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JR ST 2 B B BR R A9 5 BT S S

% E ok IR 3% A ® &L EAE
FIAf G e 8B A £ 5
QLN A ¥ lekia

w 2

J& 35 M % 8 B) B8R JE (primary aldosteronism) & B AT & F .89 K 4 M & 2 B (secondary
RFRBARERGEEFAECH LE—F TR RMTAAHERR
(screening test) * i 77 B% E] &R R JE (plasma aldosterone concentration)ﬁ%ﬁliﬁ & 71 % & P (plasma
renin activity)Z tbfxﬁ_(ARR)(aldosterone to renin ratio) K #30 ng/dl per ng/ml/hour & B 4% 5%
(confirmatory tests) : 1.2 R4 B & #K 3K 5% (oral sodium loading test), 2.#F Mk £ 32 £ Bl /K 4 /£
A5 (intravenous saline infusion test), 3.Fludrocortisoned? #] 5% (Fludrocortisone suppression
test), 4.Captopril test : FETZ o 3 7T 1 —F #7551 &85 B8R 72 X R AE T 8249 32 A (subtypes) *
5 ] &R 9 Bk AR 9B (aldosterone producing adenoma)(APA)& 4 18] B L A% 3§ 4 (bilateral adrenal
hyperplasia)(BAH) X & £ 47 & & M ¥7 & #% % (high resolution computed tomography)(HRCT)# 2%,
B LB A% Mk BUER &% 4% (adrenal vein sampling)hw vASE 3| 35 B o 85 B8R 9 b IR B A —FE T A K b
J% 31 AT (adrenalectomy) B Z e & » AV E LARIG A B A A AR - AL E R RATHR
P S EE B BRI S BT ILIS  AFRR - AR B R R AR A B o R AY R T AR AR T AR
fe 8RBV S B B BRJE o 30— UM F AT R A A XA AR 8 e v LG R

hypertension) °

184-191

FA5Es0 : TEEIM S I0E (Resistant hypertension)
{E[N$F (Hypokalemia)
R 22 S EEEEE (Primary aldosteronism)
K22 S 1E (Secondary hypertension)
A% [EEH 0 I BR B8 (Aldosterone-producing adenoma)
EE {1 ES - BRIZ A (Bilateral adrenal hyperplasia)
e — A PR [LF (metabolic alkalosis)HYTE 2l A
RIS IR o PR T 75 5 52 B8 15 2 o
DU B IR I % g 28 & 1 R ~ ZE € A & I (essential hypertension)ﬁﬁU%iﬁi\%[ﬁﬂlﬁ—ﬁ%%%
JAR ~ JUH[E] 74 15 B2 (resistant hypertension)8X (5 [l PEdMmAR » (HESHEH ANE o HiEConn{E1955

JARYpE A\ AE A 2 A A A ORI T (hypokalemia) BY

R — R IR o B B B E (primary

BregA s AN AR : 300 4T TR —BE690IE  HiAT i s BT A AR
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aldosteronism)f%' » 1 A\ FfAA %S IR A St —
AHIISE o Conna® s 7 B 2 IEE [5] B AE 2 W] R
) — X #E 14 /S [MFA (secondary hypertension) °
At DA ZE N LA T G AE MG [ o 5 3T Eh 2 Jae R
T S o 1 o TR PRRE 2 72 45 K 2 1 1 AR
HE - UBUR IR Z B0 1T 25 (prevalence) il
{£(0.01~1.5%)* ° 7E19814F-Hiramatsu§ i X LL
1111775 5% [&] )92 ¥ (plasma aldosterone concentra-
tion) B2 [f11 {5 9 /] F& 15 M (plasma renin act1v1ty)Z
EL{E(ARR) (aldosterone to renin ratio)fi % fifi i
B B Z O B2 S B 1 e e [ e 1) i »
DRI R KR ER = 1 LCRE ARSI A > 1T e[ il 73
W HRIE (aldosterone-producing adenoma)f 2 th
LI T2~618 o 5 K BB BRAIBABE R 12 1961
AR G B R AL 5 R I S — A I 1
e R SR AE > 2 1% A5 BH LELAE o 955 91 B i 5 e
TEAE B B8 5% o H el R I e R [ AR i
AT KRG A = BRI AR S5~13%7" > 72
H Bl i LAY RS IR o

