AVS- INMPQTOKOAAO

ADRENAL VEIN SAMPLING PROCEDURE ADRENAL VEIN SAMPLING PROTOCOLS

» Y116 ouvexn €yxuon ouveeTikic ACTH (50ug/hr)

Adrenal vein catheterization

Bilateral simultaneous .

» Bilateral sequential o

Segmental AVS

Au¢non TG MOavoTNTAG ETTITUXIOG

Aev €xel onuacia n wpa dIEVEPYEIAG TOU KABETNPIACOU
ATtro@euyovTal TUXOV dIOKUUAVOEIG TNG AAdOOTEPOVNG
EmTpétrel To d1adoxIkd KabeTnplaoud

Aev peiwvel TIg TBavoTNTES TTAAyIoTToiNoNG (;)

m * AladoxIKOG KABETNPIACUGG, CUVABWG TTPWTA TNG

None 0eCIAC TTIVEPPIBIKAC PAEROC

BETH Eol0s 1250 He) e 270 TTPWTA OEiyuaTa £XOUME ATTOTEAETUA
» ACTH infusion (50 pg/h) KopTICOANG evTdg 20-30 AeTTTWYV



AE ENINEO®P

KopTi{6An (ug/dl)

DRC 4pU/ml

Selectivity
Index AE

NEPI®EPEIA

KopT11{6An (ug/dl)

30

35,2

AP ETIN

KopT1i{oAn (Hg/dl) Bl V4

Selectivity
Index AP

NEPI®EPEIA 1

KopT11{6An (ug/dl) | 37

15,8

38




DRC 4pU/ml

AE ENMINE®P
AANdooTEPOVN (pg/ml)

AP EMIN
AANdooTEPOVN (pg/ml) EZAeel0ly]
KopTi{6An (ug/dl)
Ao6yog

KopTi{6An (ug/dl)

Aéyog

AP2-AE2
IEVCIEIUREN R Yl AP/AE >26.4 >4 lMAayiotroinon apiorspa
Contralateral ratio AE 0,1 <1 KaraoroAn 6&éia
Ipsilateral ratio AP >2,8 >2 YepéKKpIOn apioTepa
NEPI®EPEIA NMEPI®EPEIA 1
AAdooTEPOVN (pg/ml) 356 ANSooTePpOVN (pg/ml) 473
KopT11{6An (ug/dl) 35,2 KopT11{6An (ug/dl) 36.5

Ao6yog 10,1 Aéyog 13




TAYTOXPONOZ KAGETHPIAZMOZ

AAAO KOPT A/K SI AP-AE
AE=IA 1660 1240 1.3 332 Lateralisation index AP/AE 231 >4
APIZTEPA 20000 646  31.0 17.3 Contralateral ratio AE 0.1 <1
NMEPIOEPEIA 366 374 938 Ipsilateral ratio AP 3.2 >2

200TAON VIO APICTEPN ETTIVEPPIOEKTOUN




[MpoTUTTN AVO@OPA ATTOTEAECMATOG

AE 1 | AE2 AE 3 APl | AP2 | AP3

* 2UYKEVTPWOEIG 0ADOOTEPOVING, KOPTIZOANG EMINE®PIAIKH DA.
Kal Abyoug aAdooTepovng/kopTI{OAN yia Abboatepévn (pg/m1) §333 | 6333 | >1000 | 2310 | 2430
i . KopuLohn (ug/dl) 1440 | 1420 | 1380 | 760 | 980
KABg deiypa AAAO/KOPT | 3.8 | 4.3 « 3 | 25
EPIOEPEIA
; ml) 805 | 912 | 851 | 804 | 833
Kopn{ohn (ug/dl) 47 | 488 | 467 | 401 | 385

adaomort] 17 | 157 | 152 1 201 | 216 R
Exiv/Koptllepio
» KopsEx 30,7 | 29,1 29,6 19 25,5 .

(Selectivity Index -SI)
Ezlmm‘ (Sbj-s e vail vail vai vai vai

* selectivity index pe Ta cut-offs
. . . HTAATTIOHNOIHEH
« lateralisation index pe Ta cut-offs Fsscitaswlaad | AR=AP

Contralateral Ratio (CR) 0.

