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JR A S BE Bl BRJE ¢ SURK 1 RA

WS FAMS O R—¥1 WRFE  FEsad REHY  Rags>

1 & Jb B BT Bk X 3B P 5 il FF
EHAEMIRIE 2 CRAH CHREAMEN DA R
5 & R S 8K B BAE BF 5 B FF TAIPAI

wm B

JR A M 5 B B ERJE (primary aldosteronism ; PA) & B 75 B B RR EUH o il i@ % o4 BE B B
HBE R R B0 BP % 0T 3 e R YLKt 47 o Al AZ 8 (aldosterone-producing adenoma ; APA) & #
12138 % (bilateral adrenal hyperplasia ; BAH) 25k £ Z ey mAEEA » ATH % HT A BRI H Lig
VIR » MmARH AN G A E o — MRS RARFE 49— R0y m BT B S N i A8 Bl gk R
R RINEEIN LG aRYREANREZ— A FHBEFREGERCEENKR
BosyF A S e AR > KCNJS & B 8 R % 38 pr 47 T 18 1 K A2 B AT e g F Il ik &
A MEE > A BNABEROESNELRZ S DE S — 5 R A hh ek B ERE A (plasma
aldosterone concentration ; PAC) ¥ & % #& 4 (plasma renin activity ; PRA) < H {4 (aldosterone
to renin ratio ; ARR) % % &5 3£ 42 B (screening test) @ 4% 3 vA #3842 ] (confirmatory tests) #£ 75
& RS M S BEE BRJE 0 Bk TG ET R FIET R R R o A4 4 SR AT AR A 0 B R AR IR R o
(adrenal venous sampling ; AVS) st k{2 Atk 6y 4% T & 5 B LR 37 8 F & &% (NP-59 SPECT/
CT) A2 A B 2y 7 SR04 09 4R AE o £ B P9 20 il 52 0 H7 AR 04 JR 45 bk 13 15 18] BFIJE 45 SEJR B 2k 4
4 (2016) # & o AP A R R SR o BB ARIEK B BR o L AR R BT # R ARIE IS ET R B A
BAAT B E LR R e F AL A0 R FHEE 35 RIAT o thtb24h > B aT £ RAEHA & AK
e dp ek B T AR AR 0 B R38R R B B de E BB BR R E RN 20 ng/dL vA B T R
FERARRIPY WAEL B R SEEEERE - SURE CHET RPEAB S R ERTHFMEE
ERGERDEL AR )R LR 2T > BRI BB 8 TRRAFHAFF > IR
M S BB BRE 09 R B H R BLE B A SR o B BLEE R B B 2 AL TR HR A S B I R
JEE— T ABL G 0 LR H e B & — KA e

RAfEEA | R SEEEERAE (Primary aldosteronism)
AW MR (Endocrine hypertension)
B _FARAEZ (Adrenal tumor)
KCNJ5 £ [XF (KCNJ5)
B FARESARIRIN (Adrenal venous sampling, AVS)
NP-59 SPECT/CT
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Al &

AENENTEEHN  2AEE6E TR
T 2% = 8 [E W RE (primary aldosteronism;
PA) g » 7 /5 LR JE& R v B8 B S T s 1 Sy
el ZEAET T B AR o [l 2 1 e T I i 2 e LY
A 43 ¥ 155 [ BE (endocrine hypertension) &5 [X] 2
— BATRIMEE S I WITHE e MR
FER I 5-13% B9 U2 I 38 1 v I [T B EE
T A6 i & M = I BE (resistant hypertension) f&#$
ch B A 20% o 5 BE TR (aldosterone-
producing adenoma; APA) &% {1 4= (bilateral
adrenal hyperplasia; BAH) & 2% ki 3° LAY W fl
CHEENGTTEZ W NE AR NPSER AL = S i3] = N R =i
e DA M SZ B PR e R R £ 1 - Bl %
DA 2 o [ oo o 1 S A B e 8 e v [
JiE (idiopathic hyperaldosteronism ; IHA) B A5
R AR 3 o A S 2 T R
bk A T2 ETV G 72 v I JRR BRLEG 1f #4 - (B 1S
EHYE - BRE S e B BRI Y EEBIR A
9-37%" » A FE AR AT 43 o T I TR 1 97 R
NGy AR MLER o 7 P [T 53 0 i g v - B I S
B EEBIRA G — /A - ELAE BRI AR 9 B
LEBIEAR AR 17%" -
2 En
— ~ B EMRER (screening test)

