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Etreiyovra YrepTaoika ZUppBapara
AIAKPINONTAI ZE:

YTrepemeivouoa KaTtdoTaon Emreiyouoca KataoTaon

(EMERGENCY - HTNe) (URGENCY - HTNu)
2AlN >180mmHg & AAI > ZAN >180mmHg & AAI >
110/120mmHg 110mmHg
O¢eia amreIAnTIKA yia TN {wA Ox1 ogeia atreIANTIKN Yia TN {wN
rapouaia BAGBNS opydvou KOTaoTAON
AMEZH - TTpoCeKTIKA PEiWON Ox1 mapouaia BAARNG opydvwy-
NG Al pe iv xopriynon OTOXWV
(Pqpdewv — VOONAE&ia NMPOOAEYTIKH pein'r] NG All
O TUTTOC TNS BAGBNC TOU HE P.0. PAPHAKEUTIKN aywyn
opYyAvouU-oTOXOU KaBopilel TNV
KOTNYOPiol TOU (pOPHUGKOU, TO TAXYZ PYOMOZ AY=H2H THX Al !
OTOXO KOl TOV pUBUO pEiwong BAABH OPI'ANOY 2E OIMNMOIOAHMNOTE
NG All EMNINMEAO AY=HMENHZ AN !

ESH-ESC guidelines. European Heart Journal 2018
American College of Emergency Physicians Clinical Policies C. Ann Emerg Med 2013

Bert-Jan H. van den Born et al. Eur Heart J - Cardiovascular Pharmacotherapy (2019) 5, 37-46




EmidnuioAoyia

AINQZTH n emimrrwon Twv HTNe/HTNu oTtov yevikd TTANBuoud
lNoocooTo 0,5 - 4,5% Twv TTEPIOTATIKWY TwV TET

1/200 aoBeveig Trou TrpooépyovTtal ota TEIN mlava va Eéxouv HTNe,

a1rd AUTOUG TEAIKA dlaylyvwokovTal 1-3
75% o1ayvwopévol AY + 50% £xouv AaBel ouvtayn yia avti-AY @apuaka

Augnaon Tou apIBuou TwV gl0aywywyv aAAd Peiwan TG BvnToTNTAG

Pinna G et al. 2014 PLoS ONE 9(4): e93542
Marik PE et al. Curr Opin Crit Care. 2011 Dec,;17(6):569-80
Zampaglione B et al. Hypertension 1996; 27: 144-7

Bert-Jan H. van den Born et al. Eur Heart J - Cardiovascular Pharmacotherapy (2019) 5, 37-46



[MpodI100eCIKOI TTAPAYOVTES KIVOUVOU
gpavions HTNe/HTNu

MeyaAn nAikia (>60 eTwv)

Puli (Aocidreg & Appikavoi)

ATTOUdIa UYEIOVOUIKAG aaPAaAiong

loTopiko AY (emmirtwon: 1-2% OTouC UTTEPTACIKOUGC A0BEVEIQ)

Prwyn N un-ocuuuopPewon ornv Bsparrsia / KAKO¢ EAsyxoc tnc AY
Auénuévn mpooAnwn NacCl

o AyxoC - OTPEC

o ANWn @apuakwy — ouciwv

Peixoto AJ. NETM 381;19, November 7, 2019



O1 ouvnBeoTepol TUtTTOol EMERGENCIES HTN

Emitayuvopevn/kakondng utmrépraon: 11 AY & oidnua omrTikng OnAng
(ap@iBAnoTpocidomradeia 1V A lll) * TMA, ONB
- NeupoAoyika cuvopoua
YTTEPTAOIKN EYKEPAAOTTABEIO
Eyke@aAikr alyoppayia
YT1rapaxvoeidng algoppayia
loxaipikd AEE (euBoAn 1 BpouBwon)
MeTd atrd BpoufdAuon o AEE
OCU Tpaupa eyke@AAou
2.Uvopopo Guillain-Barre
Kapdlayyeiaka cuvopoua
Occia 1oxaipia Tou puokapdiou / OEM oe oTtepaviaia vooo
Oceia apioTepr) KapdIaKn AVETTAPKEIA / TTVEUMOVIKO 0idnua
OCUC aopTIKOG DIAXWPICHOG

Carl J Vaughan, Norman Delanty. Lancet 2000; 356: 411-17
Sarafidis P, Bakris G. Chapter 37 Comprehensive Clinical Nephrology 2014



O1 ouvnBeoTepol TUtTTOol EMERGENCIES HTN

Ne@poAoyiKa cuvopoua
Oceia N TaxEwg eCeEAICOOUEVN OTTEIPAMOATOVEPPITIOA
Negppayyelakr utrEpTaon
AuTtoavooa voaoruara (JE TTPOCBOArR Tou VEPPOU)
META a1Td JETAPOOYXEUON VEPPOU

KaTtaoTAOEIC UTTEPEKKPIONS KATEXOAQUIVWYV
Kpion ¢aioXpwUOKUTTWHATOG
AANNAETTIOPACEIC TPOPIUWY TTOU TTEPIEXOUV TUPAMIVN UE TOUG OVAOTOAEIG
Llovoauivocidaong

KataoTaoeic OXETICOMEVEG ME TV EYKUHOOUVN
ExAapyia

XEIPOUPYIKEC KATAOTACEIC

Carl J Vaughan, Norman Delanty. Lancet 2000; 356: 411-17
Sarafidis P, Bakris 6. Chapter 37 Comprehensive Clinical Nephrology 2014



OAPMAKA - OYZIEX

oTEPOEIdN), MZAD, Kokaivn, cupTtaBopiunTika, EPO, KukAooTTOpPIVN,
avaoToAeic MAQO, avaoToAcic-VEGF

Etravep@avion tTng utréptacng (earvouevo rebound) JETA ATTO
OIAKOTTN TWV KEVTPIKWGS OPWVTWY a, aywvioTwyv (KAovidivn,
LMEBUAVTOTTQ)

Carl J Vaughan, Norman Delanty. Lancet 2000; 356: 411-17
Sarafidis P, Bakris G. Chapter 37 Comprehensive Clinical Nephrology 2014

Bert-Jan H. van den Born et al. Eur Heart J - Cardiovascular Pharmacotherapy (2019) 5, 37-46



NMaBo@uoioAoyia ETreiyovrwy
YITEPTAOIKWY ZUHMBAMATWYV

e 2TEVWON VEPPIKNG apT. e 2UMQOPNTIKN KapOIOKN
« PaloXpWHOKUTTWHA QVETTAPKEIQ

o TPOUUOTIONOC X * YTTEPTAOIKN EYKEQAAOTTAOEIQ

Eyke@aAIKn alyoppayia
Oceia 1oxaiyia puokapdiou




NMagoOuoioAoyia: Mnxaviouog autoppuBuIong

Cerebral

Ailarnpeitar peragu MAIT 60-120mmHg hyperperfusion

Cerebral
blood flow

70

L1 -1 min-!
00g ) Autoregulation

IKavoTNTA TWV TTPOTPIXOEIOIKWV o arteria|12o
OQIYKTAPWY TWV AYYEIWV va HETABAAAOUV essue (o e
TNV PO AigaTog WG aTTAvTnNan OTIG
OIOKUMAVOEIC TNG OUCTNMATIKAG TTiEONG ME
OKOTTO va dlaTnPEiTal PUOIOAQYIKI TNV

