nazaasinuaalagdinalsugeansanvnants (Primary Aldosteronism)

1 v 1
dWulsafnumeausawsl 19550 iApannnisfisnaniaaseaesiuusalndinalsu (Aldosterone) annsias
wnanle (adrenal gland) TuiBunauinunnialng Tlduiusiunisaauanain renin-angiotensin-

aldosterone system (RAAS) ilunaliiinanissinauaanaafiuungeau wu anudulalings indous

STUNAINEN
andayaifaqiiu wudn Primary Aldosteronism (PA) luanwnivinliifinaausulatings 5-10% 109

nulaemNAulaingisunn’

4iiaua4 Primary Aldosteronism

1. Aldosterone-producing adenoma (APA) wuiszunnd 30% 124 PA J}é\mm
Bilateral idiopathic hyperplasia (IHA) wuilszuns 60% 189 PA %qum
Primary (unilateral) adrenal hyperplasia wuilszanns 2% 124 PA J}é\mm

v
Aldosterone-producing adrenocortical carcinoma Wi <1% a4 PA y19u1un

vk W N

Familial hyperaldosteronism (FH)
a. FHtype | (CYP11B1/CYP11B2 germline chimeric gene) wu <1% 284 PA yi%ium 214

i78n41 Glucocorticoid-Remediable Aldosteronism (GRA)
b. FH type Il (germline CLCN2 mutations) Wi <6% 1849 PA ﬁ'wmm
c. FHtype lll (germline KCNJ5 mutations) Wi <1% 224 PA %qum
d. FHtype IV (germline CACNA1H mutations) Wi <0.1% 224 PA %wm

6. Ectopic aldosterone-producing adenoma or carcinoma wu <0.1% 194 PA yiavium

nalanisiinlsa

wsiAsmenaridaddldiduiina i faquiuiin1sAnsAunLGn PA IRAaNwegiNinnIeEu felae
m’fm‘lm;iLﬂuﬂﬁiﬂmﬂﬁuﬁﬁﬁﬂﬁlﬁmmmﬁmﬂnﬁaﬁmm ion channels w1 KCNJ5, CLCN2, ATP1A1,
ATP2B3, CACNA1D, CACNA1H mIdiAanalnnsasdiycyrounialumaani calcium signaling
NINUNNHALNR ﬁﬂvlﬂgiﬂﬁsﬂizéjuﬂﬁﬁwmmmﬁu CYP11B2 %amuquai’wmu‘lmﬁ aldosterone

synthase yn1¥iin154514 aldosterone AnnAuinlni sananaluning 1

ANNRALNRAINANEINNTDAA LS 2 Anmaue’ AD
1. Somatic mutation WinAnuRalnAlasENaNEagLALY (Single cell) iaN1snaaiugIasEY
. . ‘ﬂ’l ‘ﬂl 1 a = = a ‘é’
(somatic mutation) tHafiaaassanunanlainanuiialng wulndwde nodules waz

adenoma finnsafwaesiuuinlnfsusisziuiiass ldlainas (subclinical) awialuannis



wanafiulédaiau (Overt primary hyperaldosteronism) wiaenananaanilauiieinaan

RadnAdnauuumesduses ﬁﬂiﬁ@’lﬂﬁ?“ﬂ'ﬂdtﬁ‘ﬂﬁ'ﬂ?;l"]LL@m%u (continuum of the disease)
2. Germline Mutation iflupnuiindnfiaesduildsudnanansnainieus v lfiinenislés

N9 ﬁﬂwummﬂmmﬂuﬂuﬁmqﬁ@ﬂ (early onset) pnuRindnAesEudn s ITuAy

AnnAnannn iy Familial aldosteronism AnanaugN9F

® & O 6

KCNJ5 CLCN2 ATP1A1 ATP2B3
_| Membrane @ @
K* channel K* ( r CI (' (' depolarization h\ CACNATD CACNATH
inhibition A Ca? channel opens
‘ | { -: ‘;‘ 7'
{ ’l | : { | {
& 4 i g U )
N Na'/H* Na'/Ca” Ca* Ca*  Ca”