] — o 52 B e TR P i 208 1 v il i A
o ARPESERE N B Ey 2016 FrkkER 0 B
NHE DR T i 2R 1 e e [ e Y iy

(= 7oL ] 2 g IR 5 P KR S R = e
ML JB& FH BE4T IR P2 i AN BE AR (>140/90mmHg) » B
T T S KR S R R Y = UER BE A REHE
I RA P2 A E BRAE ] (<140/90mmHg) -

() S IR & O MR (G 75 5 A1
PRF )

(=) =M & GHE LIRIER -

(PY) r& I R & P REE AR U 4% 1EJiE (Obstruc-
tive sleep apnea) -

(1) = LR & GF R IR i B A P MR e
RS MEHE, (FEe/NRY 40 3% ) -

ERCY L e i

(N) IR G — 30 R [ 8 1 v 1 ]
B ©
JE 208 1 v T T I i 4 REL R R Y R
1 = B [ R RE (secondary hyperaldosteronism) »
WH & ¥ A I B2 & BH (plasma aldosterone
concentration; PAC) 1 =5 i 7 1 » (H B B &
1 (plasma renin activity; PRA) 51K » Mg &
PRA b5 - i Efifa iy PAC Bl PRA T3 2 — il i
#H] - s a] DL PAC Ed PRA LL{H (aldosterone to
renin ratio; ARR) ‘& {EEmEfmEs - ARR fERZ T
Ferh H g SE (cutoff value) SIfA—2 (20, 30, 35,
40 ng/dL per ng/mi/hr £33 A S A + 5 B il Ry
30 ng/dL per ng/ml/hr) » EEtEEEERRT ARR >
FUESN - BiF&HFF PAC > 15 ng/dL k2 PRATR
Wt SISNELEENE - B Y PAC Rl
oy LA WIRE ng/dL Bl pg/mL - B SE I BELA7
JE ng/dL - SEE ARR 3 RERYHER 43 A WA BV
5 (PRA) BB} (renin concentration) - (K&
TR T 2 E w8 M B SR ZE Y5
MR - S EEibe L BURES M - 1 PRA LR
ANZH - FLLHATRZ B sk PRA
TERsfifitg * o

Ry 7 BRI 5L 38 1 vy T (] i i Ay 1 A
o AR T RETE B AR A — SEYEf - EOETR
SR8 I TSR B T 5 B R A S R ) 1 )
HY o A2 gEHagEn oy - RIBSRBIN iR e
o B TRE S TR AR Y S L B R
FEERR AT EE H (H140 : verapamil slow-release,
hydralazine, doxazosin, prazosin, terazosin) -
2 g 0 3 B AT O B A DY E 2 (F a0
spironolactone) ; A5 65 i, 75 224 a1 2 B (61
4[1 :B-adrenergic blockers, clonidine, a-methyldopa,
nonsteroidal anti-inflammatory drugs (NSAIDSs),
angiotensin-converting enzyme inhibitors (ACEls),
angiotensin receptor blockers (ARBS), renin inhibi-
tors, dihydropyridine calcium channel antagonists
(DHP CCBs)" = S#FHARSH s MR R » v LU
BEHEE PO - R S U [ 2 v I RR 9
BIMREE AR AR - U e S g py e
Trtinte » KR SEHRSEN AR 2 T - ] REELEL
IfTLJRR $2 1] AN 5L 1T {66 97 8 3 3 A v B B 5 -
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] 2 v LI RR P 6 T R R EE T 7 i b Y Tk
FF -+ IRIBEET 25 Ry el PR B RS ANAE A5 T8
SEVINITE DL ST W) Bk - FIURE A IR o k24
RS T LR IR SR AT RE S T R A (R —) > A0
IEWRLE N R B BB G TERI B 1 - A RED
BEBATICH SE IR PR - B4 - £ B BH A
(B-adrenergic blockers) ¥ Byl 1% - FrLLfE
I Z R BH BRI S AN R Bk B 1 - BM7 22
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JFH A 11 A SE A Z Y RE B A - W 1% F
H#IERRR 5 BEH] ACEI B ARB i & - A1R B
i 236 M H R AR (5= - FAMTRRE e Ras
ZURVE 5 B8 PR IR 52 2 FHIETAT (spironolactone)
9 /- A0SR Eibe 2 315 1 H PRA R IR R
1K - R R 5 ZU RS 1 5 5 B SR AT (renin
inhibitor) it sk i b 22 S Wit {b « B SR
G PRABEE > SRt BEd