JEC S e v I LT i 2 5 1M v R ) R T
P AZ AN (< 1.0 ng/ml/hour)” Sz [T P ] i i 72 1
e HA—E & HHRIMET » HE F3FLm Al
S IE > 20084E Mulatero™ AHIHEE H A
20% 119 A BRI T 5 (BAE AR5 KR
W — et » 7E1983~1993 4 [HITE 108451 i 5 1
TP IS ERRE A9 A A 201 8 1 (> 3.5 meq/
L) o BEIR88 %Y N A KIMETSE » {HFIH30%5H
N SEAEARTRE AR » i AL P 3 ) sl e s A\ H
43%" o ‘eI LR (subtypes) » H 4 EHYET
et 2 5y ) £ R 5 ) 7 i o e e L 3
‘£ (bilateral adrenal hyperplasia) * K# 751k i 5%
P v W [l W RE 2 359 B2 60 %" B 5 AU 73 Il 155
BN LR 4 (primary (unilateral) adrenal
G W I [ P o2 -
Hiﬁ-?(aldosterone—producing adrenocortical car-
cinoma)(<1%) ~ 55— AU GRIp 1 v I8 (2] Ml A (I
K8 E?T%{“J_T:ﬁ”& A FE A AE ) (familial hyperal-
dosteronism type I (glucocorticoid-remediable
aldosteronism))(<1%) ~ 55 U5 1M 5 I [
Flil{iE (familial hyperaldosteronism type II) (<2%)
e BT I R 7 s P e B 1 B (ectopic

hyperplasia)(2%) »

aldosterone-producing adenoma or carcinoma)
(<0.1%)  H-AiE K7 B i )4 1F AU K B I FE K
2R AP T R - JUE th 2 DUMVE ik 138
5 P 7 H0 1L IO s I T D 05 5 M 5 2R 30 - i
PR E457 R LAAE /N B A8 e N B e 2 s i [
P = I JBE LA R A T 2 1 v L W i B 5
I A A a2 ZRIBE B 5 B 278 DAE IR AR 2 0
LIi2l » nl#a T dexamethasone S H2mgiG & o
T FAM R LA T 1% (&1 6 5 2 (ng/d L) B 1ML
1E5R 11 1E M E(ng/mL/hour).Z HL{EARR (ng/dL per
ng/mL/hour) i £ & 5248 5 (screening test) » FFLL
fife 32 @& (confirmatory test)JILAGZER 5 3lfi Al —
*ifﬁiﬁﬁ”fﬁkﬂﬂ ZH - ﬁﬁ;‘f@m@k.ﬁﬂrﬁ’]’ﬁ
sl MG AR AR s mHEBRAE
@E HiI R HIR G R 2 5 #E2 ?ﬁlfiim[ﬂlgﬁ’ﬂhr ’
DR B Bl 5T I s B B R B B R
L2 ER - DIRE 5 A B R G % -

LUN B8 7% e iR 8 P m e [ e 2 n] R
PE > Wi — S INLIGEE ¢ 1. SRS G S
2 JEE M S IR 3.5 ERRE A O « 405
2055 FHE N = IMIAR 5 5% B i AR (BGkE AR
160 KK IE B AT IR BEAA 100K K ) 5 6.135E

RS MR s 7.8 M Of 20 =K

(LVH) ° °

- EERREE

H AT LLARR i £ fifi #4558 o (HARR . Z B
B (cut-off value)[ER% VA &M 2 19814
Hiramatsu#$ 5 ARR A A 751R 1] §E 77 B[]l 73
WRIE - /o220~ 75HImT RE B EE (B ARG AL > 1
AREVE 5 LR SE 5 /N2 20° © 19904 L% Gordon
S L3O fi i 128 A B ) BRI > 72 199437 1= 111 JAR
R R v I ] RE Y BT 2R B9 %
WeinbergerfFinebergt 19934t LL30 & =i
HL A OF My B[] AR K220 ng/d L g VR 5% 14
T I [ BRRE ) A2 Bl R e > th {1 28 B B2 B o i
JEFEE (sensitivity) [ £90% * MFFELE (specificity)
91%" 5 20054F I Mulatero ¥ 73 35 LI30 & (i
fi EE A B A BRAIE - (L& OF 10075 2 15T R 255 K
15 ng/dL" » FiT LU ARRIEA 230 » FAM G 7H
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% g it — L DU S Bm A2 i BUAE -