AIJATIKN pon oTa {WTIKA opyava

Henal Autoregulation
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== Renal blood flow
= Glomerular filtration rate

Alarnpeital peragu MAIN 80-180mmHg




NMNagoOuoioAoyia: Mnxaviouog autoppuBuIoNng
oTtn Xpovia AY

H xpovia auvénon tng¢ AlT TTPOKAAEI JETATOTTION
TNG KAUTTUANG auTtoppuBuiong TTpog ta AE=/A,

ETTITPETTOVTAC OTOUG UTTEPTAOCIKO!T Y00Beveic va
dl1aTNPNOOUV PUCIOAOYIKNA QIUAT val
ATTOPUYOUV UTTEPPBOAIKEC POEC OE Gt

upnAOoTEPEC TIMEG Al

EmTAEoV, UTTOPEI VO TTPOKOAECS POL
AEITOUPYIKEG KAl OOMIKEG AAAQYEC v QPTNPIAKI

EYKEQAAIKN KAl VEQPIKI MIKPOKUKAOQOpPIQ

2.€ VOPHOTAOIKA N 0pldKA UTTEPTACIKA dTod,
OTTWC €ival Ta Taidid Kai ol EYKUEC, Td
OUUTITWHATA KAl Td onUEia Hiag KATemeiyovoag

KATdoTadong UmépTaong HTopei va cupPouv oe
XapnAotepa emineda ATI
(amoucia autoppUBuIonc)

(% of baseline)
3

Cerebral Blood Flow

v
(=3

Intraglomerular pressure

Complications from Acute
Severe Hypertension

Diffuse endothelial inju
Retinal damage
Cerebral edema

Normotension

Chronic
hypertension

Risk of Injury from Excessive
Treatment
Cerebral ischemia

Renal Autoregulation

Impaired autoregulation

Normal autoregulation



NMAOGODYZIOAOTIA EMNEIFOYZQN & YMNEPENEITOYZQN

YMNEPTAZIKQN KATAZTAZEQN

I hSpaar a ZNEZ

3 B VaTRIOUENoN

‘¢ R-AIT 3 AITL

|

- WUTTOQOTOLIKEC EWIGTEIC
THIKG TOME

CUCTTOAR TOU E-EWH.LI'I'I'EI:II:I.I? EVEpYO
Oy KOU

/-ln

i unxavien SaTaon

) i KL (ac
I".I.il' |.,||| r P [
P KUTTapoK! s EVERYOMOINO. Jou mREnc
FAETMOMNH/GPOMB1. LJATTEIOZYEZTTAZH

Vaughan and Delanty Lancet 2000; 356:411



MOavocg rabo@uaoioAoyikdg pOAOG TOU AYYEIOKOU
EvOOONAioU OTO UTTEPTACIKA ETTEIYOVTA

Platelet aggregation
DIC

- Fibrinoid necrosis
Perivascular oedema

Mormotension
or
chronic hypertension

Hyperensive Hypertensive
urgency emergency

CJ Vaughan, N Delanty. Lancet 2000 356: 411-17



ETTItTAOKEG a1TO Opyava oToxoug oTi¢ HTNe

e Kapdid | x 08U éugpaypa, Ioxalyia,
SR KAPOIaKI AVETTAPKEI

W Y1TepTOOIKN eyke@aAoTTabelq,

8\ EHPPOKTO, aigoppayia

' £PPIKA BAGBN-aVETTAPKEI

o Wlhaxwpiopdg

. ExAapyia

o EyKEQAAOC

o Ne@ppoi
e AopTN 7.
o MAakoOvrag = - gl HE



EMITAXYNOMENH — KAKOHOHZ AY
(malignant hypertension)

O1 eKAUTIKOI  TTAPAYOVTEG Yia TNV aipvidia atroppuduion TnG All dgv civail
TTANPWC OIEUKPIVIOHEVOI

20-40% OeguTtepOTTOON AITIO, KUPIWC VEQPIKA

Auénuévn Al (1oTopikd adiayvwoTng N appubuiotng AY)

YmrepTaoikn ap@iBAnotposidotradsia:

IV otadiou [appoTepOTTAEUpO oidnua oTrTIKAS BNARG (Keith-Wagener )] kai/)
[l oTadiou (aipoppayieC & ClOpWUATA OTOV AUPIBANOTPOEIDN, XWPIC oidnua
OTTTIKNG BNANG) |

OpouBwTIKA pIKpoayyeloTTadeia (TMA)
YTrepTaoIKn eyKEPaAotradeia (15%)
+/- O&cia kapdlakn avetrdapkela / ve@piki BAGRN

Bert-Jan H. van den Born et al. Eur Heart J - Cardiovascular Pharmacotherapy (2019) 5, 37-46



NMAOODYZIOAOIIA BAABHZ OPIFANOY 2TOXOY ZE HTNe
KAKOHOHZ YTMNEPTAZzH

severe
uncontrolled hypertension

pressure-induced increase in (renal) : -
natriiresls vascular resistance autoregulation failur

R

v

RAS microcirculatory ' target orgar/‘

activation damage damage

In malignant hypertension, a sudden increase in vascular resistance and pressure-induced natriuresis trigger
a vicious circle leading to RAS activation and a further increase in BP and microcirculatory damage.
Autoregulation failure and microcirculatory damage are at the foundation of the target organ damage

associated with malignant hypertension

Bert-Jan H. van den Born et al. European Heart Journal - Cardiovascular Pharmacotherapy (2019)




IXTOAOIKEZ BAABEZ MIKPOAITEIOMNAG®EIAZ 2THN

KAKOHOH YTMNMEPTAZH

e Endothelial swelling and detachment

e Wrinkling and collapse of glomerular capillary
walls

e Myointimal hyperplasia and hypertropy
e Necrotizing arteriolitis:
» fibrinoid necrosis of afferent arteriole

» medial deposits of deeply eosinophilic and
fibrillar material containing fibrin and fibrinogen

Late changes: scarring and concentric thickening of
vessel wall by myointimal cells and deposition of

basement membrane type material (onion skinning)

"Onion skinning”



AlayVWOTIKA TTPOCEYYION TWV
ETTEIYOVTWYV UTTEPTACIKWY CUMBANATWYV

Aidkpion petact HTNe vs HTNu - d1a@popETIKOi BEPATTEUTIKOI XEIPIOUOI

Agv utTapXEl OUYKEKPIMEVO Oplo Al yia Tnv didyvwaor Toug, yia Ta
idla etritreda Al'l ptropei va utrdpxel ) va atrouciadel n BAGBn Tou
opyavou-oToyxou !

