H moAvmAokdtnTo 6TV aVTILETMOTION TNC VTEPTUONC LE
TNV VTOPEN CLVVOCT|POTITOV. LTPATNYIKEC OLOYEIPIONC
otV Kob’ nuépa TPAEN

Xpnotog . ZappRotrouAog
AvaTtrA. Kabnyntng NaboAoyiag

Kévtpo AploTeiag Ymréptaong (Excellence Center), EupwTraikn¢ ETaipeia Yrépraong

A’ MNMpotraideuTik MNMaBoAoyik KAviki A.I.0., Noookouegio AXETA




ANnAwon cUYKpouonNC CUUPEPOVTWV

Ol TTapOoUCIACEIC OTOXEUOUV O€ EKTTAIOEUTIKOUC OKOTTOUG KAl HOVO Kal OEV
QAVTIKABIOTOUV TNV aveCAPTNTN ETTICTNMOVIKA Kpion

O1 TOTTOBETAOEIC WS TTPOC Ta OeDOMUEVA Kal Ol ATTOYEIC TTOU ek@pAlovTal
TTPOEPXOVTAI ATTOKAEIOTIKA ATTO TOUG OMIANTEG ATOMIKWG

Eixa emoTtnuoviky ouvepyaoia wg OMIANTAG 1 EPEUVNTNG O KAIVIKEG
MEAETEC/TTPWTOKOAAQ HE TIC KATWO!I ETAIPEIEC KATA TNV TEAEUTAIA S5€ETIA!

Novartis, Menarini, Boehringer Ingelheim, Pfizer, MSD, BIANEX, Mylan,
WinMedica, Bayer, Sanofi, Novo, ELPEN, Lilly, Specifar






To YTrepTaOIKO TOTTIO CHUEPQ

[TpoBAnuaTtioyoi otnv avTigyeTwtrion TN AY ...

[6ool €ival onuepa ol dlayvwoHEVO! UNEPTATIKOI ?
Moool eival pubpIcHEVOI ?

"Exel a§loAoynOei enapkwg n puOpIon Tng Al ?
MakponpoOeopn pubuion ?

>woTn €papuoyn diEbvwv odnylwv ?
MovoBepaneia ) ouvduaopEVn aywyn ?
E€aTopikeupevn avTiUnNePTAOIKN aywyn ?

MNpwTOTUNA 1 YEVOONUa oTnV YNEPTAON K KOOTOC aywync?
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Mn onuavtikny petafoin towv mococt®mv Entyvmonc, Ocpamneioc &
POOuionc ta tedevtaio 10-15 ypovia mapd Ti Tpoododovg ot Oepomeia

1 ATTOTEAECHATIKOTNTA 1 11
l =
l AVEKTIKOTNTA /—\M 1

1940 1950 1957 1960 1970 /1980 1990 \ 2008

* T A T ﬂ‘
Ap £0Q G-G'ITOK)\EIO'TéQ
aAyYYEIODIAOTAATIKA

AvaoToAEig

(UdpaAadivn) OeialidIkG AvtaywWoTég Pevi
SloupnTIKd aofeoTi EYvnS
Mepipepika . ] AiudpoTtrupidive
: KevTpIKWG OpWVTEG
. OUPTTOONTIKOAUTIKG ,

i O,-aYWVIOTEG (AAAQ:
(peoepTrivn) AVTOYyWVIOTEG
. . AVTayWVIOTEG Bacompeaivng,

ATTOKAEIOTEC yayyAiwv .
o YAVY aoBeatiou - un DHP Ev6obnAivng,
(youaveB1divn) S UVSUadOOi)

B-OTTOKAEIOTEG



Emiyvwan, O¢pameia, PUBIon AY ¢

Ai0gope¢ Xwpee & oty EAMada

NHANES: National Health and Nutrition Examination Surveys Chobanian AV et al. JAMA 2003;289:2560-2572

Ta ToocooTd EAEyXOU €ival
XOAPNAG o€ TTAYKOOUIO ETTITTEDO
OKOMN KAl OTIC AVATITUYMEVEG
XWPES 0TTWG o1 HIMA kai n
EupwTrn kai dev EeTTEPVOUV TO
30-35%.