(ELTE R 0o iy 2 11 5 1% [ 0908 2 e IV R )
FIEERE » HEE = E LG IIARRE E 14
B AR BRI T SRR ¢ 1R A LEMER SR D —
/NRE 5 2. R R AR ISR E I LR IE + 3.4
{5 I spironolactone HILLZEE 5 2 /D 7S ~ 1
angiotensiniB{LEFHI I (ACE inhibitors) ~
angiotensin 114257 #SFHETHI(ARBs) ~ 3 -BHERH
Fe Bt - FEL BRI I BT D R = o
BRI ETAIREE N & D s e S ERAY 73w 5
A -FH 7 v] §E & i false-positive FU#5E 5 o 1M
angiotensinf#{LEGHIEIE ~ angiotensin 1T #2578
FHET 7 Sz dihydropyridine $%5 - PH Efr 71 Il €r 3& 5
false-negativel'Jfi R+ TESLIETE T B AT LAET IR
L a -BEL I 751 Jse I A7 418 e T A 422 i ofi JBR 2 = {HL
HEE 1 Hangiotensiniig | LEGHI I fosinopril 5
dihydropyridine#%f - FHE Blamlodipine ¥ fifi 2
7 TN
— -~ TEERRRE

HA PURE AR EE o Al T
(—) ~ I AREREE £ #5EB# (oral sodium loading test)

{EIM R el R8sl IE R M T2 1% - /A
ez AE — K218 mmol Z S (F512.828
AALER) 2 mEMER R » TEEE = KRB DU
TP NI )M R PR R A B (R~ ST
SR (creatinine) © F3AERZHE I SREEE [ 40rY) -
/NI 2 BB F FE S RE K200 mmol 0 TR
PSR A A K333 nmol (R 7312 1 @) BT 221
JiR % 1 v R [ A o
() ~ i AR 2 A B K g v 38 (intravenous sa-
line infusion test) :

TERATR (overnight) ZZERIIE UL T » WIATHAE
PR B K DUHE @ PY 7 NIRE 2 B it I i A7 (0
IR o Wi I A B e N 2 I AR R gk e
SERCHRERE > Fhil e AR A 2 IV R [ BR
o L T T 8 P 10 ng/dL » FITRTE2ER 5 [
FEVE SR EEAE 5 /T 25~10 ng/dLAI R HEfEE(HI
B RS AS s IR AR5 ng/dL? o HE
A PG A2 N LASE R AR R K g S
W TS > 135 B ] AR 2 o & 2 240 s {H
iR P v B [ B E 2 98 A HIES o 38 (I B B ) B8

B4 EX Dl

il e 9 N 75 ERAHE R & - BRI L2 E i
Z ek R o

(=) ~ Fludrocortisone |l il 35 (Fludrocortisone
suppression test) :

¥ [ AkFludrocortisone acetate’s 7~/ \MRF0.1
mgtt UK - R =BG TR LR 2
ve o AE BE A B H R G R A 2 1B K IS
PHAEF RIS« (RS PR Hhim s & Az s i
[E IR » =26 ng/dLA AT 32 E R 58 1% = %
[ B> o AZEFE I RS HH A 2 e IR AU 2 ek
J& i e O R A e o o (HE R e HLE e >
HZ TR REE B L L ER DN H Al gE1E
L EE SR QTRIFE 2 £ ME(QT dispersion)X& il
AN EE o H RITORER 53 1 5 B A B
Fludrocortisonef{lIfill 7% » M LA K 4= ¥ £ oK
i ARz
(PY) ~ Captopril test :

