EIAIKA MPOBAHMATA 2THN
ANTIMETQNIZH THZ YNEPTAZH2

HpakAnc ABpatontoulog

NaBoAoyog

latpeio YnEptaong
Nocokopeio Yyeia W

Avtipetwnion vnEptaonc ota TENM




MoAU avénMEVN apTnpLakn mieon

Napovuoialetal oto 1% TwWV UNMEPTUOLKWYV
To 3% TwvV EMOKEPEWV OTA EMELYOVTA VOOOKOUELWV
To 25% twv eMOKEPEWV ota eneiyovia maOoAoyikwv

TUNMATWV

Eneiyovoa unéptaocn MoAU avénuévn nieon
(emergency) 25% (urgency) 75%
™ AN+ ofeia Kat ™ AN XQPIZ o€eia BAABN
géeAlooopevn BAABN OpPYyAVvOU OTOXOU
OpPYyAVvOU OTOXOU
* NoonAeia otn MEO * 'OxLvoonAeia 0To VOOOKOUELD

Aev €xeL onupaoia to VY oc tng Al aAla n Oapén

oéeiac kat eéeAloocopevnc BAABNC opyavou oTtoxou

Zampaglione B et al. Hypertension. 1996;27:144-7.



Mopadeiyporta

* ALaWPLOHOG AOPTHG
ne AN 160/110 ’ f«)l\'l;\210/120’
* ExAapgio pe AN XWPELG AAACL CUMTTTW AT

170/115




Enelyovoca unteptaon

KAPAIAITEIAKO

Ofcia avemapkeLlo apLloTtePN G KOWALOG

‘Epdpayua puokapdiov

AcotaOng otnOayxn
ALaXWPLOUOC AOPTHG

ErTKEQANOZ

Yneptaolkn eykepalonadeia

EykedpaALko eNELOOSLO 1] UTIOLPAXVOELONG
oLpoppayia
KpavioeykedpaAikn KAKwon

NEDPOI

Oécia onelpapatovedpitig
Nedpayyelakn unéptaon

Meta ano petapooxsvon vedppou
Oepaneia pe VEGF

Nooot cuvdeTikoU LoToU

AIETEPZH 2YMNAQGHTIKOY

Awakomn aviwneptaokwv (kAovidivn, B
OLTLOKAELOTEG)

Kpion dooxpwpoKUTIWHATOG

Xpnon oUGcLWYV OnwG apdetapiveg, LSD,
Kokaiivn n ecstasy

ZUvépopo Guillain-Barré
Kakwon vwtiaiov puegov

EKAAMWIA




Enelyovoca unteptaon

1 — 2 MEPLMTWOELG OLVAL EKOTOMHUPLO ETNCLWG

Oécia BAAPN opydvou cTOXOU Entintwon (%) Enintwon (%)>?
EvkepaALKO ETLELGOOLO (LOXOLLLLLKO) 24.5 39
NMveupoviko oidnua 22.5 25
Yneptaowkn eykepalonadeia 16.3
Oécia cupdopnTKA KAPSLAKA AVENAPKELOL 14.3
0¢&U otedaviaio enelcodLo 12.0 9
EvkedaAikn/unapoxvoeldng atpoppoyio 4.5 21
EkAapia 4.5 2
AL0XWPLOHOG OLOPTAC 2.0