Ta TTo000TA AQUTA OEV £XOUV
METABANOBEI onuavTika Ta

TeAeuTaia 10-15 ypovia TTapd TIg

TTPoOdOUG OTN Beparreia.

Ta aiTia yia Tov aveTTapkr EAeyXo

gival TTOAUTTOPAYOVTIKA.

MoocooTO YITEPTACTIKWV
ATOMWV

100%

90% 1
80% 1
70% 1
60% 1
50% -
40% -
30% -
20% -
10% 1

0%

16
23

19

Kavaddg Teppavia

0 Yo Oepameio
Pubuiopévol

0 Yo Oepameio
AppubpiaTol

0 Aloyvwopévol
Xwpi¢ Ocpareia

B Adidyvwortol

A. Xat¢ntoMiog, X. ZaBBotroulog, M. MrraAtatlh. Aptnpiakn YTréptaon- Ayyelakd Eyke@alikd ioxaipika ereigddia kal Avola. EkdoTikdg oikog POTONDA, O@sooalovikn 2007




O AIIOAYTOXZ EAEI'XOX THX YIIEPTAXHX EINAI
AY2KOAH YIIO®EXH...!!!




Moxpoypovia Oeparmeio



So many antihypertensive drugs...




Epéva mow pe BAETEIC Exw 1IGEcAOYIO
Exw dmown, Gev eipa Sav Toug arkhous
Mgy gipo mpaRaro

For | am nothing If not critical

William Shakespear



2UvUTTapén voowyv o€ YTTeEPTAOIKOUG AoBeveic

loxaipikg kapdiotrddeia (IHD) 20-30%
ZUup@opnTIKA Kapd. avetrapkela (CHF) 10-20%
AucAhimidaipia 25-35%
2. AlaBATNng 10-15%
AppubBpisg 10-15%
YtmrepTpo@ia tng Ap. KolAiag 10-40%
Ne@ppikiy BAGRN 3-5%
AocOBua 5-10%

Mep1pepIk apTnplotTadeia 10-15%

4
4
4
4
4
4
4
4
¢
¢

Xwpic aAAn vooo (avemmitrAekrn) 30-35%

Am J Med 1996; 101 (Suppl 4A) : 50S - 55S



2TOXOI TNG BeparTreiac

a) PuBpion NG AY oT1o KaAUTePO duvaTo ETTITTEDO

B) ApioTn avoyn TnG Bepartreiag, BEATIWON TS TTOIOTNTAGS (WNG, I0I0TNTEG ENPAVEIC OTIC VEWTEPEC KATNYOPIES
QVTIUTTEPTACIKWY (TTX. TOUG AMEA Kal TouG atTOKAEIOTEG TwV UTTOO0XEWV TG All)

y) MpooTacia Twv opyadvwv-oToX WV

EidIkéC KaTnyopieC TTANBUCUOU OTTWG NAIKIWMEVOI JE apiyws ZAY, dlafnTIKOI, M€ aVvOEKTIKY UTTEPTACN

ATTAITOUV €I10IKI) AVTIMETWTTION, 00OV aQopq:
Ta OPIA-OTOXOUG

TOUG BePATTEUTIKOUC XEIPIOPOUC (TT.X. EEaPXAC OUVOUAOUEVN AVTIUTTEPTAOIKN aywyn). Kuplog o1éxog n

MOKpOoXpovia & peyaAuTepn duvaTti EAATTWON TOU OCUVOAIKOU KapdiayyelakoUu Kivouvou (KIivouvou

eu@aviong CV oupuBauatog eviog 10 eTwv).
EAatTwon NS Al auTh¢ KaB’ eauTnc, aAAG Kal OAWV TwV CUVUTTAPXOVTWY TPOTTOTTOINCINWY MK

2.TOUG VEOUG aoBeveig, av kal o CV KivOuvog PJIKPOTEPOG, N TTANUUEANG XPOVIa avTIMETWTTION TNG AY

(appuBpIOTN AY) 00Nnyei 0€ uN avaoTpEWIPES BAGPEG.