IR S AR I S e e e [
1. i ] e o e P DO A v R ) A A il
2. SRS GRS B S (o R bR A b A R )
3. SIS HHE RS
4. IR A MRG0T o 1 i .
5. e LB A B AR v o A SRS o L R M o
6. FIFERAMN—FPEA R IESRERE o
> R IE(S i 5
7S R IE T R LR 4y <
S {52 FR R
A~ e Tl R
% % }E IF= ﬁAﬁﬁﬁﬁ[mrﬂenlngtest} ------ > i
B R =
g% 'gj] g 1 Eﬁﬁfﬁiﬂﬂ(mqﬁnﬂamw tests) e > Ei;i;ﬁ
i :
THE + |
)
E I B | ARRT 7 adrenal CT) ey
- . :
b= H
[ 1
+ 8-
i i &
: &
— — — 1
o g r l 1 i
IR I —= e ; i
H H [ BT BRI [heaeeesen > B L BRARARR L 1
3] = (NP-59 SPECT/CT) (adrenal venous sampling ) !
N [ -
2l Ex= '
P A 1
o e I g '
% || ﬁ% i I
1 E= 51 |
Jik B Bk | 1
[ l il ffr
v A A v v
PRI RIS LA el PE BT 608 » FRnE e

B— : PR EERE M SEEREREZEE



126 ik 8 REE R

ERCY L e i

FK— | FEBREREER T LLENEERF (Factors that may affect ARR)

U R IR A 2

BT E R

AR T (Factors) (Effect on plasma gldosterone (Effect on plfasma renin (ﬁfikgﬁioﬂ,; %R%)
concentration) activity)

R (Hypokalemia) I (FEe) -1 !
1#2# (Pregnancy) T (LEF) T 1 (581) !
E A (The aged) l NG 1
FRikE (Salt restriction) 1 1 !
ZRIRH B (B-adrenergic blockers) 1 1l 1
FFHAE RS < 2EY) (NSAIDs) ! L 1
P CHETR -l (EEC TR ) 1 !
(Dihydropyridine calcium channel antagonists)

PREFAUFIPRT (K-sparing diuretics) 1 [ !
HEFTAUAIPR (K-wasting diuretics) -t (REE T (N !
MR T AT LRI (ACEIS) l [ !
I8 3RS HafHETR] (ARBS) l (N l
XS0 (Renin inhibitor) | | 1

2Z%k} : Funder JW, Carey RM, Mantero F, et al. The Management of Primary Aldosteronism: Case Detection, Diagnosis, and
Treatment: An Endocrine Society Clinical Practice Guideline. J Clin Endocrinol Metab (2016): jc-20154061.

PER SR BT - EEREE - B it~
it ~ S FI B SR R PR | AT v 1 e I 3 1
e P | M {E AR AN 1S BRSPS IR - B2 1L
R T PGS B R A T B A AR

— ~ FEER4%8I (Confirmatory tests)

Bk IR A+ BAM T B g — Al
Fo B CLHR R AR5 1+ i THE 558 St P 45 ) e e
okl T A R E () o DU AW
HhERRAR T T 20 2

(—) 1 Bz £ 8 & K 43 310 (oral sodium
loading test) : Jp5 75 BH A Y N7 K 6 o i
BE=RKHA R EENHHEE T WEFE=KF
BB VYR TR 24 7)NIF Y /)5 A I PR I
Pt 1R+ 20T SR 24 /]NRE PR W A T [T /N 10
mcg/24hr Byl - A A 12 meg/24hr RIfHESE 2
B o () AR B R Bk g del (saline infusion
test ; SIT) : 5P FREG/K/\F 500 cc EiE
PafE /N 3L 2000 cc SR SE AR B RE KL
FeHhiligEl PAC - PAC ZII5R/INA 5 ng/dL 2k
M - AR KR 10 ng/dL RIIFEZSRZER - E AL