Ipsilateral Ratio (IR) 0,3
IYETAZH || PAPMAKEYTIKH ANTIMETQIIIEH

1 )

* contralateral ratio ME TA cut-offs ' Lateralization Index (LI) (>4) 2,3 Immbonsromﬁym YIIEPEKKPIZH

Aidyvworn Kal TTpoTeivouevn BgpaTreia




N\QTTOPOCKOTTIKN
apIoTEPN
ETTIVEPPIOEKTOMN

)

()

IZTOAOIIKH: «Aidxutn kai eoTiakd olwdng utrEPTTAACIa QAOIOU»

» > 1adiaknf ojaAotroinon Tipwyv All (~100-120 mm Hg)/T1ARpNn¢ di1akoTr)
QVTIUTTEPTAOIKN G AYWYNG

=» AAdooTepovn <10 pg/mi- 2 yiveg uty: 66,2 pg/ml
= Na 143 mmol/l, K 4,3 mmol/l



MPQTONAOHZ YINEPAAAOXZTEPONIZMOZ

ANNALS OF
INTERNAL MEDICINE
VoLumE 44 Janvary, 1956 NumMBER 1

PRIMARY ALDOSTERONISM, A NEW CLINICAL
ENTITY * 1

By JeroMe W. Conn, M.D.,, F.A.C.P, and LaAwrexce H. Louis, ScD.,
Ann Arbor, Michigan

* YTTEPTOON

* YTTOKQAIQIUIQ

_erome W. Conn, 1954 » OyKOC ETTIVEQPIDIOU



O TTpwTOTTaONG UTTEPAADOOTEPOVIOMOG EIVAI OUXVOG

Primary Aldosteronism:
A Needle in a Haystack or

a Yellow Cab on Fifth Avenue?
Gian Paolo Rossi, MD, FACC, FAHA

<1% aoBevwv

ME APTNPIOKA
UTTéPTOaON

20% aoBsvwv

ME APTNPIAKA
uTTépTacn

srimary aldosteronism in
__ rension. | Lab Clin Med
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Kaplan NM: The indd of primary
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45:1031-1032,

Kaplan NM: Commentary on incidence of primary
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Conn TW: Plasma renin activity in pris
JAMA 1964, 190:222-225
Conn TW, Cohen EL, Rovier DR, Nesbiy men . rmvnimenarcamen,
primary aldosteronism: a detectable cause of curable
“essential® hypertension. IAMA 1965, 193:200-206.
Cwn TW, Rowiner DR, Cohm EL Nub-tm Nemhlnunk
-

hmlnll IAMA 1’66. 195:21-26

Conn fW: A concluding response. Arch Interm Med 1969,
123:154-155.

11.2% aoBeviov pe TpwTOSIAYVWON

PAPY Study 2006:

aApPTNPIAKAG UTTEPTAONG

Patients with hypokalemia (%)

Rossi et al., 2006

_IPH [ HA ERAPA
%1=31.4, p<0.0001
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Prevalence of PA (%)
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o
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O TTpwTOTTAONG UTTEPOAADOOTEPOVIOUOGC EXEI

ETMITITWOEIC TTEPAV TNG APTNPIOKAG UTTEPTACNG

Augnuévog KapdlayyeIakog Kivouvog

ZUYKPITIKA pE ATOMA pE 1I810TTAOR UTTépTOON KAl
TTAPOUOIES TIMEG APTNPIAKNG TTiEONG KAl d1dpKEIa vOoou.

Augnpévn ouxvoeTnTa NPAviong
KOPOIAYYEIOKWY CUMBAUATWYV

odds ratio 4.61
(Catena et al, Arch Intern Med. 2008 )

AEE:4.2,
Mn Bavarn@opo Epepayua puokapdiou: 6.5,

KOATTIKR) Hapuapuyn: 12.1
(Milliez et al, J Am CollCardiol 2005)

AunuEévn ouxVvoeTNTA ENPAVIONG VEQPIKWV

ETTITTAOKWYV (GFR, aABoupivoupia)
Sechi et al, JAMA 2006, Rossi et al, Hypertension 2006