1. Zampaglione B et al. Hypertension. 1996;27:144-7
2. Martin JF, et al. Arqg Bras Cardiol. 2004 Aug;83(2):131-6



EvoodAEPLa pappaka yio TNV EMELYOUCO UTTEPTAON

AyyeLOOLa0TOATLKA AdpevepyKoi avaooTOAELC
* Nutponpwaoolkd vatpLo * AoBntaAdAn

* NupoyAukepivn e EoMOAOAN

* Nwapdunrivn *  @awrtoAapivn

e Awdpalalivn * OuparbiAn

e KAeBidumnivn

®evoAdonapun

e EvaAamplAdrn  @oupooeuidn
 Tpwebadavn

 Awaloeidn * KAowvidivn

Nidpebunrivn



EvoodAEPLa pappaka yio TNV EMELYOUCO UTTEPTAON

AyyeL06100TAATIKA

NLTpOMPWGCOLKO VATPLO
NitpoyAukepivn
Nwapdurivn
Awdpalalivn

Nidpebunrivn

AdpevePYLKOL AVAOTOAELG

NaBntaAoAn

EGpoAOANn

Poupooepidn

KAovidivn



1. AyyEL0O10GTOATLIKAL

Nitponpwooikd vatpio Amp. 50 mg
NITRIATE ®

NitpoyAukepivn Amp. 25 mg,
NITROLINGUAL® 50 mg
Nikapdurivn Amp. 10 mg
NICARDIPINE ®

YépaAalivn Amp. 25 mg
NEPRESOL®

Nideburivn Sol. IV. Inf
ADALAT ® 5 mg/50 ml
KAovibivn Inj Sol 5 amp x

CATAPRESAN ® 0,15 mg

Eyxuon
0.25-10 pg/kg/min

‘Eyxuon
5-100 pg/min

‘Eyxuon

5-15 mg/h
Slow push
10-20 mg/6h

?

Navtia, EMETOG, LUIKEG
OUOTIAOELG,
dnAntnpiaon
KUQVLOUXWV

KepaAalyia, Epetog,
pedaipoodarpvarpia,
ovoxn

Taxukapbia,
kepaAalyia, EEadn

Taxukapbia, £€adn,
kepaAaldyia, €neTOC,
otnOayxn




2. ASpevePYLKOL LTTOKAELOTEC

AaBntaAdAn Amp. 100 mg Bolus 20-80 mg/10 ‘Euetog,
TRANDATE ® min HNPHUYKLOoHOL

‘Eyxuon 2 mg/min  KPQVioy,

Max: 300 mg Bpoyxoomnacpog,

| vauTtia, KK ortokA.

EopoAOAn Amp. 100 mg Apxwka bolus 1 Opoia
BREVIBLOC ® Bag. 2500 mg mg/kg, peta

€yxvon 100

ug/kg/min
Deavrorapivi Amp. 10 mg Bolus 5-15 mg Taxukapbia, €§ayn,
REGITINE ® keparadyia

AIOYPHTIKO

doupooepidn Amp. 20 mg Bolus 20-60 mg Adubdartwon,
LASIX ® UNoKaALopia,
evepyonoinon PAZ



AVTILETWTTILON EMELYOVCOC UTTEPTOONC

*» ZTO)XOL
1. O meploplopnoc tnc BAABNG opydvou cTOXoU

2. H amoduyn Loxoupiog {wTkwv opyavwy oo
unepPBoAikn peiwon tng Al

“** Fppyopn OLVTLUETWITLON
* Oyt avopovi eEETACEWV
“* NoonAeia oe MEO® n MAD®
* Evéaptnplakn napokoAovOnon Al
“* Xopriynon evéodpAeBiwv pappakwv nmou
TitAomolovvtal EVKOAa Kot Exouv Bpaxeia Spaon
* Oyt utoyAwooia oute evOouuika pappaka



Nwc petwvoupe tTnv All;

“*'OxtL ANl oto dpucLoAoyLko
* 2 mMPpwWTteC WPEG: Meiwon tng AN katd <25%
* Emopeveg 2-6 wpec: peiwon npog to 160/100

* Emopevec 24 pe 48 wpec peiwon npog To GuoLOAOYLKO av
otaBepoc

* E¢alpEoELC: SLaywpLoTKO avevpuopa kot AEE
** EKTLINON TOU OYKOU TOoU 000 €eVOUG