T PR 0V (] 98 . e IV R ) 32 T 1k
Aii— ~ —/NFFE R [ flecaptopril 25 ~ 50 mg * {E
IEFAETE T VS I & R 52 captopril #1 & T
RE 30 % 5 H [ 28 1 v 1% [ ) iE AR 2 HI 5 »
HE MR IS8 S 23  Captopril
test{ERfEERF2 B b R ke il 2 aEl e — AR A
e s HRGHEFE (accuracy) FIAT AR 4= B £ B /K i
HiBE AL WE A ] RE & A false-positive ]
false-negative s 5 3 {HCaptopril test 7] [F] FF e
AEK IfTL B T ARG 2 2 A K g R Bl T rT RE T i
[MEE » HCaptopril test5 fIfEE ~ HE > AT LUE
% — (I S aF ot Al kB o SR B KB LA
losartanHU{X.captopril {811 i1l 3 e 8 P LK HE Fir 5

e

Do B ERIEZER
— ~ BEB 15 (posture change test)

9 A BT — WA AR - f KR I
FEAB UG 28 2~4/ NIRF FEHHER —2R/0M - BRI 2R 1M
TEREEIEHRREE » 3558 R @R —K50%LL EHI
Bl R s RER oy SR L R A 251 R
JRE - {5 ] il o 0 A TR e i iz T Wi o] e 1 8 2
B W IAE G 2R 2RV A R S N BT
BANRNE SRS &S Sl gy =3
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— BB

E AT A LA e AT 5 28 MK & 4 72 (HRCT)
BRZ R i A (MR ) 285 7132 F g (51 B 70 il i
FAFIEE(E ARG A > B W& 2R 4B A
B (HAA B R R i AR v AT R R
fgHkse” » CalE AR R20.5 A 7 HINESRE - 52
1G22 R e R NI AN — o A I (] R o s
i > A AT REE I D) RE SRR B2 BE I 1 g 4=
Gt 2 B K Efi(macronodule)™ o {5 2k 25
IR AT R < A BRI RE - th IR A R S
o s sy R Y E o Ml LIHE |
R EFAR IR B A (adrenal vein sampling)itE—# 1
% Wl -
= RTBEEaE

AT A% BRI b A ] LUE B HAMER Ak B R
i 2 A IIEE 5 P'I-6- B -iodomethyl-19-norcho-
lesterol (NP-59) scintigraphyse i AR » 1%
[T P 73 e JRE EENP-SORERZ ST » T B -
WA HIREERS - (H U R s B HRAN &
LR R T R O B R R R N BR T 5 NP-59
scintigraphy 7E/ NS 1.5 70 IR #ERS AN3: - %
FAAEH N 1 59 Z 380 N7y Wb B #8 (microadeno-
mas)FEIAA . HEAE R AU S I 2 BT FA
AR - HAETKE RO EAFEEHTS - H
20094 A1 £ 55 HINP-59 SPECT/CTH 7 1]
LIBAgE st 5 2 B R HE L » Sifi H 3 DURE
e b B T I AR i A 17 JE 125 Y i 3 1
22 I [T I 7 0 e 5 P (U B g A o
T v I (] i 78 5 ] LU S o LA Al 2 e
1 B 5 8 Be /0 T 18 199147 12 H F1120074°3 H [t
2547 % ] 1) 7 W e TR 9 A B 0 1 o 9 th 238 B
LINP-59 scintigraphy g2 i i [5G fi 730 B feg i F e
FEF573.3% ©
M0 - B CIRAEAREVRERTE

HER R R MFRE B L AREPIR (adre-
nal vein) J J&] 33 EIR PR HU A Y I8 [ O 1
(BRI R AR IR &3k - Bt LR I REAE
T L AR ER ARG A B ] (orifice) FHENURGHE > Tide
B DKL AL R R - P AR P9 2 28 [ WSy A VY 2
fi (cortisol )R LUKR IE WA BRIRR 722 + fZ B i
R FEAE R b I B S8 sk e L L ZH B /D

