UnANUNUIN

Refresher Article

Primary aldosteronism

]

Primary aldosteronism Hunzhiing
a519 aldosterone NN MliAaaI
sulafings seduTuaadonludeadwiasd
N13AADIVD plasma renin activity

i ldssinuderas 0052 veq
Athoanudulatiags Tuueseauwy1dds
Yovaz 5-12 evginulinedluga 30-50 7
BRI AN ‘] Y93 Primary aldosteronism L&A
Fams1ad |
Aldosterone producing adenoma(APA)

Hugungiinuriosiigaluding dau
ynvzilvuatesnit 2 suRiuas Msuaa
aldosterone 929NAIUAN A8 ACTH Jaiidnyus
(i1 circadian rhythm amnsasunlasves

M15190 1 @UH#UDI Primary aldosteronism *

@

Sy 1@AdsATNa, Ny

d
o

¥IANA NUNTUNNIY, WD **

2R ACTH ualuun3109199nnIuauaIY
angiotensin Il awlnd e angiotensin [I-
responsive adenoma

Idiopathic hyperaldosteronism (IHA)

Huaumaiinuriooiusudy 2 Tudlg
waznulosiigaluifin 1in1n hyperplasia
maa%u zona glomerulosa Y84 adrenal gland ﬁ’:d
2 414 9193 micro-nodular 113 macronodular 331
awnla ﬂ1‘i‘rif°;'»1 aldo-sterone %zqﬂmuqniﬂa
angiotensin 11 t¥031na'lnn151AA hyperplasia
Lﬁﬂi)mm'iﬁ%u zona glomerulosa YD adrenal
gland innuae angiotensin I1 mﬂf;u”" 51?0
ANUTUUIIVOIDING 5291 aldosterone N3AAAY

voaluaaden uag plasma rennin activity un

ANNYN (3opaz)

Aldosterone producing adenoma(APA)
Idiopathic hyperaldosteronism (IHA)
Aldosterone producing carcinoma
Angiotensin II- responsive adenoma
Primary adrenal hyperplasia(PAH)

Glucocorticoid remediable- hyperaldosteronism(GRA)
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