Pubuoc¢ auénong All + amroAurn niun All ka@opilouv Tov
Kivouvo t™n¢ BAafng rou opyavou-oToxou

Y1rapén mBavinc BAGBNC opydvou-oTOX0ouU
Tutro¢ — Baputnta BAGBNC 0pyAvoUu-OTOXOU TTOU BPIOKETAI O ECENIEN




AlayVWOTIKN TTPOCEYYION TWV
ETTEIYOVTWYV UTTEPTOACIKWY CUHBAMATWY

Table 2 Proposed diagnostic studies in patients with
suspected hypertensive emergency

lOTOPIKO (papuaka,

TTpouTTapxouca All —aywyr —puBuion) Laboratory analysis

® Haemoglobin, platelet count

® Creatinine, sodium, potassium, lactic dehydrogenase (LDH),
2UPTTTWHATA (keparahyia, haptoglobin
BIGTGpGXég épqo-ng’ eprKlK(’)g Tl'(’)VOQ, Quantitative urinalysis for protein, urine sediment for erythro-

cytes, leucocytes, cylinders and casts

OUCTIVOIQ, ECTIOKA ] YEVIKEUUEVA
VEUPOAOVYIKA, (aAN, NEX diaT/XEQ)

Diagnostic examination
® ECG (ischaemia, arrhythmias, left ventricular hypertrophy)
® Fundoscopy

On indication

EtTavaAauBavouEVEC ® Troponin-T, CK, CK-MB
peTpnoeic tne All (duow,
d1aopEeC BETEIQ)

® Peripheral blood smear (for assessment of schistocytes)
® Chest X-ray (fluid overload)
°

Transthoracic echocardiography (cardiac structure and function)

or point of care cardiac and lung ultrasound (cardiac pulmonary
oedema)

q)UCIKn EEETGGH KATA ® CT (or MRI)-brain (intracranial haemorrhage)

O'UO'Tﬁ MATO ® (CT-angiography of thorax and abdomen (acute aortic disease)
Renal ultrasound (postrenal obstruction, kidney size, left to right

difference)




Diagram showing a proposed hierarchical strategy to
diagnose patients with a hypertensive emergency
based on the presence of emergency symptoms

| | BP>180r110 mmHg | |

Yes

Acute
dyspnoea?

Neurological
symptoms?

Aortic dissection?
Coronary ischemia?

Congestive heart failure
(with or without
coronary ischaemia)?

v

CG, aortic-imaging
(e.g. CT-angiography

Acute aortic
disease?

Bilateral
pulmonary
rales?

Encephalopathy
Ischaemic or
Haemorrhagic stroke?

eadache
Visual
impairment

Adjust oral medication
and arrange follow-up

F

Malignant Hypertension
w/wo TMA and/or acute
renal failure

Severe uncontrolled
hypertension

Y

CT-brain
INR
(+APTT/PTTIT)

troponin T, CK (MB),
chest X-ray/cardiac
and lung ultrasound

v

Haemaorrhagic
stroke?

Y

Fundoscopy,
T, LDH,
schistocytes

Focal symptoms=~
Ischaemic stroke?

~
Malignant hypertension

wiwo Hypertensive
encephalopathy

-

A 4

SBP<120 mmHg
NPI (e.g. surgery)?

SBP<140 mmHg
NPI (e.g. PCI)?

130<5BP<180 mmHg
NPI (e.g. surgery)?

SBP<180 mmHg
Thrombolysis?

SBP<180 mmHg (or
MAP -25%)




OEPAIEIA YINEPENEIFOYZQN - EMNEIFOYZQN
KATAZTAZEQN

"evikEG ApXEG

QapUOAKEUTIKA ayWwYN
EI10IKEC KATNYOPIEG UTTEPTATIKWYV
CUMBOAMATWYV

AEN YTTAPXOYN TYXAIOTTOIHMENEZ MEAETEZ
TTAPEMBAZHZ
A THN MEIQ2ZH THZ ATT ZTA YTIEPTAZIKA ETTEITONTA
E=AIPEZH : TZXAIMIKO n ATIMOPPATIKO AEE !l



EpwtApara oTnVv Ogpatreia Twv ‘)
UTTEPTOOIKWYV ETTEIYOVTWV ®

NMNéco ypriyopa Kal o€ Trold eTTITTEdA TTPETTEI va MEIWOEI n All;
[Moieg TTapAUETPOI TTPETTEI VA ANPOOUV UTTOYN YIA TN HEIWON
TNG All KaIl pg TTO10 PAPHAKO;
NAIKia aoBevr)
xpoviotnta AY
TTPONYOUUEVN QVTIUTTEPTAOIKN QAPUOKEUTIKA Aywyn
EVOAYYEIOKOC OYKOG
TUTTOC BAGBNG TWV OPYAVWY OTOXWYV

O100£01UOTNTA — KOOTOC AYWYNG / EUTTEIpIa BEPATTOVTOC



O¢epartreia - [eVIKEC apXEC

H 1davikr) Bepartreia ava@opikd e TO €i00C TOU PAPUAKOU KAl TOV OTOXO TNG
All e€apTdTal A1TO TOV TUTTO TOU ETTEIYOVTOG

210X0¢6 TNG avTiutTepTaoikng aywyns AEN cival n taxeia peiwon tng Al

OTO (PUOIOAOYIKO

2TOXOC gival n mpoAnwn/urmroorpo@n TS BAABnN¢ Twv opyavwyv-oroxwv
pe tn oradiakn pesiwon tng Afll, eAayxiororroiwvrag Tov Kivobuvo tng
UTTOaIAaTwongS (Hnxaviouog auropubuiong)

O1 xpoviol UTTEPTACIKOI aoBeveic avExovTal ouxva TTOAU uwnAd eTTiTreda Tng
All, eviy oToug aoBeveic e TTpoo@artn Evapen | arrdotoun aucnon tng Al
MTTOPEI va avaTtrTtuxBei BAGBN oTa Opyava—oTOX0UG O€ XAUNAOTEPES TIMEG Al



["evikEG apyxEc OepaTreiag HTNe

e Eicaywyni otn MEO© n MA® yia cuvexn TrapakoAouBnon tng AM/CwTIKWV
onueiwv — aipatnpn péBodog pérpnong All

o [apevTEPIKA XopRynon Tou KATAAANAoOU @apudkou (Taxeia Evapen
dpAong, €UKOAN TITAOTTOINON, Bpaxeia diapkela dpAong, KAAG avekTn,
ANiYEC QVETTIOUUNTEG EVEPYEIEQ)

Meiwaon péong Al < 20-25% evtog 1-2 wpwv
Meiwon 2Al1 og emritreda 160mmHg kai AAlN 100-110 mmHg oTIG 2-6 WpPES