Ymreprpo@ia AP kolAiag

2aKXapwodng AiafRTng

OcTteorépWON




O TTpWTOTTAONG UTTEPAADOCTEPOVIOHNOG EXEI

£101KN AVTIMETWITION

XEIPOYPTEIO ANTAIMQNIZTEZ MR

100 Tablsts
SPIRONOLACTONE

ALDACTONE®
25 mg Tablet

« ATTOKOTAOTOON
UTTOKOAIQIMIOG
« BeATiwon/utroxwpnon

UTTEPTOONG 7 -

° Bg )\Tiwo'r] -rrapa“ éprV EPLERENONE TABLETS 50MG O OOO
KApOIaKNG Kal VEPPIKAG OO0
AgIToUpyiag | R —




APXIKOZ EAEIMXOZ (SCREENING)
A NMPQTOMA®OH YNEPAAAOZTEPONIZMO

ENAEIZEIZ * Mikpi nAikia 9-37% (| SENS/NPV)
* AVOEKTIKN UTTEPTACON / | TPpéoAnYn dAarog

» AUTOPOTN 1) TIPOKANTAUTTOKAAIIIG >

* YITEPTAOIKOI ACOEVEIG PE HOPPWHA ETTIVEQPIDIiOU

|

J | ANAOETEPONH }—l

i H pevivn gival xapnAn | aveotaApévn
Pevivn AAdoOTEPOVN
(MIU/ml) (pg/ml)

476 1230




AgiloAoynon Tou Adyou AANdooTepovng / Pevivng

Ox1 eupéwc atrodekTa cut-off

PRA PRA DRC DRC
(ng/ml/h) (pmol/L/min) (mU/L) (ng/L)

XEIPIOPOC TOU OEiyUATOG

PAC
(ng/dl)
PAC
(meIIL) :fltie:stt:nmne Et\'eﬂcgnin Effect
Factor Plasma Levels Levels on ARR

Medications®
g-Adu]nergu( blockers g g g 3 :;g; Z e ” A ”
entral agonists (FP)
(eq, clogldme, UV r]Kgg al “O nl.IJIGg

- a-methyldopa)

q) A aKa NSAIDs D DD U (FP)
p IJ K" -wasting diuretics RU uu D (FN)
K*-sparing diuretics U uu D (FN)

ACE inhibitors D uu D (FN)

ARBs D uu D (FN)

Ca®* blockers (DHPs) RD u D (FN)

Renin inhibitors D DU U (FP)

, , » Potassium status i
|
ETTiTreda kaAiou sty o™
Dietary sodium

D
U
Sodium restriction u uu U (FN) y ,
Sodium loading D DD U (FP)
shanciogase D 00 v [MTpOooAnwn aAatog
Premenopausal RU D U (FP)
women (vs males)®
Other conditions
Renal impairment R D U (FP)
PHA-2 R D U (FP)
Pregnancy U uu D (FN)
Renovascular HT U uu D (FN)
Malignant HT U (VY] D (FN)




O aocfevng pag...

105 EAeyxog P.T. ™M1 pevivn | pevivn
APAZTIKOTHTA PENINHZ 6 0228 )
(ng/ml/hr) i * Emhepevovn S OTAAGAN

* YopoxAwpoBeialidn

AANAOZTEPONH (pg/ml) 343 76 . Orpecapravn

232 * ApAodiTTivn
ARR (ng/dl: ng/ml/hr) 5,71 <30
2°S EAeyxog « Mepropiopodg
>YFTKENTPQXH APAXTIKHE 20.2 3.33 TPOGANYNCS VaTpiou
PENINHZ (pU/ml) : . (NipediTrivn)
AAAOZTEPONH (pg/ml) 462 10-160
ARR (ng/dl:pU/ml) 2,31 <3,7

2UoTaon yia auvénon mpoécAnyng varpiou (6 yp): Pevivn 2,1 yU/ml



EmiBeaiwTikn dokipacia

ATT6 TOU OTONATOG
@OpTION HE GAOG

Iv éyxuon NaCl 0,9%
(SIT)