\ /

Ca®* — 5 Ca*
O\ signaling @

—
) MO cYPi1B2 ROR
MC2R
cr/wvm
ACTH > Target
— —_ >
. CAMP @ (TCF/LEF) genes
signaling M cvp11B12 ROKN  YORNORNONONG

mww13 ANRALNFRvasEuLTInL ion channels M lfiianalnnisds Srynunune lusadialng
o ' Y ° = A Y °
m"l,ﬂgmsmizqumsmmwuawu CYP11B2 mmuqmﬁuaﬂw aldosterone synthase R

nN94519 aldosterone NN NAURALNA

2INTUAAY

ansuansusnenaliarnag gilasanaliaanisuansaesniozlluag@annn wu nauiileseu
uss (muscle weakness) sizA3a (cramping) Uandswe ladu anunsonuszduausulaingasiausigs

[~3 v =S

laniag Aunegenin

LA g o A 1 U A o

filasanannsmsainisuanmessuLinlawazuaaniaen 1y lsnduwiaaniala( coronary
artery disease) nsneuzesialaaniiag (congestive heart failure) n1azsialavasarsdnein (left
ventricular hypertrophy) n1azialalsiuindsvazuuy atrial fibrillation lsAldudenanesmuvizaunn
(stroke) 21n17udnen19szLL e L nenneestnnanas naglnane peanullsfuludaanny

uananigeedaianud@asluniafinlsaunmeis noglsndan nazueunsuaInBuelagaiu

(obstructive sleep apnea)



o o v o Y a a o A Y a a o ¥ .
dusuainimmiaudnssaialauialn® dninaannissuiadnfeesialafesuu atrial

\
aa a v

fibrillation*> gusLn1suRaLNANIAARNNTEURATE 9 laiasany (ventricular arrhythmia)
dunumgeansnnaliainnisnszsuinu severe hypokalemia usiifaqiiuainnisdududasyauu

gudaya PubMed wusnasnugilee PA Ainndaaniae ventricular arrhythmia e 14 91er°

n1s3laat
87989113999 Endocrine Society 1 20162 filnandarni@asnaslasunisdnnses

w1y PA

1
a

1. AnuAulalinganundt 150/100 Haawnstlsen aann1edn 3 asaludunsnaii
2. AnuAulalingaiundn 140/90 Hadwasisan tneldananmnusulaiianinngn 3 ateaulil

(3anendulagnay) vira 4 atiaauld

v & a e = ° < o o Y o
mqmuiwm@;q fauAuneTlumamanmi FenaAes waznatannig Medutlaanoy

ANALTATINg saufunsanuiaulaai@ynsenunanles (adrenal incidentaloma)

v
o o

ANALIATINgS FaNUAEIBRunglagaiuIizuaUuaL (sleep apnea)

o v kW

o a ] o o o o a Z’/ ] v A A
pnAulatings sandulsediaulunseuniannusuladingeisusiongdon viadlsniduiaen
anassusangaandd 40 1

7. filaupnnsulaiings nfUsvdRaulunsauaiaiiu Primary Aldosteronism

agialafinu nsmsadansesninig PA Tudihaunangs ﬁmﬂuﬁﬁ”\imagvﬁu Iusjﬂqaﬁﬁqu
wmﬁuum%gmf’fumm:u@uuﬁu (sleep apnea) Lmzﬂajm:iﬂqaﬁﬁqu Atrial Fibrillation (AF)’

Tunnaz OSA Hdagaainnisdnmiaas Buffolo lull 20238 wiidn aldosterone level duiusiu
severity 709 OSA lunguiftlagfiaans (white patients) uslumnanguiugilagiidnio: 0SA Tulfdes
e PA nnTundnewiialy

