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Adrenal causes of hypertension include congenital adrenal hyperplasia, primary aldos-
teronism, Cushing’s syndrome and pheochromocytoma. In congenital adrenal hyperplasia
caused by 11 B - hydroxylase and 17 - hydroxylase deficiencies, the important clue is an abnor-
mality in development of genital organ and secondary sexual characteristics. In primary
aldosteronism, the presence of hypokalemia and inappropriate kaliuresis is commonly found
and the diagnosis in confirmed by nonsuppressible aldosterone excretion during salt loading
and suppressed plasma renin activity. The diagnosis of Cushing’s syndrome especially the
determination of its cause is important for the proper choice and success of the treatment.
Pheochromocytoma is a serious and potentially fatal cause of hypertension. The diagnosis
depends on laboratory test result. )
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ulimssdeunannla deunuinlaszadrizailuuds
flunumdaszuuilausznaeaifiea fia mineralocor-

ticoids, glucocorticoids U8z catecholamines \Nadl
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G ‘ﬁ sznuldlu Congenital adrenal hyperplasia,
Cushing’s syndrome, Primary aldosteronism W8z
Pheochromocytoma W BN MWINS RN R 9z UK
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Congenital adrenal hyperplasia (CAH)

nmatewlsigwhrlunsemaTenduasdoy
wanle n1aed cortisol WwNARI %'ﬂznszé‘iulﬁﬁmi
wiswas ACTH findu vinl%iAa hyperplasia 109
adrenal cortex uanmn&i‘lmﬁﬁﬂﬂnﬁmmaLmauéna:u
dutaudan 1w lunsmeewled 11 8 - hydroxylase
w8z 17 a - hydroxylase 3z{n138$19 cortisol aaas &
ARTa T deoxycorticosterone uazinsfiaunévas
androgen .

1391A 11 f - Hydroxylasel") g@mIves
Tafiwuiududuiinemes CAH wilennifess: 5@)
avnenaw s diiiu partial defect §n1317@ cortisol
U198 (partial deficiency) famiAnves deoxycor-
ticosterone, 1l-deoxycortisol W®& androgen @1013
ypalsainazifaluszoennvialuidn Aelionms virili-
zation Wndd precocious puberty Use masculinization
lrw aradulafiogs werdiuluuamdundn

AMINTIFETBUG waa 11 - deoxycortisol,
deoxycorticosterone W&z 17 a - hydroxyprogesterone
qo"lzmmﬂ urinary pregnanetriol W8s 17 - ketosteroids
W

A 17 « - hydroxylase(® asmaiow e
fivinl%Aanme cortisol, sex steroid uATMILANVA
corticosterone W8 11-deoxycorticosterone 81713
wasblnazifialuieu 31519 eunuchoid, Liifitlszindeu

lufidnwaeniane (secondary sex characteristics)

VNI

pseudohermaphroditism 1wa18 mwﬁuTaﬁmqma:
#5uluamiBuadn

AMIMIIINLOIBLN WRAN deoxycorticosterone
Use corticosterone §4 WMRH1 17 a - hydroxyproges-
terone, urinary pregnanetriol U8z 17 - ketosteroids
aé

Primary aldosteronism (PA)

gifinves PA Uszanndasss 0.5-2(4) a1y
fiwuanmszwire 30-50 1 WIS DINTTANNGTU
lafiageazlaiguus anflonsuidesnnrdudia
Tuamidoudn de ndanfledeuuss dasnzvsslunou
amefiu daninann wieesrmakesUfiRnawoid
1l%u1mmaa‘[ﬂu@m°iﬂu‘lwi"s”'m"h Torldusrandisnan
Faidufuanuuus sz szszanaslie

manwmninavedsulluaaiduy u
PA fnaziidnasdfuliuemifondinining usze
Tuasmdealudasnzidde Fafetwes riafniu
deldduilasnzusailionganss duTuuas Bouiss
dag wiafeduidelindelmidsunsalsdsmauann
thzanms 200 mEg win 12 ndudatu luszee 35 5u(59)
Soune 7-38 109 PA AlEFulUuamGnaning usc¥ans:
10-12 189 PA findsnnlinfelmdsuinaainnedsu
Wuasdonfidseglun aedind