KaraoToAn pe

@0BopI1oUdpoKOPTICOVN

TeoT KatrToTPiAng

Tpotrog ekTéAeong

MpdéoAnwn GAatog 6 gr nuEPNTiwg yia
3 pépeg emPBeBaiwpévn pe 24wpn
ouAhoyn oUpwv. MpdoAnwn
OUPTTIANPWHATWY K, WoTe TO KAAIO va
dlaTnpeitTal G€ UOIOAOYIKAG ETTITTEDA.
24wpn cuAoyn oupwv yia
aAdooTepovn TNV 31-4" pépa

O aoBevng TTPETTEI VA TTOPAMEIVEI OE
UTImia B€0n yia TOUAGYIOTOV pIa Wpa
TIPIV KAl KATd T SIGPKEIA TNG £€YXUONG
2 1t NaCl 0,9% iv o€ 4 h apxiovTag
atré Tig 9 . Métpnon PRA,
aAdooTePOVN, KOPTICOAN kail K o€
xpovo 0 kal oTIg 4 WPEG-
TTapakoAoubnaon All & oeUgewv

0,1 mg @BopioidpokopTI{dvn po KAEBE
6 h yia 4 pépeg. ZupmrAnpwpuata KCI
worte 10 K va diatnpeital 4 mmol/l kai
oupttAnpwpata NaCl woTe n
atékkpion Tou va gival 3 mmol/kg BX.
Tnv 4" pépa PRA kai aAdoaTepdvn OTIG
10 1T ka1 KOPTICOAN oTIG 7 & 10 T

A@oU ol aoBeveig kabBioouv | oTaBouv
yia 1 wpa TouAdyioTov, AapuBdavouv 25-
50 mg kaTToTTPIANG. Agiypara aipatog
yla Tpoadiopiond PRA, aAdoaTtepdvng
Kal KopTi{OANnG AauBdvovTal o€ xpovo 0
Kal 1-2 WPEG PETA EVW O OOBEVAG
TTapapével KaBIoToG

Epunveia

ETi ammouciag ve@pikng
QVETTAPKEIAG aAdoaTEPOVN
oUpwv <10 ug/24h atrokAeiel
Tn didyvwaon Tou MA.
AAdOOTEPOVN OUpWV >12
ug/24h oclpewva pe Ta
0edopéva Tng Mayo Clinic
K@vel Tn didyvwaon tou MA

AAdooTEPOVN >10 ng/dl
empBeBaiwvel MA.
AAdooTEPSVN <5 ng/dl
atrokAeiel MA . Tiyég 5-10
ng/dl ap@iBoAeg

AAocooTepovn >6 ng/dl
empBeRaiwvel Tn dIGyvwan Tou
MA, pe PRA<1 ng/ml/h apkein
KOPTI(OAN aTo deiypa Twv 10
T va gival IKpOTEPN aTTd OTI
0TO deiypa Twv 7 T WOTE VA
ATTOKAEIOTEI O CUYXUTIKOG
mapayovtag Tng ACTH

EAdTTwON NG aAdooTEPOVNG
TouAGxiaToV KaTd 30%

Meplopiopoi

H dokipacia 8¢ Ba TTpéTel va yiveTal
o€ a0BeVvEig pe pn eAeyxopevn
uTTéPTaOT, KOPOIAKNA VEPPIKNA
AVeTTAPKEIQ, KapdIlaknA appubuia Kai
oofBapn uttokaAiaiyia.

H dokipacia de Ba péTrel va yiveTal
O€ a0BeVEiG pe pn eAeyxoOuevn
uTTéPTAOCT, KAPOIQKK VEPPIKN
aveTTapKela, Kapdlakn appubuia kai
ooBapr uttokaAlaiyia.

ATroTteAei TTOAU euaioBnTN Kal
AiyoTepo ereuBaTikr péBodo oe
oxéon pe 10 SIT

WYeudwg apvnTikd rj apgiBoia
atroteAéopata

ErBeBalwtikEC SOKLUAOLEC

ANdooTepOVN >10 ng/dl : MA.
ANdooTEPSVN <5 ng/dl : 6x1 MA
Tiyég 5-10 ng/dl apiBoAeg