H Al mpétrel va eAattwveTtal <140/90 mmHg, aAAd kai €1 duvaTdv xaunAdTepa eAv VivETAl AVEKTH



EP.1: TTove va Sow ouvduacpd

ETTIAOYEG QVTI-UTTEPTACIKNG OEPATTEING |

KAIvIké oevapio

‘Evapén ka1 diatpnon Oepartreiag
MovoBepartreia | cuvduaouog

A1TTA6¢ ouvdUaOuOG O a0OEVEIG ME:

AITTA6G ouvOUaOoNOG HE RAS avTaywvVvIOoTEG

AITTAGG CUVOUAONOG PE OUYKEKPIPEVES DOOEIG 2
QOAPHAKWY O€ Eva XATTI | KAl TPITTAGG CUVOUAONOG

2UCTAOEIG

* AloupnTikd (Og1aideg,
chlorthalidone, ivdaTtrapidn)

- BBs

« CCBs

* ACE-I

* ARBs

* YynAn Al (>20mmHg/10 mmHg
S1apopd yia ZAIN & AATI
avTtioToiXa, atrd 1o 6p1o oToxo All)

* YynAog kivduvog CV

Agv cuoTRvETAl
MTtropei va ouoTn@ei yia Tnv
mlavoeTnTa BeATiwong TnG

OUMMOP@WONG TOU aoB0EVOUG OTN
Oepartreia

ESH-ESC Journal of Hypertension 2013;31:1281-1357



Op1a AY (mmHQ)
avaAoya pe TpoOTTO HETPNONG All

2AMN

All larpeiou >140

24wpn All > 125
(MeprmrarnTikn All)

MeTpnoeig oTO
OTTITI






The NEW ENGLAND
JOURNAL o MEDICINE

ESTABLISHED IN 1812 NOVEMBER 26, 2015 VOL. 373 NO. 22

A Randomized Trial of Intensive versus
Standard Blood-Pressure Control

The SPRINT Research Group*

BACKGROUND
The most appropriate targets for systolic blood pressure to reduce cardiovascular

morbidity and mortality among persons without diabetes remain uncertain.

METHODS
We randomly assigned 9361 persons with a systolic blood pressure of 130 mm Hg
or higher and an increased cardiovascular risk, but without diabetes, to a systolic
blood-pressure target of less than 120 mm Hg (intensive treatment) or a target of
less than 140 mm Hg (standard treatment). The primary composite outcome was
myocardial infarction, other acute coronary syndromes, stroke, heart failure, or

death from cardiovascular causes.



The N EW ENGLAN D
JOURNAL of MEDICIN E

ESTABLISHED IN 1812 NOVEMBER 26, 2015 VOL. 373 MNO. 22

A Randomized Trial of Intensive versus
Standard Blood-Pressure Control

The SPRINT Research Group™

150+

140 136.2 mmHg

Standard treatment

1310+

121.4 mmHg

120+

Systolic Blood Pressure (mm Hg)

Intensive treatment

110+

Years

Systolic Blood Pressure in the Two Treatment Groups over the Course of the Trial



A Primary Outcome

1.0 0. 10— Hazard ratio with intensive treatment,
075 (9526 Cl, 0.64—0.29)
008
- 0.8 Standard treatment
= 0.06—
S, P<0.001
E B 004 — Intensive treatment
=
= ]
B oa 0.02
E
a 0.00 T T T T T
_— 0 1 2 3 4 5
0.0 T T T T 1
] 1 2 3 4 5
Years
Mo. at Risk
Standard treatment 4683 4437 47228 2829 721
Intensive treatment 4078 4436 4256 2900 FFa
B Death from Any Cause
1.0+ 0. 10— Hazard ratio with intensive treatment,
073 (952 Cl, 0.600—0.90)
008
- 0.5
= 0.06—
= Standard treatment
r 0.5 0.04—
® P=0.003
_""-"; 04— 002 Intensive treatment
: -
E
a 0.00— T T T T 1
_— 0 1 2 3 4 5
0.0 T T T T 1
O 1 2 3 4 5
Years
Mo. at Risk
Standard treatment 4683 4528 4383 29938 789
Intensive treatment 4078 4516 4390 3016 207

Figure 3. Primary Outcome and Death from Any Cause.

N Engl J Med 2C

15;373:2103-16.



Comments on Study- Limitations!!!!