Iuﬁiﬂfmﬁﬁmq: AF #inn3Anmn PAPPHY (Prospective Appraisal of the Prevalence of
Primary aldosteronism in HYpertensive patients) study wu4n prevalence 121 AF sl,utiiﬂqmﬁ' PA
gendnnauilalldiu PA Feu 4 win® wietalsfmuiiesann AF Wuntaz arrhythmia finulgdendng
veelutlszansiiall Aaiaaaisaiiieniu cost effectiveness lunns screen gilatnnsneifiniae
panana’

A1NATLUZNY84 British and Irish Hypertension Society 1 20247 aquuzih ¥ asadnnses
wnaz PA lugilag 4 nqw dasielail

1. anwsulalinganBuuiiasnyeandd 40 1

a

ANAulangs FauAuNIlULAREINAN H9NAEY hasARIannIg ldendUTaa10y

a

2
3. dafimnnusulaiings wildananaousulaiinuinnds 3 adaaull (anenduilaanng)
4

A NAuTaTings saufull adrenal incidentaloma



n17AANgaN (case detection)

#9394 plasma aldosterone concentration Wue131NN491 10 ng/dL a1 plasma renin
activity #aand1 1 ng/mL/hri®

fewaneafinifinariu renin-aldosterone-angiotensin axis 14u gnanaNiuiatinlungu

angiotensin-converting enzyme inhibitor (ACEls), angiotensin receptor blockers (ARBs), beta-
adrenergic blockers, enngu diuretics, mineralocorticoid receptor (MR) antagonists

(spironolactone, eplerenone) wazenlungu epithelial sodium channel (ENaC) inhibitors

T . et = =P o o =
(amiloride, triamterene) luniwmguasaasugaenfisunaumaniladnatos 4 dlanineunisdesiiiv
dilog aeiglafimu nsugaanlunguasnaineanilaann wesaingilassdniiunguiniaonusiugs was
anguansinazignsanuAuladiniieandt faqiiuasiAiuuzinain Dogra and Young (2023)% 41

[

aun3nmaaa screening gilaelalaelisasliuanausulaiia @ndulunsdinaunsmliuenlataedie)
wnlunsmeranudnAn renin galaaiiead clinical Ninasdt PA AsrasvigaanguaInaaluneas
¥ | o
wazmat ladanAs
A | . . . ] '
g NuATLNUAS renin-aldosterone-angiotensin axis wae anunsaldlaluszudnanimaa
screening iy &Ny calcium channel blockers (nifedipine, veramapil), alphal-adrenergic

antagonists (prazosin, doxazosin) way hydralazine

f19197 17 waredeuaznIazsine)iinasie aldosterone concentration (PAC), renin level and

aldosterone renin ratio (ARR)

{laqesunau uasa PAC NAFD renin uasa ARR
hypokalemia l —7T L
Potassium loading 0 - 0
Sodium restriction T ™ N
Sodium loading \’ W) )
NSAIDs J; J T
SGLT2-i - T \’
SSRI 0 ™ )
Oral contraceptives T N N
Beta blockers l W )
DHP calcium channel blockers -l - J
Non-DHP calcium channel blockers — — -
Alphal-antagonists — - -
Hydralazine — - -
Moxonidine - - -
Clonidine, alpha-methyldopa d L )
ACE s ™ \’
ARB J ™ U
Direct renin inhibitors { N N



K sparing diuretics T ™ {
K wasting diuretics -7 ™ J

n1sAsIaiiueid (Confirmatory Tests)

aAEnann1TH1U aldosterone suppression %q@wﬁﬂﬁimﬁ%ﬁhﬂ&i@iﬂﬁ

1. Oral sodium loading test 1911 NaCl 5000 mg/day fuan 3 du TWsud 3 fudagnae 24
2T39 nAsaany urine 24 hrs aldosterone 11nndn 12 lulasnial uamednfinnne
aldosterone g4

2. Intravenous saline infusion test 1 normal saline solution 2 anslugaaiaan 4 dalue
mn&umw plasma aldosterone concentration ¥nnwu3 NINN91 10 ng/dL Diednd
aldosterone gy