—EER A N — RV EE - fTEE KB
KIS 16 ng/d Bsl5 128 -

( =) Captopril/Losartan ]l ] # 3] (Cap-
topril/Losartan suppression test) : 43 BII4E IR %% .2
i~ IR EE 1% 1 /NI B /N 20 il SEE T T BRI A
H] - PAC IR #E7% LR EERT T /MR 30% H PRA
R ARAK AT R 2 T - B2 90 43 1% ARR {/
KIS 35 RUERE oo i 2 1 e R [ B

E L PAM T T AR AT 1 Ik Sk 2 i
B A T R K AR B A I RR o]
A R LU O B iR s A A S ) B 0 AR i
5 o SN MR ARl - MR EEAG IE
A IS5 STF7 82 PT RE- B8 A I Y ZE 1 S e 2 e
DR S HERE S - H i sl N B AT
MR IRRE T Bk M+ B 2 A2
L L7 P i i 35 B /7% 20 ng/dL DA B35 » Rl A
R A I B RS oy S s e e S Ty

=~ [E435E8! (Subtype study)
B T e I I R 53y SRR A L 2 ()
BRI g (30-40%) - () EE{HI3Y 4= (60-70%) -
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R . BIEMER R (Confirmatory tests) g5

&1, (Area) Fi=k (Method) 2k (Reference)
LN IS [T iz g & kil (Oral sodium loading test) J Clin Endocrinol Metab 2016:
(Endocrine Society) jc20154061.

A= P AR K i AgH (Saline infusion test)
Fludrocortisone I #&3H] (Fludrocortisone suppression test)

Captopril BkEikAsH] (Captopril challenge test)

HAR U5 & (JES)

Captopril BkEikAaiH] (Captopril challenge test)

Endocr J 2009; 58: 711-721.

yiEAT7 furosemide &gl (Upright furosemide-loading test)
A BB K £ #sl (Saline loading test)

T 2 1 P L R TR
(TAIPALI study group)

A= PR /K g Al (Saline infusion test)

Ann Med 2013; 45: 375-383

Captopril #IF#53H] (Captopril suppression test)

Losartan f[Il#%7H] (Losartan suppression test)

(=) BG4 o (09) BEAH0 R 1k P - () KRR
SEEME =S FERENTEE (familial hyperaldosteronism »
type |~ 11~ 1) o @5 an BUIEH B EL - [KIR IR
J7 AN [A] o BEL A fek e i BRI 584 A 1 s L 3 15 o
1767 » BRI A= i A HEEVIIRIR - AR 2
B 22 TR SR e T A e v T [T o 2 — B T s 7
DB E RO AR ° o DUR 2 B3R5 i
R TH :

(—) B LR EEAEET™ (computed tomogra-
phy) : P RS I 28 M e B (ST P FEE s R AT A
HETE IR EEET e w4 DL
(1At i ey A i v JRL o S R © - R
AE RS R g 2 B R e FR B T
TG = RN B E R 2 M IREny » 5
Btk

(=) B 7B 3% &2 (**U-6p-iodomethyl-
norcholesterol ; NP59)( [ —. ) : NP-59 ;& —1d &
] BRI AT A2 0 2 RO R R -l (1-131) » "ERES
AR | R R B 5 BB B 5 50 U 2 B
I BERRYER o ERITRIIRY AR IR R
S5 P27 (dexamethasone) X HITHIE T~ 2 fa
SIE ERREERIEEE (ACTH) » 3l HAG TR A

FIRAY EriltgE7k (Lugol’s Solution) fR7&s R AHIH
AR BRAN# S - P A 3 - S AR 2K NP-59 i &5
A EE 3 B ISR g i (SPECT/CT) 3#
S R lE W KIEHETT T AR IV HERE S - 38
e HIFR AR E - HEE L SR 2 B
SRAE 38 5 (E R ARSI Ll e 20 e °
E 75 8 AT A 1012 e AT ER NP-59 (145 B B
ST g B RS R & AW & B2 NP-59 HY B
A FIIHRERS » AR E A — P T AR E
FEE(HIES R AR (adrenal venous sampling;
AVS) » ZihfEFRE B R iR e R 13
(=) B % [ £ 1 (adrenal venous
sampling)( [& =) : 3&/2 5 A 78 M DU 73 B
R P B () 10 AR v < AR AR - R A
AR A RIS ERREFIRERIM - EFHFEEH
RERIEH S BB MBI T A LR S e AL
JR R 2 A B R DI A F S TR e )53 T e
PE o MERERALERNME IR EaE
HIFERE « HAZ A aiE Al Re A S HHE (#1
A1 B ERRHI B R RR R B AR
%) RILTHEERENEA eI EITE
EE - HAEEGE G B E KRS
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B : B LIR%E NP-59 B1a8Efl8 - £ ERERE X HEKEBZEE (CT) - 6 LREERIBREEXFHEENK
ENfER2 B (SPECT) - A NEMEERIEMEE X FHEEKETZE X XEMKETZF BB (SPECT/CT) - B
RIRIELMEF R BFRBIRAAB LIREY - KRZNB LIRTHEEDWBE -