« Patients with diabetes mellitus or prior stroke were excluded

* Frail elderly were underrepresented in this trial (28.2%)

« Significantly higher rates of serious adverse events, hypotension, syncope,
electrolyte abnormalities and acute kidney injury or failure, but not injurious falls,
were observed in the intensive-treatment group

« The fact that the study was open label in a strategy close to usual care with
frequent visits may have helped to adjust the antihypertensive treatment if

serious side effects occurred and thus minimized the risk of events

« Generalizability of the findings of SPRINT to patients with DM, stroke and to frail



Format:; Abstract Full text links

R
REVIEWS Bt

Has the SPRINT trial introduced a new blood-pressure goal in
hypertension?

Nat Rev Cardiol. 2017 Sep;14(9):560-566. doi: 10.1038/nrcardio.2017.74. Epub 2017 May 11.

Ruiz-Hurtado G', Banegas JR?, Sarafidis PA3, Volpe M*, Williams B®, Ruilope LM®.

Author information

Abstract

SPRINT is the first randomized, controlled trial showing that a systolic blood-pressure goal of
<120 mmHg can be attained with cardiovascular benefits in a select group of patients with
hypertension and an elevated cardiovascular risk with different origins. Although the patient
population with characteristics like those in SPRINT makes up only 20-30% of the total
hypertensive population, SPRINT is a landmark study that highlights the need to consider lower
blood- pressure goals in the treatment of hypertension. Extending this study to include other
patient populations and geographical areas is the next step for evaluating the benefits of strict
blood-pressure targets and the generalizability of the SPRINT results. Importantly, the blood-
pressure measurement method used in SPRINT differs from previous clinical trials, and raises
the issue of whether a more accurate method should be used in clinical trials and if such method
is feasible in clinical practice. This Perspectives article provides an analysis of the SPRINT
data, focusing on patient characteristics, blood-pressure measurement method, and
applicability of the SPRINT findings for future management guidelines.

PMID: 28492286 DOI: 10.1038/nrcardio.2017.74



office BP recordings without an observer in the rcom. '~ These
guidelines, however, do not mandate the S-tminute period of

rest that is specified in SPRINT . therefore, the automated

office BP recordings are not synonymous with measurements

madgde n SPRINT. Nonetheless, recordings made using an
automated device are often much lower than routine
measurements, '>-'® and the agreement limits are wide.'®
These findings are similar to what we reported in this study;
howewver, in contrast to the observation that the automated
office BP recording is similar to daytime ambulatory BP,'” we
noted that the research-grade BP was substantially lower than
daytime ambulatory BP with wide agreement limits.

SPRINT excluded people with diabetes mellitus. The
ACCORD (Action to Control Cardiovascular Risk in Diabetes)

study randomized patients with diabetes mellitus who were

hyp&rtensive to the same systolic BP targets as those used in

SPRINT. '® The sample size of AC han half that

%
of SPRINT, and a factorial design included interventions to
mmgt;:nd intensive or standard
glucose lowering. The hazard ratio for the primary end point
was 0.89, favoring intensive BP lowering. Furthermore, there

was 48% reduction in relative risk for stroke. Although the
ACCORD study used the same automated devnce as SPRINT

(Omron HEM 907) and measur i 1 visit,
S clear whether RD re i

/_A&Q__gm@_axm_enmmed_a__

mandatory period of S minutes of rest and whether the

readings were observed or unobserved (supplementary
appendnx 2 of Cushman et al'®). The overall results of the

ACCORD trial for intensive BP lowering, providing little
additional benefit for cardiovascular end points, could be

5 = x= partly refated to the cTlinterventions  of lipi lucose

® ABPM day SBP —-— 0.005 8.5 lowering, which may have diluted the results of aggressive BP
lowering. It is possible, however, that the BP measurement
e “methodology could be operative.
® Research SBP —— c.co1 115 X T SPRINT excluded people w:th stroke.sPatients with recent
2cunar siro o intensive (target systolic ”
3 14 BP =130 mm Hg) or standard (target systolic BP
® Routine SBP Lo o.c7 3.5