AN renin activity 1A aldos-
terone(”) ﬁaumsmwfua:ﬁamq@mﬁuﬁaan:a:ho
#ey 4 21%ed spironolactone 6 DAl WREIRAANINGU
18fi@ sympathetic inhibitor 1 @'fiafl 1¥inRalnidow
WA 120 mEg wie 7 nwaaTuluszar 4 u wie
1% 0.9 % N.S.S hwneafen 4 9w, 4 T

Plasma renin activity (PRA) lu PA 3z
én u.a:Lf]am:éjuﬁwmﬂ“'\ﬁﬂmﬁa s sedussne
uszmaglurinefazlidnraeusuas uskan1sn329
PRA ldnammisuiauszsvinn Seflvavainfa
Tunsfiae i screening test

Plasma W8z urinary aldosterone U3unmuald
aldosterone wilssmzlu PA wannmh 14.0 ug/24 T
Faazmuifisaualu essential hypertension Yaua:
7 5oy aldosterone unmsah W PA dafien
adenoma 11NN 20 ng/dl 1IM1 8.00 U. WHINN
agluriuou 6 wu.) uddazdinsth PA du e



< o 4
i 32 A 3
Hnny 2531

idiopathic hyperplasia Wa 831 aldosterone Hiuiflu

duamzludiszozimiin  ussaglusmwiidinue
] Ail 2 =l| [ . . 2

mAldszmufieIfiu  essential hypertension Ja88%
39 $9iu N13@32am aldosterone warNzaziinny

Juwzuazfenaananh

AMIMBATIHIUUDINNINA aldosterone WAy
wwsai renin activity 3:3luns screen PA ‘&dna
wmvauaszaia(®) Muratani wazwan(®) 1&g sen
WY aldosterone WAL SATINIUVDINMIFUT aldos-
terone URTWMNXY renin activity wuhilsztslums
Sesnlyeldannt

Captopril test Captopril tﬂumﬁaanqw%ﬁuﬁa
angiotensin - converting enzyme rirldsinndswes
renin ML UALAALTINMwBIWAIEAN aldosterone(®)
udlu PA szlifnadonsn fymemddusuta® e
fwmdesutadwsaan aldosterone WRZWNFA renin
activity w84l captopril sztwlunisiisdnlsalé
af'n'.l(ﬁ,m)

PIIAIINNIATINUONTIN Sunaues PA 1
dfgll 2 Ysznfie adenoma wurtzannidensy 65
wde idiopathic hyperplasia Wutlssanadaans 34 49
MITNMIT AU

Wamah 18 - hydroxycorticosterone (18-OH-B)
aufisduly adenoma wnndilu hyperplasia’® lu
adenoma #nAaUn&uey corticosterone methyloxidase
II enzyme

NMIFTIRWIWAIRAN aldosterone W8y 18-OH-B
luvimeuusz mowdsfegluvins 4 wu. W adenoma
@ aldosterone usy 18-OH-B azliifsuutainia
8089 udlu hyperplasia ﬂ'w:qﬁu 4 99z g2nlums
Aenziusnlieldosas 0o(14)

N13@379 Adrenal scan ¢ iodocholesterol
(NP-59) 31783338 adenoma l¢¥esaz 00('9)

MIATIMINMIFENT aldosterone 310 adrenal
vein 2 4y 419#% adenoma wfimganndnde 20 i
viaunnnh daztrlunnResiuenlialtanss os(19)

NTATIEN 7 um Amnenmndmas aldosterone
%8 deoxycorticosterone acetate 8z n13l% N.S.S
dhnaaaiden 49rdnsaeusuaslu indeterminate
hyperaldosteronism 4 swuiasnitfanss 1 uwazn1sly
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dexamethasone G§93:8a aldosterone 1w glucocor-

ticoid - remediable hyperaldosteronism

Cushing’s syndrome (CS)
Laitwulundananime 1001 anudmidu
d‘ 1 o dld Qr a a
amsfinudas wgsdwndanudulsfags Siwmaw
useaRaUnfvesszinden dnvzgaseduiniu CS
P \ a YA X