KA G A Forig & — B E i HRta o g
] ) B iz "B R 55 ) A B L R I K
TS FRIRE DR fE > (HAEEHH(contralateral )&
- BRERAR RIS = A 8 Ak o Al B mT A2 B
U P28 [ W)k 5 308 52 47 Wl (1ateralization)™ » 177 BRL{HI
Vi 5] P 2 308 5 4 (L PG (1 ] 4 W B e ) o2 T
T RRYIBR T (adrenalectomy) ' E FESE o Fr LI b
R G ETSU AR oy 2 1 B P 2 10— {161 AL i 1) = il
W ERE LI E /2 & 1T _E IR UIBR T 82 ARt
WHES  EAMEN] LB RS LB F il YRR R D)
Re i Bl BN E RS AR A OF 2 BRAS RN ¢ R
Z o e DI 2 G R A A v e R 2l T
FI8 N BRI - TR B B2 e
P o R SRR i 4 s 1 32 B WA 5T I 5 s R A 1
TR R R T A Al FS 87 % Je T1%" » TR bR
AR R AR B A2 B U T £95% » PR
S A[EE100%” o HE - BRERIREHUE Gk & — 1 Al
SRR > T BRI S R R Al AR
11 MAFEEEFH A -

=P

JF A e v [ P A V5 P R AR i 1) I (]
P 3 b R 7R e BRI b R A ] LU B R YRR
B o T A Z TR ] A v MR R KK Ifm 1 m]
{FHARAYGE - HERET - MBSGEFE %1 ~ 6
& F e 28 1E 819 2l i K2 » B R Al
FH G e g = BB B R UJBR 75 (laparoscopic
unilateral adrenalectomy) * [A]F ISR F1iTiG#
V2R 15T I 73 v R R V) 16 7 B R A2 52 N BRI A
g 2 T MEEHEEFFZS’ o AWFFEEAR 351 B 16 AR 73
W B A FRRUIBR i B HES2.3 £
223 H 1% » fEAA AR EE G2 (cure rate)iE
100% 5 MHFHUHEIERE 182 + 31FE=E 138 +
162 KK AL » FIIETIRIRGE109 £ 17/%F 82 +
SRR - RIMIERER F540%(14/35) » TH:
BR60% T ESE » W H AN A A R E]E
e MR 5 P A R # g A (K 1 $5iE 2R & 15
E o SIS REBT 2 [T A 22 7E 2 57 154 [ i >
IR R AR B RR UIBR flo 12 0692 A i A KGR
JIMAETC » TR A 1 B 955 Al 1% I #1165 R
HIEH - otz Ess S A %A 52% 009 A H & i
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> 30 ng/dL per ng/ml/hour
(B IMTEEEEENRE > 15 ng/dL)

B wik BR % M £ A5 ER D)

1. B R

2. o L R

3. B LA S e I

4. /NFA 20 B FEER A iR

6. B AR
7. B G LA

5. BEESIE (BHEFEASRY 160 ZAXORIESETIREEAR 100 ZAKRAT)

y

L7 P [ P EE AL 7 5% 0 3R P o LA

ATRERS IR S M R I AE

y

(4 FE R Bk ES 3¢ Captopril test)

IR S MR B HRE

T R ER (HRCT)

S

BAIE LA (WHRIER) THEREEEIR D W HHE ERgt

A

A 4

< 30 ng/dL per ng/mL/hour

R MR EEE
ARG I

ZRRE M eI B

B L ASHPIRAUERETAR B0 NP-59 scintigraphy B L BRI B AR

A 4

/\

BE[EHR IR

SRR RG4S BT & EK#G i (macronodule)

SRR ARG 4 S M N UAIRE (microadenomas)

B— : ZERF M SEBIERER ZEESHR D WIRBNE QI CIRIBELRE -
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JERSES ARG » 18 G R BB Ea h HIA R
UT60%H I N 4532 B IR UIBRI 2 B PRAE 3
HAKER Y (FFE90%)E— i A RIRIEER » B
DER A RE — R M B A RIEIEH 5 i
[MBRFIPRAE R R f % % B K FE Y (multifactorial )5
> [N PR R AR 2 B S e 5 (duration) ~
e A E M ERR I E ~ ¥fspironolactone & R
Js e 75 FH 470 v 11 JBR S 47 ) e R 2 5 B R i 5%
#ERTREA A 5 1T G KB e S RLIUR A 1 A B
A S5 1 v B R i 5 B - R B e &
TR ELBIE33 ~ 65 % o {EfliiR IGE | - itk
B —RENFEIF L s » 15 H spironolactone
AOERATATHYES » Bl DY MIBREEY) » a2 250
JEE 65 ¥ I A P B A o v (H AN 4 Fe G LB o
B JE S 792 P2 3.0 mmol/L > DURE 6 R 18
T 5= S 0 RS2 400 1 35 R 2 KK 1 (5] I i
(hypoaldosteronism)5 | #2.Z (R IM#H » [FIIRFAE T %
FAY T 16 22 RS 7 IR N B Z SRR