=140 mm Hg) groups and followed for an average of
3.7 years in the SPS3 (Secondary Prevention of Smaill
Subcortical Strokes) study.'? The more intensive treatment
reduced the rate of recurrent stroke by 19% (AP=0.08) and the
rate of intracerebral hemorrhage by 63% (£/—=0.03). In_ this
study, the Colin 8800C electronic device—was used (Colin

lnstrunzgn_ts_)___to _measure —BP _in _triplicate after

1
Odds Ratio for echocardiographic LVH

Figure 2. Relationship of odds ratio for echocardiographic left —
we—tricular hypertrophy (LVH) and systolic blood pressure (SBP) 15 m'ﬂ‘i?iw_g_gugﬂz_ufaw_nuu:hﬁa—wa&
—e=sured using 3 different methods. Odds ratios and their 95% measured at Z2-minute intervals in _the right ar 0

Tis =re plotted together with the chi-square and £ values. As le arm had 10-mm Hg higher systolic BP).~© These BP
me=swred by the likelihocod ratico test, the strength of the recordings were obtained with an observer in_ the room.
r=i=tionship bet"";;“ )Sﬁp and LVHSI;":’S Zt:_‘zlnr-?e(;—fgro;za)yt;::e Whether the study mandated and enforced 15 minutes of
amouliatory BP (A M) than routine an = = e = ioT F inflation i - lear. Aside from the
sStrengzth of the relationship of LVH and research-grade SBP was quiet res‘,f_':"o o c_u B"l: ke = 5 of SCPS3' = a ith
stromzer than that with routine SBP (A=0.005) The strength of the smaller difference in targets. n compare Wi
relationship of LVH and daytime ambulatory SBP was similar to SPRINT, the measurement technique may have made a
that with research-grade SBP (A=0.052). difference in ocoutcomes. =

W eV

be lower; the fact that they were higher may sugges{ that we Echo:

may have underestimated the height of overestimation. 11. ge;:
Furthermore y was [imited to patient ith chronic meas

kid isease. 2%?5?

_ Taken together, these findings suggest that if the SPRINT . O'Brii
findings were to be translated to clinic practice, the first step it
would be to measure the clinic BP as was done in the trial. Blanc
Without these research-grade measurements, the likelihood e

arm (or lack of benefit) may be real. e

Tobe

Selby
TW |



Hypertension Guideline




f/ _ﬁ,J 2TOXOI TNG Bepaneiag
>

H Al np&nel va ehattwveTtal <140/90 mmHg, aAAa kai €1 duvaTov XapnAoTepa av
yivetal avektn (<120/80).

o Ta enineda-oToxoc TnC Al npenel va sival <130/80 mmHg os acBeveic
uwnAou 1 noAU uywnAou KivOUVou WE:

o >akxapwdn d1apnTn

o >Tepaviaia vooo, EUppaypa Tou Juokapdiou

o Kapdiakr avenapkeia

o EykealikO €neicodio

0 'EKNTWON TNG VEPPIKNG AEIToupyiag

o MpwTeivoupia (<125/75 oTav >1gr/24wpo)

ESH/ESC Guidelines J Hypertension 2007; 25:1105-1187



ESC/ESH 210X0G¢ TNG All o€ UTTEPTOOIKOUG aoBevEig

2013

Recommendations

2 All o16)X0G YIa TN TTAEIOPN@ia <140 mmHg
» AoBeveic pe 2A

* MaAaid AEE i MN.1L.E

« AlapnTikAq f; un XNN ( <130 mmHg o€ ékdnAn TTpwTElvoupia)

2 All o16)06 YIa nAIKIwWPEVOUG (peE apxikn ZAlNT 2160 mmHgQ) 140-150 mmHg
2 Al o16)X0¢ YIa fit nAIKIwpéEvoug <80 xpovwyv <140 mmHg
AAI o1éx0¢ yia TN TTAEIOPN@ia <90 mmHg

AATI oTéxog yia aocOeveig pe ZA <85 mmHg

Journal of Hypertension 2013;31:1281-1357



2014 Guideline for Management of High Blood Pressure, JNC-8

Adult aged =18 years with hypertension ]
Implement lifestyle interventions

(continue throughout ma nagement).

Set blood pressure goal and initiate blood pressure lowering-medication
based on age, diabetes, and chronic kidney disease (CKD).