* Xopniynon ¢uotoAoyikoU opou (pressure natriuresis)
* AloupnTika

** Metafaon o Oepaneia oo to oToua

A Rosei. J Hypertens. 2006; 24(12):2482-5. 2011; 12



MEPUMTWOELC EMELYOVOOC UTTEPTAONC

YriEptaong mov xpeltaletal eneiyovoa
OLVTLULETWTILON



Noavutia, EQETOL, GUYXULON

* Yneptaotkn eykepalonadeia

*** Mtwon tov emneEdov ouveidnong, kepaAaAyia, dStatapayec
O0paoNC, EMANTITIKOL CITOLOOL, KWHLOL

“* ANAZTPEWIMH
** AyyelodiaotoAn, oidnua, P evéokpavia nieon
*** BuBoc: apdpiBAnotpocidonabdeia 3 n 4 Baduou

“* MRI i CT eykedpalou: Oidnua tng ASUKAC ovoiog
Bpeypatoiviakad — avaotpEPLpo cuvdépopo onicoac
AevkoeyKkepaonaOerLag

“* NaBntaAoAn, vikapdimivn, Vitponpwaoolko
** Meiwon AN 25% o€ 2 pe 8 WPEC

Dutch guideline for the management of hypertensive crisis. Neth ) Med 2011;69:248-255



Huutapeon, dStatapoxec Aoyou

*** EykedaALKO EMELCOOLO

IZXAIMIKO

“* Awatapayn auTtopPUOMLONG OTLG LOXOLLULKEC TLEPLOXEC

* VAN = emdeivwon woxatpiag = enéktaon ELPPAKTOU

** Av Al >220/120 - peiwon kotd 10-15%

“* OpouBoAuon = Al 185/110

“** NaBntaAoAn, vikapdirivn, VITPOMPWOOLKO, VITPOYAUKEPLVN

AIMOPPATIKO
*» Oepaneia av Al >180/105

American HeartAssociation /American Stroke Association Guidelines 2013



OpOonvoia, adpwdn podoxpoa ntuea

** O&L MVEUMOVLIKO oildnua

*»» E€€Taion: M LOUGLKOL OTLC BAOELG, UENMEVN KEVTPLKN
$dAeBkn ieon, owdpata

*** NutpoyAukepivn, doupooeuidn, vitportpouocidn
*» Avtevdeikvuvtat: YopaAalivn, B anoKAELOTEC

Onio0ooTteEPVIKO AAYOC

*» O¢ela eLoBoAn

*** HKI: Etkova epdpaypatoc

*** Tpomovivn Ostikn

*» 08U Epndpayua puokapdiov n otnOAYXN
*** NitpoyAukepivn, AaBntaloAn, EGLOAOAN



0O&u SasidprLoTiko aAdyoc OwpaKo WHOTTAATNG

< 080G SLaxwpLopog aopTi¢
< Aupvidia eloBoAn

*** METAVOLOTEUTLKO AAYOC, VEUPOQYYELOKA CUMMTWHATA,
atdpvidroc Oavatoc

*** CT, MRI 1} iowcodayetlo

2TOXOI
*** Taxeio peiwon ZAMN oto 110 mmHg
*** Meilwon KapSdLaKNE ouXVOTNTOC KoL CUCTAATLKOTNTOLG

DOAPMAKA
*** NItpompwooLKO N VITPOYAUKEPLVN
*** EOLOAOAN R AaBntaAoAn



‘EyKUOC HE EMANTITIKA KPLlon

* EkKAapia

* Kepalalyia, Sratapayxeg opoonc, EMyootpaiyia, Kwuo
*** Xoprynon avtwneptactkwv av AAM > 105-110 mmHg
*** NapuneTtaAoAn, vdpalalivn, vikapdimivn

*» 2toxoc AN 130-150/80-100 mmHg

**» Meiwon tng MAN katd 25% o€ 2 WPEG



AlEyepon cupumaOntikou

1. Awpvidia dtakomn pappakwy
* KAoviéivn N mpompavoAoAn
2. Xpnon oucLwv
* Kokaivn, apdetapivec, poatvkukAldivn
3. AQYn tpodpwv mov mePLEXOUV TUPOAUiVN
* o€ aocBeveic umo aywyn pe avaoctoAeic MAO
4. PoloXpwWHOKUTIWHOL