Meiwon péong Al peta 1IC TTpWwTEC 1-2 WPES ~ 5-15% 1O 1° 24WpP0




["evikKEG apxEg BepaTreiag HTNe

MeTa Tov €Aeyxo TnNG Al (12-24 wpeg), oTadIaKK MEIWON TTAPEVTEPIKAG
QVTIUTTEPTACIKNG Aywyn, AVTIKATACTAON UE ATTO TOU OTOUATOG Bepartreia
Kal JETAPOPA Tou aoBevry o€ Koivo BaAapo (SOS - rebound)

Eav 2Al<120-110, diakoTrr I.V. ¢apuAKoU Kal icwg xoprynon
QYYEIOOUOTIOOTIKWY Kal 1.V. Yypwv

2.TOX0G KP Al petd atro >48-72 wpEC

ddpupaka p.o. HeTaBaong

AvaoToAéac avtAiac aoBeoTiou*™ (CCB)

a- N B-ATTOKAEIOTEC

AVOOTOAEIC TOU JETATPETTITIKOU ev{UPOU TNG ayyelotevaivne (aMEA), i
ATTOKAEI0TEC TWV AT1 UuTTOdOXEWV TNG AYYEIOTEVOIVNG



AITTEIOAIAZTAATIKA

Mechanlsm
of Actlon

asodllators

MNicardipine

hydrochloride

Fe:xm
Chx

Sodium
nitroprusside

Mitroglycerin

EN"“

AN

Calcium
channel
blocker

Dopamine-1
receptor
agonist

Calcium
channel
blocker

T Cyclic GMP,
blocks
intracellular
Ca® increasd

T Nitrate
receptors

ACE inhibitor

v

Dose

E-15 mg IV every hour

0.1-0.2 pg/kg/min
infusion

1-2 ma/hr IV infusion;
increase every 5-10 min
up to 16 mg/hr

0.25-10 pg/kg/min IV
infusiont

5-100 pg/min IV infusion

1.25-5 mg every & hr IV

Onset of
Actlon

E-15 min

Immediate

15-30 min

\_

Duratlion
of Actlon

15-30 min,
may
exceed
& hr

30 min

5-15 min

E-10 min

J

Treatment of Hypertensive Emergencies

Adverse Effects”

Tachycardia, headache,
flushing, nausea,
vomiting, local phlebitis

Tachycardia, headache,
nausea, flushing

Tachycardia, headache,
flushing, heart failure
detericration

MNausea, vomiting, musde
twitching, thiocyanate
and cyanide
intoxication, impaired
cerebral autoregulation,
coronary steal
syndrome

Headache, vomiting,
methemaoglobinemia,
tachyphylaxis, tolerance
with prolonged use

Precipitous fall in BP in
high-renin states,
variable response, acute
renal failure

Speclal Indicatlons

Maost hypertensive
emergencies except
acute heart failure

Most hypertensive
emergencies; caution
with glaucoma

Most hypertensive
emergencies; caution
with severe aortic
stenosis, acute heart
failure

Caution in situations
associated with CNS
manifestations,
hepatic or renal
failure; probably
should be avoided if
given other agents,
especially fenoldopam

Coronary ischemia,
pulmonary edema

Acute left ventricular
failure; avoid in acute
myocardial infarction

Sarafidis P, Bakris 6. Chapter 37 Comprehensive Clinical Nephrology 2014



AITEIOAIAZTAATIKA Treatment of Hypertensive Emergencies

Mechanlsm Onset of Duration
of Actlon Dose Action of Actlon Adverse Effects” Speclal Indications

Calcium \ 0.15 pg'kg/min IV, 1-10 min 1-2 hr Headache, flushing, Perioperative,
channel increase by 0.0025 pg/ peripheral edema, pregnancy
blocker ka/min every 15 min. dizziness, tachycardia

Maintenance infusion

0.15 pg/kg/min

Hydralazine Opens K’ 10-20 mg IV 10-20 min Tachycardia, flushing, Must be given with
hydrochloride channels headache, vomiting, concomitant [V
aggravation of angina f-blockers to avoid
precipitation of
angina but not a
preferred initial
choice or treatment

AAPENEPI'IKOI ANAZTOAEIZ

Labetalol -, [-Blocker 20-80 mag IV bolus every Mausea, vomiting, Most hypertensive
hydrochloride 10 min or 0.5-2 mg/ scalp tingling, emergencies except

mim N infusion bronchoconstriction, acute heart failure

dizziness, heart block,

heart failure

Esmalol pi-Blocker 0.5-2.0 mg/min IV infusiony 1-2 min Mausea, asthma, Aortic dissection,
hydrochloride or 250-500 pg/kg/min IV first-degree heart block, perioperative,

bolus, then 50-100 pg/ heart failure, increased heart

ka/min by infusion; may| thrombophlebitis, COPD output or heart rate

repeat bolus after

& min or increase

infusion to 300 pg/min

M o,-Blocker, 12.5-25 mg IV bolus Headache, dizziness Perioperative
serotonin followwed by 540 mg'

(5-HT1A) hr IV infusion

receptor

agonist

Phentolamine o-Blocker / 5-15% mg N bolus Q—E min 10-30 my Tachycardia, flushing, Catecholamine excess
headache

Sarafidis P, Bakris G. Chapter 37, Comprehensive Clinical Nephrology 2014




2018 ESC/ESH Guidelines for the management

of arterial hvpertension

8.3.1 Acute management of hypertensive

emergencies

Apart from acute BP lowering in stroke, there are no RCT's
evaluating different treatment strategies for hypertensive
emergencies. The key considerations in defining the treat-

Clinical presentation

Timeline and target for BP reduction First-line treatment Alternative

Malignant hypertension with or without
acute renal failure

Hypertensive encephalopathy
Acute coronary event
Acute cardiogenic pulmonary oedema

Acute aortic dissection

Eclampsia and severe pre
eclampsia/HELLP

Several hours
Reduce MAP by 20-25%

Immediately reduce MAP by 20-25%
Immediately reduce SBP to <140 mmHg
Immediately reduce SBP to <140 mmHg

Immediately reduce SBP to <120 mmHg
AND heart rate to <60 bpm

Immediately reduce SBP to <160 mmHg
AND DBP to <105 mmHg

Labetalol

Nicardipine

Labetalol, nicardipine
Nitroglycerine, labetalol

Nitroprusside or nitroglycerine
(with loop diuretic)

Esmolol and nitroprusside or nitroglycerine
or nicardipine

Labetalol or nicardipine and
magnesium sulfate

Nitroprusside

Urapidil

Nitroprusside

Urapidil

Urapidil (with loop diuretic)

Labetalol OR metoprolol

Consider delivery




ESC Council on hypertension position document on the
management of hypertensive emergencies

Clinical presentation

Time line and target BP

1st line treatment

Alternative

(Malignant hypertension with or without

. TMA or acute renal failure

Several hours, MAP -20% to -25%

Labetalol

Nicardipine

Nitroprusside )

Urapidil )