General population

(no diabetes or CKD) Diabetes or CKD present
Agg =60 yYears Age¢ <60 ypears All ages All ages
Diabetes present CKD present with
No CKD or without diabetes
Bloo sure goal Bloo ssure goal Bloo ssure goal Bloo essure goal
SBP £150 \im Hg SBAf<140Yynm Hg SBPf<140\nm Hg SBff <140\mm Hg
DBEP\<90 Hg DBR <90 ghm Hg DBR <90 mim Hg DBE <90 ghm Hg
Nonblack Black Allraces

l l h 4
Initiate thiazide-type diuretic Initiate thiazide-type diuretic Initiate ACEIl or ARB, alone
or ACEI or ARB or CCB, alone or CCB, alone or in combination with other
or in combination.2 or in combination. drug class.=

v ! v

Select a drug treatment titration strategy

M\ Maximize first medication before adding second or
Add second medication before reaching maximum dose of first medication or
Start with 2 medication classes separately or as fixed-dose combination.

|
¥

Reinforce medication and lifestyle adherence.

Add additional medication class -
and/or refer to physician with expertise in hypertension management.

T

2014 Guideline for Management of High Blood Pressure, JNC-8, JAMA 2014, 311: 507-520



‘Evapén avTIUTTEPTACIKANS YWY avaAoya pE
TIG TINEG All, aAAG & Tov cuvoAiko CV Kivouvo

ESC/ESH

duaioloyikn YwnAn ®uaoioN/kn 216010 1 214010 2 216010 3
2Al 120-129 | AAI AN 130-139 i 2Al 140-159 4 AAn >ZAl1160-179 R4 >AM 2180 n
80-84 AAIN 85-89 90-99 AAIT 100-109 AAM 2110

aAAayr) TpéTTou CWNAG YIa aAAayn TpéTTou (WG
QpPKETOUG prveg & v apkeTég eBdouGdEG &

MapdayovTag Kapia mapéuBaon ) ) KatoTv évapén | xatémv évapgn
, Kapia TTapéupacn . .
Kivduvou (POPUAKEUTIKAG AYWYNS 'pappaKeunKr]g aywyAg

(eav atrapaitnTo) (e@v amapaitnTo)

/ -
aAAayn TpdTTou Jwnig yia Z aAhayr TpdTTou Jwng yia
OPKETEG EBOONGOEG & 7/ OpKETEG EROOUADdES &
Katomyv évapen 7 KATOTTIV évapén
(POPPAKEUTIKAG gvﬁvng (PAPMPOKEUTIKNG aywyng
(edv aTragalTr]To) (edv atmapaitnTo)
3 < MNapdyovTeg
g /
K"V5UVOl;\1 Mz, AMay TpéTIoU Zwiig & =~
N Uﬂé)(l;zIVIKr] Tneavu)%(gml:]uksunm ‘Evapén @apuaKeUTIKIG ‘Evapén @apuaKeUTIKAG
aywyng & aywyng &
aAAayr) TpéTToU CWNAG aAAayr) TpéTToU WG

Kavévag

1-2 Mapdyovteg
Kivduvou

A)\)\ayn TpO1TOU Cwng &

Journal of Hypertension 2013;31:1281-1357

Eykareotnuévn
KA R N® vooog



MeAetn Steno -2

e EmBeTIKn ouvduaopEvn AVvTILETWNICH NAPAYOVTWV KIvOUVOU oc acBeveic pe ZA-II:

- YAUKQIMIKOC EAEYXOC D
- pUBION AN l
- dlakonn KanviopaTtog
- peinon B2 53% KIvdUVOL KOPSYYELOKDV ETITAOK®DV
- ?MC‘Y"'I SiaITnTIKWV ouVNBEIY & £m¢ 63% HKPOOYYEIOK®DY ETTAOKDV
- aoknon
VS
TNG opadac ouvnOouc aywyng

e >Tnv heAETn UKPDS (1998), 600 & oTnv PeAETN Steno-2 (1999), napatnpnonke
Kal Eva HETA-NAPEUPATIKO OPEAOG OTIC HIKPO- & HAKPOAYYEIAKEC ENINAOKEG TOU ZA-2
& yia >10 xpovia napakoAoudnon YETA TNV NIOETIKN Ospaneia
(paivopevo kAnPodoToUHEVNG ENidpaonc).

