iR ek e] &) Al 92 d A4 & 2017

Check for
updates

https://doi.org/10.3904/kjm.2017.92.4.387

Interpretation of diagnostic test
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= F2EE JAE AdEA Z2ES0] =2 fl= FAE sium 32.6 mmol/L, spot urine creatinine 0.225 g/L3IC}t AH O

B F(Cushing’s syndrome)S 2J418F 4= Qlal, F2E|LEo] A 2 HHEEJ‘— ZHE-2 145 mmol/g Cro]glon, TTKG= 1532

O:

golzhd 2le5Fi(Liddle’s syndrome) &2 7% 5& & e S A ol S71E ARl LEete] 5
SotA=A 2l H}H‘ﬂ 3L, TIKG7} 4 o|Fe 2 A5Eo] U d=s
HE5S AHst] HOM AES wAshaA 9 d=s
Bl g EH=E SHSA 74 GA 4T 4>
Table 1. Causes of secondary hypertension [4] 3.2 mEq/L, ‘Q’EiEﬂi Tre 717 ngdl, 4d SAEE=
Causes 0.12 ng/mL/hour$ ©. ), &= H|Z2/8d H](aldosterone renin
Chronic kidney disease ratio, ARR)= 597.5%1t}. A|ZFEFo] sHE o] qlil, U
Coarctation of the aorta AEH|E F%71 20 ng/dL o, #Hid =T A o] glo
Cushing syndrome 2_1nd other glucocorticoid excess states includ- FRAA glo] Az} drAHERZO 2 AL 0]o]
ing chronic steroid therapy o _
Obstructive uropathy A =5 AEdsE IS Adstalor, 45 54l 18
Pheochromocytoma cme| AFo] REAEIthFig. 2). o= A58 27| ¢l
Primary aldosteronism and other mineralocorticoid excess states of FA1g9 2 (adrenal vein sampling)& AlYstalet. 541
Renovascular hypertension AHul 2P i Ao A] synacthen” (tetracosactide; Dalim
Sleep apnea Biotech, Hwaseong, Korea)2 F¢s1H A A& ict FAIA
Thyroid or parathyroid disease W) & AzKTable 2), S| W3} o= HAlwo] 7=

Step 1. Check urine potassium excretion

If <15 mmol/day > suspect extrarenal loss

If >15 mmol/day > suspect renal loss and go to step 2

Step 2. Calculate the TTKG

If <2 > suspect osmotic diuresis

If >4 - suspect increased distal tubule potassium excretion and go to step 3

!

Step 3. Check BP and/or volume status
If low or normal > check acid-base status
If high > check aldosterone and go to step 4

|

Step 4. Check renin in high aldosterone or cortisol in low aldosterone

!

High Aldo, high renin High Aldo, low renin Low Aldo, high cortisol Low Aldo, normal cortisol
-RAS -PA -Cushing’s syndrome -Liddle’s syndrome

-RST -Licorice

-Malignant HTN

Figure 1. The diagnostic approach to patients with hypokalemia. TTKG, transtubular potassium gradient; BP, blood pressure; Aldo, al-
dosterone; RAS, renal artery stenosis; RST, renin secreting tumor; HTN, hypertension; PA, primary aldosteronism. Modified from [5].
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Figure 2 Abdominal cor.nputed tomog.raphy. The arr(.)w pointed ko] AE Bhxfo|mA] ObE AE|Ro] v = i(HA obE A
approximately 1.8 cm sized, fat density nodular lesion on left ]
adrenal gland. HE > 30 ng/dL), AZ-FE S| A2 WAYsi, FAlerd
Table 2. Results of adrenal vein sampling
Aldosterone (ng/dL) Cortisol (ng/dL) Aldosterone/cortisol ratio Ratio”
Right adrenal vein 980 480 2.0
Left adrenal vein 4,105 465 83 4.15
IVC 251 24

IVC, inferior vena cava.

“Left adrenal vein aldosterone/cortisol ratio divided by right adrenal vein aldosterone/cortisol ratio.
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Patients with Hypertension that are at Increased Risk for PA

l

. - + Patient unwilling/
PA unlikely <«—————|ARRto de’Fect cases : unable to proceed
+ l LK renin L) d
_ PAC > 20 ng/dL ‘
PA unlikely ~<————| Confirmatory testing v v
i l No need for Treat with MR
confirmatory ¢ ot
Adrenal CT e testing antagonis
: If surgery De,fr,ired
Sub_type - If surdery hd
testing " ot desired AVS Marked PA, yong age, and + CT
Bilfteral Unij/ateral
!

Treat with MR antagonist ) )
Treat with laparoscopic adrenalectomy

Figure 3. Algorithm for the detection, confirmation, subtype testing, and treatment of primary aldosteronism. PA, primary aldosteron-
ism; ARR, aldosterone renin ratio; PAC, plasma aldosterone concentration; CT, computed tomography; MR, mineralocorticoid re-
ceptor; AVS, adrenal vein sampling. Modified from [6].
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