AANdOOTEPOVN
ng/dl)

pg/ml (




KaBopiouog aitiou rpwtotradoug
UTTEPOADOOTEPOVIOHNOU

ETEPOINAEYPH YMNEPEKKPIZH AMOOTEPOIAEYPH YNEPEKKPIZH

* Adévwpua
» YTrepmrAaoia

XEIPOYPITEIO

ANTATQNIZTEZ MR

= e

@ [SPIRONOLACTONE)
ALDACTONE®

25 mg Tablet

EPLERENONE TABLETS 50MG
— COOO
1SRIP OF 10 TABLETS

AedopEva OTI N XEIPOUPYIKN AVTIMETWTTION UTTEPTEPEI
Moapevépyeleg QAPUAKWY

MoiétnTa {wng

MeTaBoAIouog udartavBpdkwyv/ooTeoTropwon (?)
? MakpoTrpdBeauog KapdiayyeIakOS KivOuvog?

O
O
O
O




A1GKPION ETEPOTTAEUPNG- AMPOTEPOTTAEUPNG

UTTEPEKKPIONG

* Mn eupéwg dlabéoiun

Al0B€o1un
donvA
* Mn etrepBarikn

ms? | * AKPIBN nEBOdOC
» Texvika amraitnTiky/ TTpwWTOKOAAO-cut-offs

[Mepiopiopévn dlayvVWOoTIKH akpiBeia « AgIToupyIikn diIdyvwaon, avayvwpion
AADOCTEPIVWHATWY HIKPOTEPWYV ATTO TN

OIaKPITIKN IKavoTnTa TNG CT

TuxaiwpaTa

Acuppwvia Twv duo pebddwyv 38%

H atreikdvion 8a odnyouoe O€:

» ETepdTTAEUpPN £TTIVEQPPIOEKTONNA TO 15% a0BEVWV PE APPOTEPOTTAEUPN UTTEPEKKPION
*  Mn xeipoupyik avTINETWTTION 19% acBevwV PE ETEPOTTAEUPN UTTEPEKKPION

* E&aipeon Tou AdBog emriveppidiou oT1o 4% £TEPOTTAEUPNG UTTEPEKKPIONG




The Management of Primary Aldosteronism:
Case Detection, Diagnosis, and Treatment:
An Endocrine Society Clinical Practice Guideline

Patients with Hypertension that are at Increased Risk for PA

:

: - + Patient Unwilling/
PA Unlikely #—— | ARR to Detect Cases (@00 k= = - - - - -
nlikely ARR to Detect Cases (1|@®00) -:- - Unable to Proceed
K renin st :
* PAC >20 ng/dL .
T 1 1
PA Unlikely <«———— Confirmatory Testing (1|@®00) ¥ ¥
+ No Need for | | 100t with MR
Confirmatory Antagonist
A J Testing (2|e®00)
- Adrenal CT (1|@®&0) <-4 (2|@000p

If Surgery Desirec

Subtype If Surgery
Testing | Mot Desired

m— D HAIkia < 35 pye auBopunTn uttoKaAIaIyia,
| AS(19000) aAdoaTepdvn >20ng/dl, eTepOTTAEUPO

MOpwua otnv CT

Bilateral Unilatera . . .
¢ ‘# (weak recommendation, very low quality evidence)
Treat with MR Antagonist Treat with Laparoscopic

(1|@®@®0) Adrenalectomy (1|@®@0)




2 UVOTTTIKO

* AOBEeVNC 63 ETWV UE I0OTOPIKO DUCPUBUIOTNG APTNPIAKNG UTTEPTAONG
a1TO 3€TIAC PE TTOAAATTAEC AANAYEC QVTIUTTEPTACIKNG AywyNnC.

* Tuxaia aveupeBev adsvwpa AE emivegppidiou 2,5 ek

* OpHOVIKOG EAEYXOC OUNBATOC HME TTPWTOTTABON UTTEPAADOOTEPOVIOUO
* Alevepyela AVS — mmAayiotroinon AP

* ETITUXNG DlEVEPYEIQ ETEPOTTAEUPNG ETTIVEQPPIOEKTOUNG AP



The true mystery of the world is the visible, not
the invisible.