%ﬁartensive encephalopathy

Acute ischaemic stroke and BP >220 mmHg
systolic or >120 mmHg diastolic

Acute ischaemic stroke with indication for
thrombolytic therapy and BP
>185 mmHg systolic or >110 mmHg
diastolic

Acute haemorrhagic stroke and systolic BP
Q8O mmHg

Immediate, MAP -20% to -25%

1h, MAP -15%

1h, MAP -15%

Immediate, systolic 130<BP
<180 mmHg

Labetalol
Nicardipine
Labetalol
Nicardipine
Labetalol

Nicardipine

Labetalol
Nicardipine

Nitroprus%

Nitroprusside

Nitroprusside

Urapidil /

/Acute coronary event

Acute cardiogenic pulmonary oedema

\

Immediate, systolic BP <140 mmHg

Immediate, systolic BP <140 mmHg

Nitroglycerine
Labetalol
Nitroprusside or Nitroglycerine

(with loop diuretic)

Urapidil

Urapidil (with loop

diuretic)

s - -
Acute aortic disease

Immediate, systolic BP <120 mmHg
and heart rate <60 b.p.m.

Esmolol and Nitroprusside or

Nitroglycerine or Nicardipine

Labetalol or Metoprolol

Bert-Jan H. van den Born et al. Eur Heart J- Cardiovascular Pharmacotherapy (2019)
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8.15 Cerebrovascular disease and cognition :
Hypertension is a major risk factor for haemorrhagic and 8 15.1 Acute |ntracereb ral h aemo rrh ag e

ischaemic stroke, and a risk factor for recurrent stroke. BP 8 15 2 AC ute iS C h aem | c stro ke

management during the acute phase of haemorrhagic and

ischaemic stroke remains an area of uncertainty. BP is often 8 ) 15 ] 3 Pr ev | ous stro ke or TIA
elevated at presentation with acute stroke, but often

declines without intervention [508].

Recommendations

In patients with acute intracerebral haemorrhage:

® Immediate BP lowering is not recommended for patients with SBP < 220 mmHg [509-513].

® |n patients with SBP > 220 mmHg, careful acute BP lowering with i.v. therapy to < 180 mmHg should be considered
[509-513].

In acute ischaemic stroke, routine BP lowering with antihypertensive therapy is not recommended [516,517],

with the exceptions:
® |n patients with acute ischaemic stroke who are eligible for i.v. thrombolysis, BP should be carefully lowered and maintained

at < 180/105 mmHg for at least the first 24 h after thrombolysis [514,515].

® |n patients with markedly elevated BP who do not receive fibrinolysis, drug therapy may be considered, based on clinical
judgement, to reduce BP by 15% during the first 24 h after the stroke onset.

In hypertensive patients with an acute cerebrovascular event, antihypertensive treatment is recommended:
® |mmediately for TIA [526].

® After several days in ischaemic stroke [526].

In all hypertensive patients with ischaemic stroke or TIA, an SBP target range of 120—130 mmHg should be
considered [244,524,526].

The recommended antihypertensive drug treatment strategy for stroke prevention is a RAS blocker plus a CCB or a thiazide-
like diuretic [338].




2017 ACC/AHA/AAPA/ABC/ACPM/AGS/APhA/
ASH/ASPC/NMA/PCNA Guideline for the Prevention,
Detection, Evaluation, and Management of High
Blood Pressure in Adults

DBP >120 mm Hg

11.2. Hypertensive Crises—Emergencies and Urgencies (

SBP >180 mm Hg and/orJ

Recommendations for Hypertensive Crises and
Emergencies

References that support recommendations are summarized Target organ damage new;

progressive/worsening

Recommendations

1. In adults with a hypertensive emergency, He
admission to an intensive care unit is A 4

recommended for continuous monitorin i
g Hypertensive Markedly elevated BP

of BP and target organ damage and for emergency
parenteral administration of an appropriate ¥
agent (Tables 19 and 20) 512151122

Reinstitute/intensify oral
antihypertensive drug therapy
and arrange follow-up

. For adults with a compelling condition
(ie, aortic dissection, severe preeclampsia
or eclampsia, or pheochromocytoma
crisis), SBP should be reduced to less Conditions:
than 140 mm Hg during the first hour DLt

. . * Severe preeclampsia or eclampsia
apd to I.ess than 120 mm Hg in aortic B [
dissection.

. For adults without a compelling condition,
SBP should be reduced by no more than
25% within the first hour; then, if stable,
to 160/100 mm Hg within the next 2 to 6
hours; and then cautiously to normal during
the following 24 to 48 hours.




2017 ACC/AHA/AAPA/ABC/ACPM/AGS/APhA/
ASH/ASPC/NMA/PCNA Guideline for the Prevention,
Detection, Evaluation, and Management of High

Blood Pressure in Adults

9.4. Cerebrovascular Disease

9.4.1. Acute Intracerebral Hemorrhage

Recommendations for Management of Hypertension in
Patients With Acute Intracerebral Hemorrhage (ICH)

References that support recommendations are summarized
in

Recommendations

1. In adults with ICH who present with SBP
greater than 220 mm Hg, it is reasonable
to use continuous intravenous drug infusion
(Table 19) and close BP monitoring to lower

Acute (<6 h from symptom onset)
spontaneous ICH

SBP 150-220 mm Hg

SBP >220 mm Hg

SBP.

. Immediate lowering of SBP (Table 19) to less
than 140 mm Hg in adults with spontaneous
ICH who present within 6 hours of the

SBP lowering to
<140 mm Hg
(Class Ill:Harm)

SBP lowering with
continuous IV infusion and
close BP monitoring
(Class lla)

acute event and have an SBP between 150
mm Hg and 220 mm Hg is not of benefit to
reduce death or severe disability and can be
potentially harmful 594 1-15941-2




9.4.2. Acute Ischemic Stroke

2017 ACC/AHA/AAPA/ABC/ACPM/AGS/APhA/ Rec_ommen_dations for Mana_gement of Hypertension in
ASH/ASPC/NMNPCNA Guideline fOI' the Prevention, Patients With Acute Ischemic Stroke

References that support recommendations are summarized

Detection, Evaluation, and Management of High
Blood Pressure in Adults Recommendations

1. Adults with acute ischemic stroke and
elevated BP who are eligible for treatment

E&cute (<72 h from symptom onset) ischemicJ with intravenous tissue plasminogen

stroke and elevated BP activator should have their BP slowly
lowered to less than 185/110 mm Hg before
thrombolytic therapy is initiated.5942-1.89-4.2-2

. In adults with an acute ischemic stroke,

Patient BP should be less than 185/110 mm Hg
qualifies for IV before administration of intravenous tissue
thrombolysis plasminogen activator and should be
maintained below 180/105 mm Hg for at
least the first 24 hours after initiating drug
therapy_89.4.2-3

therapy

. Starting or restarting antihypertensive
therapy during hospitalization in patients
with BP greater than 140/90 mm Hg who are
neurologically stable is safe and reasonable
to improve long-term BP control, unless
contraindicated.S94.2-4:89.4.2°5