Gaede P et al. Effect of a multifactorial intervention on mortality in type 2 diabetes. N Engl J Med. 2008 7;358(6):580-91,
Holman RR et al. 10-years follow up of intensive glucose control in type-2 diabetes. NEJM 2008;359:1577-89



AveéaptnTta oo To GAPUOKO TtoU Ba eTIAEVEL, N
novoBeparmeia emituyxavel tn puduon tng Al oe
TTO0O0OTO UOVO TWwV a.ocBevVwyY

MovobBeparreia

¢ Emruyxavel peiwon kata ~ 4 - 8% Ttwv TIpwv TG All
Avapu.diagopd 9/6 mmHg

.X. 160/95 mmHg » 151 /89 mmHg

¢ |kavotroinTikr) pUBuIoN pévo o€ 50% TWV UTTEPTACIKWYV

2uvOuaouévn OepaTreia NE 2 PAPMOKO

¢ Emtuyxavel pyeiwon kata ~ 8 -15% twv Tipwv Arll

mr.x. 160/95 mmHg AYSp-S1apopd 17710 MMHY | 143 / 85 mmHg

¢ IkavotroinTikny puBuion TNG All o€ TToocooTO ~ 70%

ISH/WHO Hypertension Guidelines 1999 . J Hypertension 1999 ; 17(2) : 151-83



Meon Meiwon Tne ZAlN oTto 24wpo

[Mtwon Al (mmHQ)

Half standard Standard Twice standard

Katnyopia dose dose dose
Oz1alIdIKA dioupnTIKA 7.4 8.8 10.3
B-ATTOKAEI0TEG 7.4 9.2 11.1
aMEA 6.9 8.5 10.0
AT1 7.8 10.3 12.3
AvraywvioTég Ca 5.9 8.8 11.7
‘OAeg o1 KATNYOPpPIiES:

Méon Tipn 7.1 9.1 10.9

Law MR et al: BMJ 2003;326:1427-31



Placebo corrected SBP response to monotherapy (&) and
dual therapy {~a) meta analysis of 42 trials

Systolic
Blood
préssure
reduction
(mmHa)

Systolle
Blood
presswe
redguclion
(mmHg)

20
20 Eftoct if both drugs adative (189 mmHg) _______ I
ff f oo 5 o (14 mH 4 :
N D T O NOTINY). e . Ny 007210
3 145
12 4 / \ (13 5-15 B) 12 / I
1
8 I : g 913 ul 8
73 Sl 8.1-104) (§.6=12.9)
{6.4-82) [
4 44
0 0
Thiazide Any other Thiazde with any Hela blockar Any alher Uela blockar with any
AP drun other BP drug BP drug oher BP drug
20 - 70 1
L 16 {Effoct it both drugsadditive (1S2mmH) S—
Eflact if both drugs additive (13 0 mmiqg) l l
12 139 12 3
\ (125-153) / (128-15.7)
8 2 | [
7 28'49 7 715
68 (72-87)
4] | 80-77) 4 i
0 : 0
ACE Intstator Nz other ACE Inhdslor mith eny Calcium channe! blocker m¥ou|-;sr Calcium channel blocker
BF arug other 8F drug B drug vath any other BP drug

Wald DS et al. Am J Med 2009; 122:290-300




AvBekTiIKn YEPTAON
(1blomadnc, kuplwc og atopa pe 2A)

* QVETTOPKNG YY)

* EMITTOUEVI] COUUOPPMOOT] TV AY®Y1), TOAVPUPUUKLIQ

* poprakoi pnyoviopoi gveyopevol otny taboyévero s AY otov XA

* LEYAAN MAKiO

* TAYVOUPKL, VITVIKT] ATVOLQ,

* KaTaKpaTinon vypav (oykoelaptopevn AY, AN, avenapknc 6061 010VPNTIKOV, AovOAvVHV
VILEPAAOOGTEPOVIGLOC)

 pevivoeCaptopevog unyoaviepnos (AN, un owyvmoOsico veppayyeloki AY)

* 0€ TEPIMTMGELS IOV dev eA&yyeton 1 All, £leyyog Yo devtepomadn AY
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EPIDEMIOLOGIC CHARACTERISTICS OF

HYPERTENSION IN THE CIVILIANS OF KOSOVO
AFTER THE WAR

Markoglou N.Ch.", Hatzitolios A.l% Savopoulos Ch.G., Ziakas A.G.%, Koutsopoulos D.}, Metallidis S.2
T 34" Greek Medical Battalion, Greek Force of Rosovo