(Oscar Wilde)

izquotes.com







DRC 4uU/ml

Right adrenal gland

Right adrenal
vein

AANOOOTEPOVN 1260 1620
KopT1i{6ANn 122 1200
Aoyo¢ 10.3 1.4

Selectivity 1 2

Index Right kidney

AE

41 34.1

NMEPI®EPEIA AE 1 2
AANdOOCTEPOVN 597 356
KopT1i{6AN 30 352

Aoyo¢ 19.9 10.1

successful i

Catheters inserted in the femoral yeins

Inferior phrenic  Left adrenal gland
ein

AANdOOTEPOVN 20000 20000 14888
KopT1i{OAN 560 525 589
N\oyo¢ >35.7 >38.1 25.3

Selectivity 1 2 3
Index
AP
15.3 33.2 15.5
AANdOOTEPOVN 473 501 466
KopT1i{6AN 36.5 158 38.1
Aoyo¢ 13.0 31.7 122

!_aterallsatlon AP/AE
index

Co_ntralateral AE
ratio

Ipsilateral ratio AP

AP2-AE2 AP1-AE2 AP3-AE2

28.2 26,4 18,7 >4
0.1 <1
1.2 2,8 2,1 >2




AVS

e ANYnN aigaTog TAUTOXPOVA ATTO TNV ETTIVEQPIDIKN QAEBA Kal ATTO
TTEPIPEPIKI PAERA yIa PETPNON AADOCTEPOVNG KAl KOPTICOANG

* H emiTUYia TOU KABETNPIOOUOU EAEYXETAI UE TO AOYO:

KOPTICOAN (etTive@p)/ KOPTICOAN (TTEPIP) —Selectivity Index>3-
5

* AI6pBwWON TWV CUYKEVTPWOEWY aAdoOoTEPOVNC Yia TTIBavi
apaiwon artro aipa TTou Ogv TTPOEPXETAI ATTO TNV ETTIVEQPPIDIKN
PAEBa: uttoAoyiloupe Toug Aoyouc AAdooTepOVN/KopTICOAN
o€ KABe aipyoAnwia




MAayiotroinon Baocel Twv 010pBWHEVWY WS TTPOG TV
KOPTICOAN TIMWV AADOOCTEPOVNG

* MeTaU TwWV OUO ETTIVEQPPIDIWV

P

v MeTa&U TOU E£TTIVE@PEIOIOU KOI TNC OVTIOTOIXNC TTEPIPEPEINC.

| ‘ Karaaro)\n TOU aAAOU mIVEQPPIOIOU
J &, Contralateral ratio<1
B [AAdo/KopT (un emikp))/

[AASo/KopT (Trepi)]

Ipsilateral ratio>2
[AASO/KopT (e1TIKP)]/
[AASO/KopT (TrEpIp)]

EtepotrAcupn: oTo éva amva(p'pigib o A5§og AASO/KopT TOUAGYXIOTOV SITTAGOI10G
a1rd TNV TTEPIPEPEIA KAl OTO AAAO XAMNASTEPOG AUTOU TNG TTEPIPEPEING.
Ap@otepoTtrAsupn: Kal ota dU0 eTIvEQPiIdIa Adyog AASO/KopT> TTepIPEPEING



APXIKOZ EAEIMXOZ (SCREENING)
A NMPQTOMNAOGOH YNEPAAAOZTEPONIZMO

ENAEIZEIX - Mikprj nAikia 9-37% (| SENS/NPV)

AVOEeKTIKA UTTEPTAON | TpéoAnywn GAatog

AuTOpaT 1) TIPOKANTUTTOKaAIGIKiO >

YTTEPTAOIKOI AOOEVEIC NE HOPPWHA ETTIVEQPPIDIOU

K, ACTH

N}mpom!_ A\6yoc ahdoaTepovne/pevivng (ARR)

/
' LATEIOTENZINH It

!. 6TENZINH Km'c:xpc':m;’nh.lm H20 e re r V4
- Améxkpion K H pevivn gival xapunAn R aveCTOAMEVN

ArTEl
| PENINH <

2

Pevivn AASooTEPOVN
(MIU/ml) (pg/ml)

476 1230




O TTpwTOTTaBNG UTTEPAADOCTEPOVIOHOG EiVAl CUXVOG

Primary Aldosteronism:
A Needle in a Haystack or
a Yellow Cab on Fifth Avenue?