BP £220/110 mm Hg BP >220/110 mm Hg . In patients with BP of 220/120 mm Hg or
higher who did not receive intravenous
alteplase or endovascular treatment and
have no comorbid conditions requiring acute
antihypertensive treatment, the benefit
e ~N of initiating or reinitiating treatment of
Initiating or reinitiating treatment of Lower BP 15% hypertension within the first 48 to 72 hours
hypertension within the first 48-72 during first 24 h is uncertain. It might be reasonable to lower

hours after an acute ischemic stroke is (Class llb) BP by 15% during the first 24 hours after

ineffective to prevent death or onset of stroke.
dependency . In patients with BP less than 220/120
(Class IlI: No Benefit) mm Hg who did not receive intravenous
thrombolysis or endovascular treatment
and do not have a comorbid condition
For preexisting hypertension, requiring acute antihypertensive treatment,
reinitiate antihypertensive drugs initiating or reinitiating treatment of
after neurological stability hypertension within the first 48 to 72
(Class lla) hours after an acute ischemic stroke
is not effective to prevent death or
dependency_sg.4.2-4—sg.4.2-9




OepatreuTIKN avTiHeETWTTION HTNU

Eival OXETIKA OUXVEG

AAAA atrouoi1alouv TTOIOTIKEG
MEAETEG OOOV APOPQa.

- TNV avaykn 01codikou
OIaYVWOTIKOU EAEYXOU YIa TN
BAGRN opyAvwv-oTOXWV,

- dvaykn voonAegiag

- TOV TUTTO TNG Bepartreiag

- TN BEATIOTN TTapakoAouBnon o€
QOUUTITWHATIKOUC a0BevEiC pE
aucnuévn Arll

(URGENCY)

2AlN > 180mmHg & AAI >
110mmHg

Ox1 oéeia atrelAnTIKA yia TN (WA
KOATAOTOON

Oyx1 Trapoucia BAGBNg opydavwy

- OTOXWV
NMPOOAEYTIKH peiwon tng All

ME P.0. QAPMOKEUTIKI) AYWYR
ATtToQuyn utroTaong

Ox1 avaykn voonAgiag aAAd

TTapakoAouOnon




["evikEG apyxEc OepaTreiag HTNuU

o Edv AM> 180/110 mmHg petd o6 30" >

e NMPOOAEYTIKH, o¢ didotnua apkerwv wowy, Peiwon
NG Al pe p.o. appakeuTik aywyr oto TEN 4 otn Bpaxeia voonAegia
— ETTAVEKTIUNON 2 WPES META TN XOPrYNoN aywyng

o 2nMavTIKO!!! H katdAAnAn TTapakoAolBnaon Tou acBevr o€ éva
ECwTepIKO laTpeio ) €101KG TuAua YTTEPTAONG

o Pdapuako ekAoyng

e JYETIKA TaXEiag dpAoNC XwpPIic coBapéC avetTiBUUNTES EVEPYEIEC (TT.X.
uTTOTOON)

o KaAutepn Aoy o€ Tpouttdpxouca AY uttd aywyn = H ouvéyion /
gvioxuan tn¢ mPonNyouuEVNS aywyng

Bert-Jan H. van den Born et al. Eur Heart J - Cardiovascular Pharmacotherapy (2019) 5, 37-46



PappakeuTikK aywyn — HTNu

KatrrotrpiAn aMEA 12.5-25mg kaBe 15-30 4-8 WpPEC Ayyelooidnua,prixag,
1-2 wpeg ONA
KAovidivn Kevtpikwe dpwv  0.1-0.2mg kaBe  30-60° 6-8 wpec —npoaoToia,
a2-aywVvIoTAG 1-2 wpeg Bpadukapdia,
ETTAVEU@PAVION

UTTEPTAONG META TNV
ATTOAKPUVON TOUG

PapuUAKOU
AaBnTaAdAn al,p- 200-400mg k&Be 30-120° 6-8 Wwpeg BpoyxoouoToAn,
QTTOKAEIOTAG 2-3 WPEG KapOIaKOG ATTOKAEITUOC,
oup@opnTikA KA
®oupooepidn  Aloupnmiké NG  20-40 mg kK&GBe  30-60 8-12 Wpeg YToykaiyia,
ayKUANG 2-3 WPEC uTTOVaTpIalyia,
UTTOKOAIQIWia
lopaditrivn CCB 5-10 mg k&Be  30-90 8-16 wpec KepaAaAyia, Taxukapdia,
4-6 WPEC eCAvONUa,TEPIPEPIKO
oidnua

Sarafidis P, Bakris 6. Chapter 37, Comprehensive Clinical Nephrology 2014



EMEITOY2ZA YINEPTAZH KAI
ANTIYTIEPTAZIKH AI'QI'H

NIOEAIMINH @ (caps 5-10mg utroyAwoolia i HETA pdonon)

ATtToToun peiwon NG Al (Eve Apaonc © 7, dIGpKeEla dpaong 3-5h)

2UUTTTWMATIKA UTTOTAON

EyKeQAAIKn) loxaiyia puokapdiou
IoXaIuia

H per os xoprnynon caps vigeditrivng (10mg) | Bpadciag amrodiéopeuong ival
M0 AOQPAANG
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Intravenous Antihypertensive Drugs for Treatment of Hypertensive Emergencies in Patients With Selected Comorbidities

Table 20.

Comorbidity

Acute aortic dissection

Acute pulmonary edema

Acute coronary syndromes

Acute renal failure

Eclampsia or preeclampsia

Perioperative hypertension (BP >160/90
mm Hg or SBP elevation >20% of

the preoperative value that persists for
>15 min)

Acute sympathetic discharge or
catecholamine excess states (eg,
pheochromocytoma, post-carotid
endarterectomy status)

Preferred Drug(s)’

Esmolol, labetalol

Clevidipine, nitroglycerin,
nitroprusside

Esmolol, T labetalol, nicardipine,
nitroglycerint

Clevidipine, fenoldopam,
nicardipine

Hydralazine, labetalol, nicardipine

Clevidipine, esmolol, nicardipine,
nitroglycerin

Clevidipine, nicardipine,
phentolamine

Comments

Requires rapid lowering of SBP to <120 mm Hg.Beta blockade should
precede vasodilator (eg, nicardipine or nitroprusside) administration, if needed
for BP control or to prevent reflex tachycardia or inotropic effect; SBP <120
mm Hg should be achieved within 20 min.

Beta blockers contraindicated.

Nitrates given in the presence of PDE-5 inhibitors may induce profound
hypotension. Contraindications to beta blockers include moderate-to-severe
LV failure with pulmonary edema, bradycardia (<60 bpm), hypotension

(SBP <100 mm Hg), poor peripheral perfusion, second- or third-degree heart
block, and reactive airways disease.