*** Emavayopnynon tov ¢appaKou

*** AMOKAELOMOC a uTtodoXEwV (datvtoAapivn)
*** Ntponmtpouooidn

** AVTEVOELEN: B AIMOKAELOTEC MOVOL TOUC



MoAv avénpevn Al xwpic oéeia Ko
géeAlooopevn BAABn opyavou



AVTIHETWTLON TTOAU aUENEVNC TILECNC

OXI O=EIA KAI EZEAIZZOMENH BAABH OPITANQY :TOXOY

YynAn AN pe
* KedbalaAyia
* AloOnua duvonvorag
* Pwoppayia
* AyXOG, TTOVLKO
“**Atopa ME
* Kakn mpoonAwon
* Kok puOuion
* Metpouv yia mpwtn ¢opa tnv All



2uvnOnc eodpaApEvn TOKTLIKNA

2e aoOeveic pe cofBapn unEptacn ota El

75% kAovibivn
16.5% videdimnivn
32% 6unAn Oepaneia

* 17% tputAn Oepamneia

Preston RA, Baltodano NM, Cienki J, et al. Clinical presentation and management of patients
with uncontrolled, severe hypertension: results from a public teaching hospital. J Hum
Hypertens. 1999;13(4):249-255



EmiBetikn peiwon tng Al av

1. H €ykoupn peiwon tng Al Oa mpoAafer
KapOLOoyYELOKA EMELCOOLOL

2. Eivati akivdéuvn

Kaveva dev exeL Baoeic otn BiBAoypadia



EmiBetikn peiwon tng Al;

**» MeA€tec taxeiac peiwong tng Al
* Kopia dev £6eL€e peiwon Twv KOPSLOYYELOLKWY EMELGOSIWV.
¢ 2 peA€tec pe placebo
* bev €delav katwtepotnta tou placebo kat tng
nopokoAoUOnon¢
* Ta pova avermiOupnta AnoTEAECHUOTO GUVERNOCOV OTLC OULAOEC
Oepaneiag
“** JupBapata pe taxeiac dpacewc vidpedurivn
*** AEE peta ano kAovidivn 0.4 mg o€ Staotnua 2 wpwv otav
n AN ano 230/139 mmHg éneos o 150/100 mmHg
*** H oupntwpatikng umotaon S&v eival omavia CUVETELD TNG
EMOETIKAC OEpameiac yLot GUUTTTWOTLKY) UTTEPTOLON
* MEPLKEC popEC XpeLAleTaL OAOVUKTLA VOONAELD



Brref reports of new elinical or laboratory obscevations, cases af
unusual importance, and new developments in medical care will
be considered for publication in this section. Manuscripts must
be typed double-spaced. Teat length must not exceed 750
words; not more than 10 references and one figure or table can
be used. See “laformation for Authors™ on page I-6 for form of
references. Manuscripts should include an abstract of not over
100 words. Repans will be reviewed by consultants when, in

Nifedipine-Associated Myocardial Ischemia or
Infarction in the Treatment of Hypertensive
Urgencies

JAMES J. O'MAILIA, M.D.; GARY E. SANDER, M.O., Ph.D.; and
DMAS D, GILES, M.D.

Admamstnuon Medical Center; Naw O(Ium Louisiana.

PATIENTS RECEIVING sublingual mifedipine for hyperten-
sive emergencies have had good therapeutic responses (1-
3) and few serious side effects such as hypotension (2-5).
However, previous studies of the use of calcium antago-
nists as antianginal agents have shown that these drugs,
particularly dihydropyndines such as mfedipine, may
cause hypotension and myocardial ischemia (6, 7). Many
patients presenting with severe hypertension have coro-
nary artery discase or left ventricular hypertrophy: we
report the cases of three patients who had clinically im-
portant myocardial ischemic events associated with the
use of sublingual nifedipine.