A5 BB y e R
Aldosterone | 1500 e oy Aldosterone | 240
Cortisol 120 | Cortisol 100 |
A/C ratio 125 A/C ratio 2.4

R e
|Aldosterone 50
:__Cf.r_rtisol 15
IA/C ratio 3.3
B= : B LERFIRRM (AVS) mRE - €EBMHIRSERTEEEAE FIREFFIRELM - B2EE (Aldosterone) E8fif — ng/

dL ; FZE$8EEs (Cortisol) 88417 — pg/dL ; #E%£3 - A/IC » (Aldosterone/Cortisol) ; K, Kidney ; Ad, Adrenal o

1. 68 LIRERAR A/C ratio = 12.5 - A FIREFAR A/C ratio = 2.4 - ALttGAl : AAl= 125:2.4 =5.2 BEEHG

BEEIEDIWNS o
2. rE LIREFAR A/C ration = 2.4 - FE RNEEERAR A/C ratio = 3.3 » RItLZ-{RIFRIRBAFAAVEHRIERHD (contralateral
suppression) o

3. {EE U LRt B G RIRERRMIES DB (lateralization)
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HU A BEJTET b E AR - — A/ N B
e P oK 25 PRI L 04T Al — PR A6 22 Se 3
EAHEEARE FIREIR - /£ ACTH H3
B ORI B 2 B (cortisol) E
{H (adrenal/peripheral vein cortisol ratio) 2 A A
2:1(H ACTH FIFBRFEERN 5+ 1) » A HEE
EEAR ' o FE AT R G A T B
{H] (lateralization) ¥ » 38 F T cortisol = IF g
[&] i 43 9h 2= (cortisol-corrected aldosterone ratios;
aldosterone/cortisol ratio; A/C ratio) » Z[1[&E =~
S8 S5 (H L R BRI Y aldosterone/cortisol
HE - 128 ACTH JIIBHs - WHERIELEER
2 2:1 (5 ACTH il iy 22 KR 4:1) » A i 1]
LR [T 3 oA 2% o G 7 [T 3k P
fH] aldosterone/cortisol #{E 1113 &y Lt B2 57 IR
(contralateral suppression) [ fij= CL R H RE
] cortisol (real-time cortisol) ffE2S » 5B A
RF A 150y cortisol B{E - REFREEHITE B R 7
R PR AR E R S IERE - RRRYERTHE L
N IRER I HE R 1324 -

KL B SORRER AR L T E L 58
B B IR AR IR ER IR 22 50 T T B A A
S RE DUBE G T8 0 o BRSNS 35 BRIIIR
R E R IEEE TR B e Sy R (Y
APA - B0 : 5 B EOFE B B RIS - ARR
TBals M ~ PAC > 30 ng/dL Jz BB e SR BN
1K Hounsfield units . ZJlEfE ) » A DI FHSGE
SRR AT EL 2 B TG -

EEE

G T (I g i 2 e v R LT i T A B
=715 g (familial hyperaldosteronism
type 1) & glucocorticoid-remediable aldosteronism
(GRA) » i&2 —TEEAMERLAEME - FribrvEEpIR
1 (< 1%) - ‘B2 K Ry 2 R %8 4R 205 (CYP11BY/
CYP11B2 chimeric gene) » E 3 ACTH &
PR [ 533 P DATE TR b B R U S A
[ > LR HIH ACTH LUz 21 422 il I ] i 43
PABI SR » A 1 18 W L] 40 0 IO 9P Y RS A T R

£ 0.9% ; 25 — %J (Familial hyperaldosteronism
type 1) ¥ 2R 7 f# 3& i ; 5 = # (familial

hyperaldosteronism type 1) 52 58 R K| Ze 48
AIAE KCNJI5 » S8 R AR R Y (20 BRAT 30 ) =
IfTLJRR B2 2 Tk B 5 A 57 288 1 4y L I o,
G ] RE K2 53 1 8 E M Y T 28 1 v T LT P
T 2 B A P ] P o 0 0 B R A T AR 2 B K
TR ST - TG T 2 09 A g 22 (somatic
mutations) A HE & EECE b PR A A 42 N HOK
7 AT L A 1 R N [ R S W R - B
41 : KCNJ5 ~ ATP1A1 ~ ATP2B3 » CACNA1D f¢
CTNNB1 ALK 1516 .