MIATIDIMNITIN 1 TU Msfesuderanda afudle
2OUUTILNE plethora 2133z TwRIATIZRUenlsAdU
fu cs(') agralsfiand €S Swamuniiadlifiains

classical

M3 cortisol Tumarmanuashufaay
wansi cortisol rgsduniagluinasiung uez
gy diurnal variation luaudnd@iluiiar 16.00 -
24.00 %. dneluiam 8.00 . Uszanmdenas 75
mmmmah cortisol 131 24.00 W. AN UATTIEBIM
fwmman cortisol AT diurnal variation u CS('®)
asasaanmesh cortisol $eitedrdalunnfitaelun
Fadelsn

AN cortisol Wil 24 . cortisol
fiduaanmaleduiiu free form u CS szwuiie
ann 100 ug/24 1.1 deazdanlunsifiaselsn
1o¥aenz 90 uszimrzduanlsadueanluly fuams
nasudsznadess: 3 I@nmwmﬁaafﬂunnztﬂ?m
et screening test

Suppression test e’hu Low dose dexametha-
sone(20)

(1) W 1 wn. 289 dexamethasone 1IM 23.00 -
24.00 %. WATATIVAIWAITAN cortisol $IM 8.00 U.
CS wdannnd1 10 ug/dl (@nd 5 ugsdl) Hlid
muiedsasctsluniiadalinléfonas o8 wuwame
manludiheuaniasa: 1 §lhelufess: 25 uaclu
audmdanar 15 Miiu screening test d@lugileuen

(2) 1 0.5 un. va9 dexamethasone M 6 .
8 ﬂ?amwm 17-hydroxycorticosteroids (17-OHCS)
%30 cortisol uia®17r 24 Tu. uaz@TIINAIRAN
cortisol luSuft 2 W CS @ urinary 17-OHCS ananh
2.5 ¥n./1 nTYVDI creatinine WR: urinary cortisol
AN 25 / 24 TN, Awah cortisol 3T 10 ug/dl

winamamantogar 3 ananwmastigluifaelse
nléa
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wasa1 ACTH CS #ilgunaain adrenal
tumour wnsah ACTH azfifdndr 20 pg/ml (f
Un@luiam 8.00 u. 20-100 pg/ml) walusefifiu
Cushing’s disease (CD) wmad1 ACTH wzin@nie
qﬁu (40-200 pg/ml) Youaz 50 Daragluinusivnd
uszlu ectopic ACTH syndrome wmssah ACTH 1z
g99m 100 \unmewu picogrom Yauaz 65 zieh
wasa1 ACTH Aiu 200 pg/ml(2")

High dose dexamethasone 1% dexamethasone
2 un. Y0 6 T 8 A3 T CD Fwmann (tazancs 93%)
axfininaamas 17-OHCS, cortisol ludssnzus:
WSR3 cortisol 40-50 %o 'lu‘fwﬁ' 2 lu adrenal tumour
WURSNIIMILINdane: 3 n3diATnIndwaINIATaYd
n tumour (fuWn q lu ectopic ACTH WUKARIY
manl#luunssevas bronchial adenoma(?)

3% dexamethasone 8 ¥n. 1281 23.00 -
24.00 %. WRZ@IIINMIFAT cortisol 1IN1 8.00 U.
CD awfiehdnidatenss so ameiitanluniied
T3n CD ¢%anns 95(22)

AIMITAL 7 ‘D metyrapone test Utz ACTH
stimulation test #1¥m3iRaAuLe cortisol Aazdw
wIun133ieds CD wasdanmsuanu'lélu adrenal
tumour 49 tumour cell receptor 989 ACTH Insulin
induced hypoglycemia sz lomilunydifiasizs
T CS :nmiz cortisol §SMIMMATU T depression
%30 alcohol pseudo-Cushing’s syndrome(®) w cs
alifinsifines cortisol usluanzdsnsnaziing
Lﬁ'u%mlm cortisol

aasramwusdeuldwuasin #ufu ma-
croadenoma 8133zLAUNIRAUNAIIAAT X-ray sella
wefiidu microadenoma 81332 1RU " computed
tomography (CT) tumour Ua3daunarnlaaiaiuain
ultrasound w382 CT w30 radioiodinated cholesterol
scan a3t ectopic ACTH syndrome 60-70% LWL
tumour uyaaan X-ray, tomography %39 CT scan