Patient 1: A 55.year-old woman with a history of controlled
ewential hypertension presented with a blood pressure of 185/
110 mm Hg After she was given nifedipine, 10 mg sublingually,
her systolic blood pressure decreased to 85 mm Hg; intravenous
fluids were given 10 restore the blood pressure 10 an acceplable
level. An clectrocardiogram recorded before she received nifedi-
pine showed left ventricular hypertrophy with a strain pattern
of the ST segments and T waves. Serial recordings from contin-
uous electrocardiography showed that marked worsening of the
ST segment depression occurred (Figure 1A); however, the pa-
tient complained only of palpitations. When her blood pressure
stabilized, ST scgments reverted to bascling; serial clectrocardi-
ograms and enzyme levels showed no evidence of myocardial
damage.

Patient 2- A 62-year-old woman with a lo-yur hiuory ol’

PR SAST b i I O NGYAMIT Ty AT Ot WY -

BRIEF REPORTS

administered, and within 5 munutes, systolic blood pressure de-
creased 10 85 mm Hg: intravenous fluids were given 10 restore
blood pressure to an acceptable level. During this episode the
patient had substernul chest pain, diaphoresis, and palpitations;
serial electrocardiograms showed evidence of an acute anterior
myocardial mfarction (Figure 1C), which clevations in cardiac
enzymes confirmed.

Nifedipine has been shown to be effective in the treat-
ment of many patients with hypertensive emergencies
and urgencies (2-6, 8). However, as our report shows,
nifedipine therapy may be associated with hypotension,
yocardial ischemia, and even infarction. Our patients
d marked blood pressure reductions that were dispro-
ppriional 1o pretreatment levels, which, in two of our
atients, were only moderately elevated.

This excessive hypotensive response 1o sublingual
nifedipine in certain patients is not unexpected. Similar
reports of hypotensive responses to diazoxide (9) and
nitroprusside (10) followed earlier reports describing
considerable safety margins with these drugs (11). Still
10 be defined, however, are the potential for adverse re-
sponses 10 nifedipine and the situations in which these
responses are most hkely to occur,

The ability of the dihydropyridine calcium antagonists
to cause myocardial ischemia is well known (1). These
drugs are potent peripheral arterial dilators that have a
rapid onset of action after sublingual or parenteral ad-
ministration. Thus, a sudden marked decrease in blood
pressure will lower coronary artery perfusion pressure
and, in some patients, possibly cause a coronary artery
“steal”; both mechanisms have been advanced to explain
associated myocardial ischemia. Another mechanism
causing ischemia is reflex activation of the sympathetic
nervous system, with a resultant increase in myocardial
contractility and heart rate, and thus myocardial oxygen
consumption.

th“r%




Should a moratorium be placed on sublingual
nifedipine capsules given for hypertensive
emergencies and pseudoemergencies?

Grossman E, Messerli FH, et al. JAMA. 1996 Oct 23-30;276(16):1328-31

e JofBoapn unotaocn * O¢eia vedplkn AVET
* loxoupika AEE * ALOTOPOXES
 Endpayupa puokapdiouv OLYWYLHLOTNTOG
 Anodp apd aptnpiac  BAaPBnota epuBpua
 TOPAwon * Oadvartol

AOyw Twv coBapwv aVENLOUUNTWV EVEPYELWV KOLL TNV
amnovcia opEAouc, oL KAPYOUAEC vipedintivng yia thv
eneiyovoa kat Pevdoeneiyovoa unEptaon Oa npEneL va
OTOLLOTHOOUV.




Mati; AutoppuOuuon

PonR aipatog octov eyképaro, ml/100 g/min

150 —

100 —

S0 —

/)

ﬂpporaomﬁq/\(nspmoméq

| | |
50 100 150

Méon aptnplakn mieon, mmHg

AlaTtnpEl TNV aLaTikn pon
ota {WTKA opyava, opa
TLG SLOKUMLAVOELG TNG
cvotnuoatikng Al

KAaoowka dratnpeitatl
petaéL MAM 60-120 mmHg

2 a00eveig HE Xpovia
avénpévn Al n KapumuAn
METOKLVEITOL TPOC TA HEELA



2wotn pEtpnon tng Al

SN
¢ 3-5 Aenta kaOLoTog Sphygmomanemeter
% Z€ NPeMO mepBaiAov pressure readings
< A§Lomotn cuokeun Stathoscope Inflacable
* KatdAAnAn nepyepida