KCNJ5 #8224 AH R B (&I B 43 i BR
BT

H 20114 - Choi % A€ ¢ 7 W 1 7
KCNJ5 E: Ky s i 285 (G151R, L168R) » £2
T 53 T R AR TR AT T 5T P 3 b P % A
J PRI B 7 o 7 I R 43 A BB v - KCNJ5
B[R 22 48 L AR A R A A RE I AR R 2 2 T
AT AL 4 LB de i 12 1 5 18 I B 4
AR IR B TERAT Ry 53.0%19%° o ERE R BOH
[ » KCNJ5 #5223 1 i AR BRI AR ~ 2o R
%~ R TR T ITL 7S T ] T 08~ s T Y o 1
DUR it i i e R T 1% 1819242 s (B4R {518
BATRTALIE LR 2 192« AEAHRRE i
Azizan 5 A 53 #7146 {18 F [T B 53 90 R 98 11
R BTSERSRAE Y KCNJIS B 2t (1 I [ 4
IR LRI A 22 R R B m Y BRI R
iRH% (fasciculata-like) fHHaAH K 2° o 1M 76 5 5 2
F= » Scholl % A 531 1 97 Al i 288 1 It [ Pl 5t 2%
EAS BRI ERRUIBR 22099 A » 83 KCNJ5
5 Z2 A P TR A A T S s ) 2 MK B e v % B
ESN i NEREY - NEe N Sy DY d 1 i
F4 Hounsfield units (& PY) » 3 $2 k& Hounsfield
units EHRAE n] BE 2 R Ry SO IR = S HE T R
SYATER 2 e

FRBMESEERENEIRRESS
(R=)

R RN ERLE 2 I F o Bk
FT T RIS B OB B - SR
RS T BRI 1 22 DA~ LA
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K= BEIREZHFTEREHISE (The effects of aldosteronism on major organs)

S2E7 (Organ) 545 (Effect) 2% 3k (Reference)

L (Heart) JE OV REA (Left ventricular hypertrophy) J Hypertens 2012, 30: 1606-1613.

% (Blood vessel)

[l (Pancreas)

il (Kidney)

UL (Myocardial fibrosis)
EPIEIhEES S (Diastolic dysfunction)
LR (Atrial fibrillation)

X Rz AR EhRESS 4 (Endothelial dysfunction)
BIRMEAL, (Arterial stiffness)

Beta #iUThEEE (Beta cell dysfunction)
IR E =2 P14 (Insulin resistance)

FELE A CENE RS (Metabolic syndrome)
B 4> FE IR K (Sodium reabsorption)

Eur J Clin Invest 2011, 41: 743-750.

J Clin Endocrinol Metab 2015, 100: 4339-4347.
JAm Coll Cardiol 2005, 45: 1243-1248.

J Clin Endocrinol Metab 2011, 96: 3175-3183.
Sci Rep 2016, 6: 20862.

Steroids 2014; 91: 54-60.

J Clin Endocrinol Metab 2006, 91: 3457-3463.
J Clin Endocrinol Metab 2006, 91: 454-459.
Am J Kidney Dis 2009, 54: 665-673.

e & (Molume overload)
B EEHEL (Renal fibrosis)
& (Anxiety)

21 (Depression)

i (Brain)

EIIFHRAR (Parathyroid)
PR R
"E5H (Bone)

FIFHR R TCE (Hyperparathyroidism)

B'E k" (Reduction of bone mineral density)

Sci Rep 2015, 5: 15297.
PLoS ONE 2016, 11: e0145946.
World J Biol Psychiatry 2014; 15: 26-35

J Hum Hypertens 2015, 29: 515-521.
Metabolism 2014, 63: 20-31.
Osteoporosis Int 2013, 24: 2801-2807.