Gian Paolo Rossi, MD, FACC, FAHA

<1% aocOevwyv 20% aoBevwv
ME APTNPIAKIK) ME APTNPIAKIK)
UTTEPTOOT UTTEPTOOT
Kaplan NM: The indidence of primary aldosteroniem ln Conn IW: Plasma renin activity in primary aldosteronism.
e e L JAMA 1964, 190:222-225.
Kaplan NM: The incdence of primary aldosteronism in Conn [W, Cohen EL, Rovner DR, Nesbit RM: Normokalemic
- dal® hypertension primary aldosteronism: a detectable cause of curable
2;!!;‘,‘.‘.‘:3‘,",, «J G Bmen 1565, “essential” hypertension, JAMA 1965, 193:200-206.
lan NM: Commentary on incidence of primary Conn W, Rovner DR, Coben EL, Nesbit RM: Normokalemic
m‘mhn: <urrent m‘l’:mloa: based on objective primary aldosteronism: its masquerade as “essential”
data, Arch Intern Med 1969, 123:152-154 hypertension. JAMA 1966, 195:21-26.

Conn TW: A concluding response. Arch Tntem Med 1969,
P T 5-10%




MNpwTtoTTang UTTEPAADOCTEPOVIOHOG-ETTITITWON

PAPY Study 2006:

11.2% ao8evwv pe TpwTOodIdyvwon
APTNPIOKAS UTTEPTAONG

| —— PH [l HA HEAPA
| | —
92.9 - 52 83.1 ) 12=31.4, p<0.0001

1
g ‘ | 100 7 oo B
2 751 oo | P = ,
§ . | E 90 1--{928 f----
g | | & :
- R N e R s
E 5 20l
0 % 70 T "1 """"""""""
& > '
= B g0 ] | e
S0 +—Romal " Grade THT ™ Grade 2 HT™ Grade 3
PH APA IHA (n=139) (n=484) (n=349) (n=154)
Disgnosis Classification of BP and HT

Rossi et al., 2006



Pevivn-AyyeloTevoivn-AAdOOTEPOVN

‘. t K, ACTH
4\ | AAAOZTEPONH ,—1 \ t
F R .\ [ANAOZTEPONH
i Katakpdrnon Na+ H20 VI e |
¥ A [ .TENZINH Il

Atrékkpion K f

ONO 2 L'F‘)?EI”C")TENZINH Katakpdtnon Na+ H20
Atrékkpion K
PENINH < ATTEI ONO
‘ PENINH |«




APXIKOZ EAEIMXOZ (SCREENING) lNA NMPQTOMNAGH
YNEPAAAOZTEPONIZMO

ENAEI=ZEIX *+ Mikpr nAkia
» AVOEKTIKN UTTEPTAON
« AutOparn r) TTPOKANTH UTTOKAAIQIMIO
* YITEPTAOIKOI aoBeveic uE HOPPWHA ETTIVEQPPIDIOU

Aoyoc aldooTepovnc/pevivne (ARR)

Pevivn AASooTEPOVN
(MIU/ml) (pg/ml)

476 1230




H XPHZH TOYARR AY=ZANEI TO NOZOxTO AIATNQZHZ
AZOENQN ME NMPQTOMNAG®H YNEPAOZTEPONIZMO

number of cases of PA per year

[] BEFORE ARR
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*QapuaKeUTIKA (AVTAYWVIOTEG AADOOTEPOVNG)

-ZmPOoVOAAKTOVN (50-400 mg/24h): ye avemBUUNTEG OPACEIC YUVAIKOUAOTIO & O/ XEG
EP.

-EmrAgpevévn (50-150 mg/24h): Aiyétepo 1oxupn (60% NG 10X00G TNG
OTTIPOVOAQKTOVNG) KI ETTOMEVWGS MIKPOTEPN QAVTIUTTEPTACIKN dpdaon, OXI AVETTIOUUNTEG
OpdaoeIC.

-ApuUAopidn (5-15 mg/24h): avraywvioTng emOnAIakwy dlauAwyv Na Kai
KaAloouvTnpnTIKO dloupnTiKG. XOpnyYEiTal O€ TTEPITITWON KN AvoXNg TwV avwTépw | oav
CUUTTANPWATIKA BeparTreia.