N/A

Requires rapid BP lowering.ACE inhibitors, ARBs, renin inhibitors, and
nitroprusside contraindicated.

Intraoperative hypertension is most frequently seen during anesthesia
induction and airway manipulation.

Requires rapid lowering of BP.




MikpoayyeiotrabnTiKn alOAUTIK avaidia

Eupnuata didxuTtng evoayyelakng TTNENG e TTaparacn Tou PT, PTT, eAarttwon
FIB kai au¢non Twv FDP

MIKPOOKOTTIKI aiaToupia Kal TTpwTEivoupia

2€ Aiyec Tmrepimrtwoelc Tou  ekdnAwvetar ONA Ta avTtioTolXa €pyacTtnplaka
gupnuara

AunueEvn dpaaTIKOTATA PEVIVNG OTO TTAAOUA KOl UTTOKAAIQIMICO




NIKAPAIMINH (Vasonase®)

2NG YEVIAG O1UdPOTTUPIBIVIKOG aVAOTOAENS TNG AVTAIaG acBeoTiou

AveESAPTNTN TOU BAPOUS CWHATOG Kal {EKIVA atrd Ta 5 mg/h,
auavopevn Katda 2.5 mg/h ka@e 5 min otn géyiotn d6on Twv 15 mg/h pEXP!
va emITeVXOei n emOuunTA 1IN Al (o€ ouvexn IV €yxuon)

5’-10’
2-4h

QVTAVOKAOOTIKA Taxukapodia, ggayn,
TTOVOKE@AAOI, vauTia

TMEPICOOTEPES ETTEIYOUCEG KATAOTACEIG UTTEPTAONG, GAAA KUPIWG
yiod TOUG aobBeveic ME KAKONON UTTépTacn, IOXAIMIKO /aIipOoppPaYIKO
EYKEPAAIKO



AABHTAAOAH (Trandate ©)

o MIKTOG al+[B3-aTTOKAEIOTAG

o : 20-80 mg IV o€ doon epodou kabe 10 Aetrra § 0.5-2mg/min IV €yxuon
o 5-10° 3-6 WpPES
S . MEIWVEI TIC TTEPIPEPIKEC AYYEIAKES AVTIOTATEIC XWPIC

avTIOPaAOoTIKA augnaon otn 2All, evw N eyKEPAAIKN, VEPPIKI KOl oTEQAVIAia
algaTIKA pon diarnpouvrtal, 0V atraiTei TTapakoAoudnon tng All yéow
evooapTNPIOKOU KaBEeTrpa

o Ta OZEa OTEPAVIAia OUVOPOMA, N UTTEPTACIKN EYKEQAAOTTABEIQ |
loXaIIKO / aipoppayikd AEE kal n adpevepyikn Kpion



EZMOAOAH (Esmocard, Brevibloc ©)

o KapOIoeKAEKTIKOG B1 aTTOKAEIOTNG

o : 0oon eopTiong Twv 0.5- 2 mg/kg, pubuog cuvtipnong 50-100
ng/kg/min (max: 300 ug/kg/min)

o 1 10-20°

o . O METABOAIOUOC TTPAYUATOTIOIEITAI HEOW TaXEIag udpOAuaNC

TWV E0TEPIKWYV OECPWYV ATTO TNV EOTEPACT TWV EPUBPWYV AIHOCPAIPIWV KAl
Oev €CAPTATAI ATTO TN VEPPIKN KAl NTTATIKI AEITOUpYyia - KATAAANAN yia
a0o0eveic UE aVTIOTOIXEC OUVVOONPOTNTES

NauTia,do0ua,kapdlakOc atrokAEIoNOGC 1ou BaBuou, kKapdiakr) aveETTAPKEIQ,
XPOVIO ATTOPPEOKTIKA TTVEUUOVOTTABEIN

o AO0PTIKOC dIAXWPIONOC, TTEPIEYXEIPNTIKA,QUENUEVO KAPOIaKO £pYO



NITPOIFAYKEPINH (Nitrolingual ®)

e 1 VITPIKWYV UTTODOXEWV

o : 5-100 pg/min IV xopriynon
o 2-5 5-10°
o . €ival aoTaBEC uoplo otav BpiokeTal o€ uyprn ouoTaon ,

TTPOOKOAAQTAI O€ TTAQCTIKA doXEia

KepaAaAyia,EueTog, peBaigooaipivalyia, Taxupulagia, avoxrn otnv
TTAPATETAUEVN XOPNyNnon

o 2TEQAVIAia IoXAIJia, TTVEUMOVIKO oidnua



NITPOIMNMPQ22IKO Na* (Nitriate ®)

e 1 KUKAIKOU GMP, atToKAEIONOC EVOOKUTTAPIAC augnong aoBeoTiou
o : 0.25-10 ug/kg/min IV xopriynon Kai evoaptnpiako EAeyxo All

NauTia - EMETOC
AnAntnpiaon atro Bglokuavikd Kal Kuaviouxa (o€ xopriynon >48-72 wpeg)
AucAgiToupyia TNG EYKEQAAIKNG auToppuBbuIong
2.UVOPOUO UTTOKAOTIAG OTA aTEQavIaia
S Orl10, diaxwpIoHOg
oTNV UWnAn evookpavia Trieon, NTTATIKA N VEQPIKI AVETTAPKEIQ
e 2Tnv ECLIPSE study, 10 VITPOTTPWOOIKO VATPIO OXETIOTNKE PE UPNAOTEPN
TTEPIEYXEIPNTIKI BvNTOTNTA OUYKPITIKA PE TNV KAIBESITTIVN

Aronson S et al. Anesth Analg 2008; 107: 1110-21



YAPAAAZINH (Nepresol ©)

e Aidvoign avtAiag K - Aueoog ayyelodIaoTAATIKOG TTAPAYOVTAG TTOU BEATIWVEI
TNV AIUATIKA PoN TNG UNTPAGS (TTPO- EKAQNWIa Kal 0TV EKAQUWIQ)

o : 10-20 mg IV xopriynon
o 10-20° 1-4 wpeg
o . €ival aoTaBEC puopIo otav BpioKkeTal o€ uypr ouoTtaon ,

TTPOOKOAAQTAI O TTAQCTIKA doXEid

Taxukapdia, ecavonua, ke@aAaAyia, EPETOC, €mdEivwon oTnBAyYXNS

o ExkAapwia , 21 eIAOYNG , VO CUVXOPNYEITAl JE CUVEPYIKOUG 3-
QTTOKAEIOTEC



®AINTOAAMINH (Regitine ©)

= Mn  €KAEKTIKOG  Q-QTTOKAEIOTAG, TIOAU  XPNOINOG  OTO
KOl QAAEC KATOOTAOEIC UTTEPEKKPIONG
KATEXOAQUIVWV

L : 5-10mg/min
- o
. 35

L . AVTAVAKAQOTIKI Taxukapdia



O®ENOAAOIAMH

Mnxaviopoc dpaonc: aywvioTng Twv umodoxéwv -1 Tng
domapivng

Ayyei0diaoToAn Kai avénon TnNC VEPPIKNC AINATIKAC PONC
— vaTpioUpnon
0.1-0.6pg/kg/min
5'-10’
10’-15’