{ELUR EF IR D RE S S 2829 o [ 1 e I
I 975 RE 28 PR R B M = IURR R i R e 3
L M BER R AR » ARG R DL R L 5 B
Bl %0 o[RS v R P ARG R 2 1% 0 R
T IR AR M v DLek s 2 4b » BT 20
SRR S B LA (AR P B R 3232
TEZEYREREJTTH - 25 AR LR a s s i
DA [ el 32 5 BEL B 71 (spironolactone) 75 7% -
e EE AR IRAR 0915 T2 B SR A & EL T 17 B0
BRI YR ATt 722 - 2 M MR THR R L F
i 5 S 122 o A LLBE e ] s T EE ]
I3 k- + %5 ¥ spironolactone fiif 52 A~ K - B IR
FAMT mT DABE F B A R/ 1 I 3] 1 52 s L B 71
(eplerenone) {5 3435 » {H J2 {9 5 S5 A I I 5t
SIENR BRI L H AT E R RE % -
BEAh » FE B T A R e S o -, 20 B 1 (] ] 4
LIRS A DEE KCNS fEZesst » FHER R S22
O G EE A HE MR OB RERER
T T BELAHEZeARs 1T 4R s L 3738

JER 2% v o P A B o L R L RO PR
B HHE BT T RE o 08 2 T ] i o e 5 )
IRAIRBEAC RO B A - 3B IR IS A S Al T R
A I S E WA & B s e - B8
I B o 5 DR 184 1 394« STRREL 38 L D i
ik (551 S R 9 % T B A PWVAL S T
{858 D 28 v T [ D i B 2 [ X [Taiwan Primary
Aldosteronism Investigation (TAIPAI) Study
Group] 5 —A 23 PWV HAEM & 75 H 14
GRrdGE  NE A RS — 5 L R R L
BT GEE AT A] e S il i E SZ HD R B |
BRAEAT B 32 IRAE > - S3HMEF KCNJ5 e
A T L AR R i A 2 06 JU PR i e LA BT PWV
EH [N %9 c-reactive protein (CRP) Hin itz
ﬁi 19 |

A Jir 288 1 v P ] R 9 BB PR+ T
B E I RE IR BT 2% o OB IR IR AT
RN AT RERSIAG — > — 2 Ay B[ R &
BT B B SR HTE % 0 S — BRI A
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B : B8 KCNJI5 EREERE 2 BEE IR IR B HER
FHREKETERME - LLBERBEZBRETERE
EEEREYAB K Hounsfield units - EEETIRIE
HARE FIRER - RAEEH 2.5cm - [EERE
2359 Housefield units £y 2.71 o

S HE EL #2155 20 BERET B MRS BB S 5=
ST ULTITREREE 7 o SCRRHR 5 LT 1l 5 20 i
P 52 fhet FEL IR A 95 9 - # m] DA B S 38 DU [l 2]
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The common characteristics of primary aldosteronism (PA) are hypertension and spontaneous hypokalemia
due to dysregulation of superabundant aldosterone from the adrenal cortex. PA is one of the most common causes
of endocrine hypertension and affects about 10% of the general hypertensive population. Unilateral aldosterone-
producing adenoma (APA) and bilateral adrenal hyperplasia (BAH) are two major subtypes. The former has a
hypertension cure rate about 20 to 72% after surgical intervention while the latter should be treated as mineralocorticoid
antagonist. The KCNJ5 gene somatic mutation resulting in potassium channelopathy has known to play a major
role of APA. KCNJ5-mutatnt carriers attribues for 60 to 70% of the APA patients in Asia. We could use plasma
aldosterone to renin ratio (ARR) as an initial screening test and then do confirmatory tests. After confirmation of PA,
adrenal computed tomography (CT) should be performed in all. Before surgery, lateralization with invasive adrenal
venous sampling (AVS) or noninvasive adrenal scintigraphy (NP-59 SPECT/CT) was necessary to identify the origin
of excess aldosterone. Evidence shows long-term exposure to excess aldosterone results in organ damage or
dysfunction including cardiac, blood vessel, pancreas, kidney, parathyroid, bone, psychiatric disorder etc. In view
of this, it could be better for the general hypertensive population if the clinician could have more awareness on
diagnosis and management of PA. (J Intern Med Taiwan 2016; 27: 123-134)