- 21NV TrEpiTTTwon GRA xopnyoupe Tn JIKPOTEPN duvaTh OOCT KOPTIKOEIOOUG UE OKOTTO
TNV odaAoTToinon TG Al kai Twv emTTEdWYV KaAiou (de§apedalovn 0,125-0,25 mg R
mpedvilovn 2,5-5 mg nuepnoia Bpaduvi xopnynon).

- To kdAlo, n KpeaTtivivn Kol n Al Tp€1rel va TTapakoAouBouvTal TAKTIKA TIG
TPpWTES 4-6 efOOPAdEG BepaTTEing.



OPMONIKH APAXTHPIOTHTA

gmageEaC . AASOOTEPOVN 1-4%

KopTi{OAN 1-47%

DHEA/DHEA-S
KatexoAapiveg  3.1-5.6%



Oonyiec pérpnong ARR

ARR measurement

A. Preparation for ARR measurement: agenda
1. Attempt to correct hypokalemia, after measuring plasma potassium in blood collected slowly with a syringe and needle (preferably not a
Vacutainer to minimize the risk of spuriously raising potassium); avoid fist clenching during collection; wait at least 5 sec after tourniquet
release (if used to achieve insertion of needle) and ensure separation of plasma from cells within 30 min of collection.
2. Encourage patient to liberalize (rather than restrict) sodium intake.
3. Withdraw agents that markedly affect the ARR (48) for at least 4 wk:
a. Spironolactone, eplerenone, amiloride, and triamterene
b. Potassium-wasting diuretics
c. Products derived from licorice root (e.g. confectionary licorice, chewing tobacco)
4. If the results of ARR off the above agents are not diagnostic, and if hypertension can be controlled with relatively noninterfering medications
(see Table 2), withdraw other medications that may affect the ARR (48) for at least 2 wk:
a. B-Adrenergic blockers, central a-2 agonists (e.g. clonidine and a-methyldopa), nonsteroidal antiinflammatory drugs
b. Angiotensin-converting enzyme inhibitors, angiotensin receptor blockers, renin inhibitors, dihydropyridine calcium channel antagonists
5. If necessary to maintain hypertension control, commence other antihypertensive medications that have lesser effects on the ARR
[e.g. verapamil slow-release, hydralazine (with verapamil slow-release, to avoid reflex tachycardia), prazosin, doxazosin, terazosin; see Table 2].
6. Establish OC and HRT status, because estrogen-containing medications may lower DRC and cause false-positive ARR when DRC (rather than
PRA) is measured. Do not withdraw OC unless confident of alternative effective contraception.
B. Conditions for collection of blood
1. Collect blood mid-morning, after the patient has been up (sitting, standing, or walking) for at least 2 h and seated for 5-15 min.
2. Collect blood carefully, avoiding stasis and hemolysis (see A.1 above).
3. Maintain sample at room temperature (and not on ice, because this will promote conversion of inactive to active renin) during delivery to
laboratory and before centrifugation and rapid freezing of plasma component pending assay.
C. Factors to take into account when interpreting results (see Table 4)
1. Age: in patients aged >65 yr, renin can be lowered more than aldosterone by age alone, leading to a raised ARR
2. Time of day, recent diet, posture, and length of time in that posture
3. Medications
4. Method of blood collection, including any difficulty doing so
5. Level of potassium
6. Level of creatinine (renal failure can lead to false-positive ARR)
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Figure 1 Effect of KCNJ5 mutations on adrenal glomerulosa cells
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Diagnosis and Classification of Diabetes
[}
Mel I|‘II5 DIABETES CARE, VOLUME 35, SUPPLEMENT 1, JANUARY 2012

Table 1—Ediologic classification of diabetes mellitus

XN A W

D. Endocrinopathies

Acromegaly .

Cushing’s syndrome DM/IGT 10 -50%

Gl Corry et al, 2003
ucagonoma Giacchetti et al. 2005

Pheochromocytoma Reincke et al, 2009

Hyperthyroidism Fallo et al, 2009

Somatostatinoma

Aldosteronoma

Others
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