3. Fludrocortisone suppression test 1% fludrocortisone 0.1 mg n 6 Flie W 4 34 i

NaCl 2g Fuaz 3 A59 11 Juh 4 unmsaany plasma aldosterone concentration 81nN97 6

ng/mL Da313 aldosterone 4s

nravATINeyITiazey PA (subtype studies)
pry . PP o e o o & o A a A g o = o '
Wasan PA wsazaialann N uansneiu A9t asinisasaiiaie e ldnsudesumu
AenvuanlnNRalnG Inaniinmsaaendisdrenfamesienmuanla (Computed Tomography of the
adrenal glands) vngilasangideanda 35 1 uazmsaany solitary unilateral lipid-rich
] S v \ o aa al o o a4 A =
macroadenoma (>1 cm) uaznudnsenuuanlnandnelinusneusinalnfsuiuinadeanuani
aldosterone gafniau (spontaneous hypokalemia uaz plasma aldosterone concentration
11nnd1 30 ng/mL) analinisinunsag unilateral adrenalectomy ustvnniugilosnanguinnda 35
I viva CT wudn adrenal gland Un, nusenuuanlanuunsa ladidudeudniay (adrenal limb
thickening), faulAzaunaLan (unilateral microadenoma <1cm) visa wudaulugivaasdnens
. . w0 @ 3 e Jom A e 4
seanvuanlm (bilateral macroadenomas) Qﬂfammﬂummimmmmm@LWMLMNLW@mmmewm
#asluu aldosterone NgsRaLnGnLLLaL
n1smsa Adrenal Venous Sampling (AVS) iunismsaaiialduanninzaesluuniailnsiain
senvuan lndaAeauseiaaeadne (Unilateral or bilateral disease) Tnatfnnsiiviaanann Inferior
Vena Cava (IVC) uaz adrenal vein anyiamudgiazainuaai dnundnai aldosterone waz cortisol
Tnemnn adrenal vein-to-cortisol gradient 4431 5:1 Auliluanstisdnunisiiuidealusumian
gnsieg (Successful catheterization) Anfilaann AVS ansnsautlanalalag

1. Lateralization index (LI) Ing/lf A1 cortisol-corrected aldosterone ratio (dag@quas

plasma aldosterone/cortisol a1n#A1 dominant siaA1 nondominant) UN&A&IUAINAND



11NN91 4:1 ugmeindned dominant i unilateral aldosterone excess wsvNANAINFN
<3:1 uansn bilateral aldosterone hypersecretion

2. Contralateral suppression index IngaldA1 nondominant aldosterone-cortisol (A/C)
ratio 13698 IVC A/C ratio wnANTLE <1 uanedn aldosterone a1ndna nondominant Qnnm
atiannaNdumssing msudanadsh aunsaldldlunnsulanisnisyia AVS fidngnisa e

¥ =
UWLAL

N195N 1N
1. Surgical treatment: adrenalectomy sinsinlunsel unilateral primary aldosteronism
2. Pharmacological treatment: 145n=1nsel bilateral idiopathic hyperplasia Tneinmanild
unns3nmn Aa spironolactone agindlsfiniy itadann spironolactone 1 ”Laivlé’fafanqm%r
1W1zFe mineralocorticoid receptor Wiy Leriﬁqmmmﬁqw%r antagonism sia androgen
receptor v ldiianadnaAns painful gynecomastia, erectile dysfunction AMNNARINNIN
wAAATUETE uay ﬁq‘w“‘ﬁr agonist 6ia progesterone receptor v lRalszanmeuiinnng

Tugus 1faqii Han eplerenone Guilugninangys antagonist LULAWZ6E

mineralocorticoid receptor
g w3udilog Familial hyperaldosteronism type | (GRA) fauiEnnnsinm aaslasunistiugu

1y =~ & o o o a2 .. = !
MALINITHTINEIL Iﬂﬂt?ﬂuﬂ’]’ﬂlﬂﬂqﬁ‘ﬁ‘ﬂ‘]ﬂqﬁ‘]?;IEIW‘VINE]‘VIﬁ glUCOCOFtICOId NIa El’ﬂuﬂ@}l

mineralocorticoid receptor antagonist fls
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