UtTToTaOoN, KEQAAOAyia, €Eaywn, au¢non
EVOOPOAAMIOG TTIEONG, TOXUKOPOI



ENAAAIPIAATH

aMEA yia evOo@pAERIa Xprion, OTTOI0OC UTTOPEI VA XPNOIUOTTOINOE €TTi
0CEiaC KAPOIOKNG QAVETTAPKEIAG, OAAQ MTTOPEI va TTPOKOAECEI
ammrotoun mrtwon TN All oe aobBeveic pe OTEVWON TNG VEPPIKAG
apTnNEIiac r UTTOOYKaAIJia

1.25-5mg bolus (6h)
15’
4-6h

utTOTaON



KAEBIAITINH

* MiIkp ¢ didpkelag dpdon , 3N YEVIAC ATTOKAEIOTAC TNG avTAiaG aoBeaTiou

« Apdon JEOW TNG AVAOTOANG TNG ECWKUTTAPIAC £I0PONC acBeaTiou dIa TWV
OlaUAWYV L-TUTTOU Kal TTPOKOAEI EKAEKTIKI) APTNPIAKI AYYEIODIAOTOAN, HEIWVOVTAG
TNV TTEPIPEPIKI AYYEIAKN AVTIOTAON XWPEIC va eTTNPEACEl TOV QAEPRIKO ayyeEIaKo
TOVO

* ETTQyel TNV EKAEKTIKA PEIWON TOU METAPOPTIOU XWPIC va TTIOPA OTO TTPOPOPTIO
KAl KOTA CUVETTEIO aUTH AUZAvel TO KaPOIaKO £pY0 ME Mia JIKPR ETTIPPON OTIC
TMECEIC TTANPWONG TOU APICTEPOU KOATTOU



ECLIPSE TRIALS kAeBidimrivn vs

VITPOYAUKEPIVN, VITPOTTPWOGIKO VATPIO, VIKAPOITTIVN

e H ECLIPSE avéAuoe dedouéva atrd 3 TUXAIOTTOINMUEVEG MEAETEC
e >1500 aoBeveic amd 61 kEvrpa

e KOl CUVEKPIVE TNV AC@PAAEIQ KAl TNV ATTOTEAEOMATIKOTATA TNG KAERIOITTIVNG UE TN
VITDOYAUKEPIVN, TO VITPOTTPWOOCIKO VATPIO KAl TN VIKAPDITTiV OTNV BgpaTreia Tng
TTEPIEYXEIPNTIKAG OLEIAC UTTEPTAONG O A0BEVEIC TTOU ETTPOKEITO va UTTOBANBoUV o€
KapdIlakn TTEPRaON

e To KATOANKTIKO onueio Arav n dla@opd PHETAEU TNG OuAdac TTou EAaBE KAEBIOITTIVN Kl
TNG OMAdAC EAEYXOU OTNV ETTITITWON TOU BavATou, TOU ENPPAYUATOC TOU JuoKapdiou,
TOU EYKEPAAIKOU Kal TNG VEPPIKNGS duoAciToupyiag o€ didoTnua 30 nuepwyv. OXI
onMavTikn dlagopa

e O1 aoBeveic TTou EAaBav KAERIBITTIVN €ixav XapuNAOTEPQ TTOOCOOTA BVNTOTNTAGC O€
oxéan MeE 6ooug EAaBav VITPOTTPWOOIKO VATPIO

o H kAgBIdITTIVN ATV ETTIONG TTEPICCOTEPO ATTOTEAECUATIK) GUYKPITIKA UE TN
VITPOYAUKEPIVN KaI UO VITPOTTPWOCIKO VATPIo 0Tn dlatripnon 1nG Al eviog Tou eUpoug
— OTOXOU OTNV AUEDN TTEPIEYXEIPNTIKN TTEPIODO



YTTEPTAOIKN EYKEQAAOTTAOEI

O&U opyaviko eyKepAAIKO oUVOPOLIO TTOU OQEIAETAI TE QVETTAPKEIA THS
auTopPPUBLICNC TNG EYKEPAAIKAC QIUATIKNG PONGC
Oceia ) utroceia Evapen

Cerebral

Cerebral
blood flow 70

2uuTrTwpara: Ke@aAaAyia, vauTia-EUETOl, | preerpt
ABapyoc, ouyxuon, OTITIKEC DIa/XEC, OTTAOMOI 0

Mean arterial

Me 1} xwpic ap@iBAnaTposidomadeia (1, 1V)

MRI | CT eyke@daAou: Oidnua TnNS Aeukn¢ ouciag BpeyUaToIVIOKA—
avaoTPEWINO ouvdpopo otTioBiag Asukoeykepahotrabeiag (PRES)

Auvntika ANAZTPEWIMH - €ykaipn Bepartreia # Aigoppayia — Kwua - 6avaTtog

Carl J Vaughan, Norman Delanty. Lancet 2000; 356: 411-17



TTAOOMENEZH
THZ YTTIEPTAZIKHZ EFKEZAAOTTAOGEIAZ

AuoAciToupyia Tou evdoOnAiou

Aiatrapaxn Tou aipateykepaAikol @paypou

A diaPparoTnra

EykepaAiko oidnua

Mikpoaipgoppayieg



Characteristics and Outcomes of Patients Presenting
With Hypertensive Urgency in the Office Setting

AvOOPOIKN MEAETN KOOPTAG
2.199.019 aoB¢eveic ek Twv otToiwyv 59.836 ye HTNu (AlNM>180/110mmHQ)

O1 acBeveic TToU €ixav oTAAEI OTO OTTITI CUYKPITIKA JUE OOOUG TTAPATTEUPONKAV OTO
TEI cixav Tov idlo Kivduvo yia ugiova kapdiayyelakd cuppapara (0.9%) kai Tnv idia
mOavVOTNTA ENPAVIONS ApPUBUIOTNGS apTNPIaKNS UTTEPTAONG (65% Vs 67%) o€
dlaoTNUA 6 VWYV

Table 2. Unadjusted Outcomes of Patients With Hypertensive Urgency

Mo (%) of Patients

Reforred to Hospital Sent Home
Dutcoma (n = 426)* (n =58 109) P Value®

MACE"

7d 2(0.5) &1 (0.1) 02

B-30d 2(0.5) 119 (0.2) 23
[1.5 mo 4(09) 452 (0.8) 83
Uncontrolled hypertension

1 mo? 349 (81.9) 49320 (84.9) 09
[E moe 213 (66.6) 24819 (60.2) 02
All-cause hospital admission

7d 35 (8.2) 2311 (4.0) <.001

B-30d 481(11.3) 3897 (6.7) =01

Krishna K. Patel, MD; JAMA intem Med. 2016:176(7):981-988.



