3 in prostate cancer
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Abstract  The suppressor of cytokine signaling-3 (SOCS-3) is a common inhibitory signal regulatory protein,
It can participate in the negative feedback regulation of Janus kinase/signal transducer and activator ol transcrip-
tion (JAK/STAT) and other important signaling pathways, so as to regulate role of cytokines and growth factors
on cells, Migration and invasion ability of prostate cancer cells can be regulated by SOCS-3 through a variety of
mechanisms. This paper will provide a briel review on it.

Key words  prostate cancer; suppressor of cytokine signaling-3; tumor invasion and metastasis
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