L)

o0

* O Bpaxiovag oto eninedo tng
KopdLag

* H paxn va otnpiletat

* Ta modia oto £dadoc

* 'OXL oMl

» 'OXL oTEVA paViKL

*** TOUAGXLOTOV 2 LETPNOELC

** NMpooBetec av dtadopa

4
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L)

4
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L X 2
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AVTIHETWTLON TTOAU aUENEVNC TILECNC

** AVTIHETWTILON TTPWTAPXLKWV POBANUATWY TOU AloOEVOUC

* Movog, unoéia, mavikog, enioxeon ovpwv, dtatapoxn Tov UIvou,
dawopevo Asuknc prAovlag

* lotopwko: APn anocuvpudopntikwv, NSAIDs
*** EpyootnplaKa;
** 30 Aemta avanavong o€ NPENO SWHATLO HELWVOUV TNV All
>20/10 mmHg o€ 32% TwVv ATOpWV

*» Av Al > 180/110 petd ano 15— 30 min yopriynon
bappaAKwv
*** OxL AN oto pucLoloyiko
» ZtobLakn peiwon o€ 24 €wg 48 wpeg
** Mowa pappakao;
* 'OxLunoyAwoola oUTE EVECLUQL

Hypertension : a companion to Braunwald’s heart disease 2013



Oepansia vneptaonc Baduou 3

Blood Pressure {(mmHg)
Other risk factors,
asymptomatic organ damage High normal Grade 1HT Grade 2HT Grade 3HT
Eemte s SBP 130-139 SBP 140-159 SBP 160-179 SBP =180
or DBP 85-89 or DBP 90-99 or DEP 100-109 or DBP =110
[ ivanirfil vl - Liestylechanges
Mo other RF * No BP intervention * Immediate BP drugs
= Then add BP drugs targeting <140/90
targeting <140/90 geting
= Lifestyle changes R e
1-2 RF il ot . - Immediate BP drugs
= Then add BP drugs | * Then add BP ¢ targeting <140/90 g
targeting <140/90 targeting <140 geting
* Lifestyls CRE. « Lifestyle changes * Lifestyle changes
=3 RF «BP drugs * Immediate BP drugs
targeting <140/80 targeting <140/90 targeting <140/90
ol = Lifestyle changes « Lifestyle changes * Lifestyle changes
oD, CKD stage 3 or diabetes Lifestyle changes = BP drugs «BP drugs * [mmediate BF drugs

* No BP intervention

Symptomatic CVD, * Lifestyle changes

targeting <140/30 targeting <140/30 targeting =140/90

* |ifestyle changes « |ifastyle c 5 * Lifestyle changes

CKD stage =4 or  No BP infervent; « BP drugs . * Immediate BP drugs
diabetes with OD/RF= - (NESTVERHGN targeting -<140/90 targeting <140/90 targeting =140/90
Recommendations Class" | Level Ref.c
Prompt initiation of drug treatment is recommended in individuals with grade 2 and 3 hypertension with P60, 265,
any level of CV risk, a few weeks after or simultaneously with initiation of lifestyle changes. oE4




AVTIHETWTLON TTOAU aUENEVNC TILECNC

EnaveéEtaon o€ 1 — 3 nUEPEC
*» 210 30% Twv acOsvwv Al kb
*» 210 30% umnéptaon otadiov 1

*» Aev mpENEeL va XaBEel n evkatpia yla pakpoxpovia puduion
NG UMTEPTOLONG

*** NMa moAAou¢ acBeveic, o yratpoc twv El propei va eiva n
povadikn touc emadn HE yLatpo

TeAwka

“** Evapén aVTWUMEPTACIKWV ITPWTNG EMLAOYNG
*** Emavévapén oVTLUTIEPTAOLKWY

*** MpGAoOeon EMLTAEOV AVTLUTTEPTOOLKWV



