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1) ZEMRITSI >5 %2723 %0 - 72 1 B GERI No 32)
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min/1.73nf, £#5#%45 PAC 38800pg/mL, V5
V= Ul 1504 ug /dL, B/ PAC 4620pg/mL)
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F 777 4 THMIZE Y 3AH D B % Subclinical
Cushing JEBEREAPHESIT, fHEIERED TV F
V=V & IR EEA (45 1092ug/dL) LTEH, *t
ARSI VF S —VEEIMETLTWAZ &
W2 & BREHE &R L 72,

(2) WEDREZH (K1)
(D ACTH ##§#® PAC = 14000pg/mL T 5E
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ACTHFRF#%PACI2700pg /mL
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AVS : Adrenal venous sampling, LR : lateralized ratio, CR : contralareral ratio, K : Kalium, ACTH : Adrenocorticotropic hormone,
PAC : Plasma Aldosterone Concentration, IHA : Idiopathic hyperaldosteronism
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