IR EEME IR A QI LI RRG#E - — %
J i LU 6] ] 57 #8 +75 DU (mineralocorticoid re-
ceptor antagonist) spironolactoneiG#& » HAJAHTH]
HAGRBRR12.5 ~ 25 2w o i H o] LI hnE|
TR 4002 ve LIGE BIEANBE FH $1EE 1 #l /E I 15
& T REAERT IEH M » B AERR UGG B AT P 2]
ARV Vel LR T PNG OISl
BEIREL 5 8 H A & OF A (I 9 A EL AR 1f $7
fE T A7 BTG S - (H & M B PRI T RE R
FIVUE] ) GRR A & BRSO £ 3
(AT LD E At e i B2 S5 W) A 42 il i JBR 5 3
{ESIE H #)15# % spironolactone Y 7l & 7] LUK
VEIFFR25 ~ 50 Z5 °

{Hspironolactone§/T = [&] {id H {'F A £ 55 14 ]
REJZE 2 Q2 REFRREE ~ P RRIRIAE B 55 1k 22 2L E
iR > T AR B R TGR B SR AT 2 MR R AT RE &
i BF AT AR - S B DL R & 3k
0] L% & {# F amiloride B triamterene 5K U,
spironolactone' © T HI[f eplerenonef L iii » &
& — HE PR M R [TV 52 B 15 U7 (selective miner-
alocorticoid receptor antagonist) * R E
spironolactonefJRITER] » @ —FHFTHERE" -

+za
=Tl

IR e e LT I 72 A o SR 5 | EE R S 1 1
IMBRR R AT » FBATAS AR BT A IR S ALY
5~13% » DIF A ER R B AM AT Bk Z 2 S
LA LIEGZET AR - S0 R HAM B LA
7 R [ 0 P B 0 Y5 ol ) 8T T o B s i 28
TH > BHRARIHTIN 7 HERTZERZR o B RS
ORI e he B« S I YA T4 ] B B I o )
VG Z FLIE AR 30 ng/dL per ng/ml/hour » H.{f
A LT B[S R 15 ng/dLEYIR A LUER S A
Bahn LAG2H - it —2 DL i R SR RS g b e
B - T8 B2 A A 2 B 2 B R T 0 b Ry / B
(R bR Af (R g A > B n] DI
PREFIRHER it (E e — 2D g2l (lel—) -

S A 2 D e I [ ) v A A
TRUREE [ 73 s iR S BE RS g A= JE e B »
D] % [ ] 3 W TR 5 O R s e v I R 2w DA
L RRYIBRIR BRI > B AR E S SR E
FERr g - BRI g EHILIRERE
5 o E iR DABE S A <2 #8455 | spironolactone
SCEE PR I [ <2 B8 5 T leplerenone A g 5 F
i DAL B = R EEY G 5
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Primary aldosteronism is the most common form of secondary hypertension. We got more information about
this disease in recent years. We could use aldosterone to renin ratio (ARR) above 30 ng/dL per ng/ml/hour as
screening test and confirmatory tests (oral sodium loading test, intravenous saline infusion test, fludrocortisone
suppression test or captopril test) in diagnosis, and we could also differentially diagnose the two major subtypes
of primary aldosteronism, aldosterone-producing adenoma (APA) and bilateral adrenal hyperplasia (BAH) by high
resolution computed tomography (HRCT) and even adrenal vein sampling. APA could be cured by adrenalectomy,
but BAH was treated medically. In hypertensive management, by reviewing of the diagnosis and treatment of
primary aldosteronism in this literature, clinicians should pay much more attention to and find possible occult
primary aldosteronism and thus aggressive surgical intervention or medical treatment is indicated. ( J Intern Med

Taiwan 2010; 21: 184-191)