Pheochromocytoma

gUAn13189 pheochromocytoma Uszuim
fovsz 01 - 0.5 vethedwlinanudiulafags o

ar

fidrdfe anudulafiags Yiefswe laduusuns

ynaamaivan

findosen uenvniinrzazdndalsaiilugionanudu
Todag o slaimauauasdainannudu anudulafa
qa"v"{‘;ul,m msLﬁammﬁubﬁﬂqaﬂ%mnvﬁmﬁﬂma:
anudulafiaduiialdnrsuniaifiamiueisanisia
unzifiam i lafog adeldmsamiuduiniria

. & . g0
reserpine #39 guanethidine

MINIID catecholamines LAY metabolites
AIATIINMIaN catecholamine (fum3azaafitheln
m7tenlddfige 1393939 metabolite ludas iz
sxfnamimanu|e(ed)

NMINTIINRIRIN cat;.cholamine Tosianzifon
mmﬁﬂw‘luvimaumwﬁaﬁluauﬁﬂ 30 w1 lu pheo-
chromocytoma 3:{fganI1 2,000 pg/ml fendn
1,000 pg/ml Alnirziiiulsed udthehagszwin 1,000
2,000 pg/ml ﬁm:éiaam'aamoﬁaaﬂﬁ%mﬁéuw‘ﬁ'mau
AMIATAWMNSN catecholamine Hu §zeInUSTEINID
av1lusmeAfinsndsves catecholamine (fun 1
fomrseTehawmmi catecholamine ?{ﬁd'nqoﬁ”'uaw
wuluanzin 1 @8 13w hypovolemia myganidg
m ansfitumadunse mguuwd anudulafad
amzsiremaluidendy M3y intracranial pressure
miznedendiaw  mzlans anudu  hemolysis,
hyperbilirubinemia waems Winwethd Wy methyldopa,
L-dopa, histamine, glucagon

N1INII9 urinary catecholamine Wi meta-
bolite zinanranisuiosny 3-21 uss¥osns 3-23
mud16u(2427) 1130979 urinary vanillylmandelic
acid (VMA) ldnaaramanudeoas 3-50(2428) aag
#3279 urinary metanephrine 3210w screening test i
Bafioldtars: 95 waansfazvinldnanasiafialy
wiifouninman9 catecholamine unz VMA lunsdl
fiimIn&swey catecholamine udn q amasram
goslmludssme 24 va. ovesWldthganhundideau
mafudssnslutiiionsuse mandudassu
fiuFaed creatinine Wmdaamzaztwldnranuanuiia
Undlunrindsvesaas lumludraiuwld

msarelaumsaszfunionamandses
catecholamine msns:e‘jumwﬁ'wm catecholamine
&w glucagon 2 wn. davdhnssadien luswAermudu
Tafialiigo anudulafiaszozamedadindy 100 aw.
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159N WASAMIIIIWMIEA catecholamine 1-3 WIAindY
%1 1w pheochromocytoma sefinmRntaszeslun
atios 3 Wvda = 2,000 pg/ml ST IR
Tafi@ 20/25 wa.Usan(2®)

ATsnAMIWEMas catecholamine &2 clonidine
300 un. N9UINATIINRIFA catecholamine 2-3 Tu.
w¥olken lu pheochromocytoma fwmah catechola-
mine 3¢ lianaamieludinin 500 pg/ml(33) uad
il Fnasomaay (32

MINTIIMIGIUBUITBY pheochromocytoma
laen13vi" cumputed tomography T83@aunNINn R
vudamnhawedlan 1 ou. WmdAliu  tumour

2191 selective arteriography .14 pheochromocytoma
finguandaamuanlaviinsarawmaa1 catecholamine

M selective caval sampling 81338V UAUIVDY
tumour 1§ 35andnatefia '3'I-meta-iodobenzylgua-
nidine (MIBG) scan f J927Wa3739W1 pheochromocy-
toma muszuenaannuInlannanIu metastatic site
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