2 1% Medical Propedeutic Degartment, Aristoiles University of Thessaloriki, AHEPA Hospital, Thessakoniki, Greece

SUMMARY

34* Greek regimen, which was part of the NATO forces, provided medical services to the civilians of Kosovo, We studied epidemiclogic dala in the population of Kosovo
regarding hyperiension in onder to determing the prevalence and characieristics of yperiension, 830 patients (281 — 33.86% male, 62426 ws and 549 — 66.14% female,
494 78 yrs) were examined for diflerent diseases. We identified 254 {30.6%) patients with hyperiension (188 female and B8 male). According to the inlemational criteria used
for the classification of the severity of hypertension, more than half of the patients (51.2%) had severs hypertension, 31.5% modest and 17.3% mild, Stafistically significant
relafion between the severity of hyperlension and age dr sex was not found out. Increased BMI as well as the presence of proteinuria and rheumatic diseases were significanthy
relaked lo the severiy of the hypedension while the coexistent hearl disease, diabeles melus and chronic obstructive pulmonary disease (COPD) wasn'l. The use of non-
-steroid anti-inflammatory agents (NSAIDS) was related to the severity of hypertension with a bordedine significance. 31.4% of the paiients were on ireatment with NSAIDs
and.furmisnna h-El:a'LEEﬂI rhaurra!jc dseasewub&lrucﬁue pulmonary disease. Uwfmcthm of the sympathetic sysiem was present in 62.9%%. The mean hea‘lraie was

B.35% = nﬂﬂrigﬂmmuentsmadngmalmahmteﬂ'emum -
s causes of secandary hjp-ertarm:n 3

all of them except the ones already on ueammt having their blood pressure well controlizd. For mwmmummmmmmm adrenergic inhibitors either
as monotherapy or in combination with other agents were used most frequently combined with diureSics and Ca antagonisis and ACE inhibitors. In cenclusion the diagnosis
and reatment of hypertension in the popuiztion of Kosovo during the post war period had certain parficularfies.

Ky words: epider:iology, Kosove, hyperension, sympathefic nervous system, non-skeroid anti-inflammatory drugs, steroids

Address for comespondence: A. Hatzitofos, AHEPA, Hospital, Stilpones Kyriakidi 1, PG 546 36 Thessaloniki, Greece. E-mafl: aee@med.auth or



AVTI-UTTEPTACIKN aywyr o€ acBeveic ME
avOekTIKA AY

2UCTAOCEIG AvTiOeTEG OUOTAOEIG

ATTONAKPUVOT TWV QAPUAKWY TNG AVTIUTTEPTACIKAG aywyng ME KaBOAou 1) pikpry dpdon

2KEPTEITE TNV XPNON AVOOTOAEWV * Av dgV UTTAPYXOUV AVTEVOEIEEIC
aAdoaoTepOVNG, aulAopidng, kal Tou alpha-1-
blocker do¢alooivn

EmrepBaTtikh mpooéyyion: renal denervation * Av n Bepartreia gival avattoTEAEOUATIKN
and baroreceptor stimulation may be
considered

Xwpic dsdouéva yia Tnv HAKPOXPOVIA ATTOTEAECUATIKOTNTA TWV UEOOSWYV, TTPETTEI va
yivovrai IO6vVo arro EUITEIPOUS KAIVIKOUG yIaTrpoug.
Aiayvwon kai follow-up mpérmrel va mmepropidovral o€ gI8IKA UTTEPTATIKA KEVTPA

EtmrepBartikh mpooéyyion povo yia mrpayuatikd o KAivikp 2AlN=160 mmHg 4 AAlM=110
UTTEPTAOIKOUG a0 BeVEig mmHg pe Al emBepaiwpévn pe 24wpn
kataypaen tnG (ABPM)

Joumal of Hypertension 2013, 31:1281-1357



Katavoun petaBoAwyv ZAIlT yetd xopriynon o1ripovoAaKTOVNG
VS VEQPIKNC CUNTTAONTIKNAC attovelpwong o€ avlekTIki AY

ASCOT The Symplicity HTN 2 Trial
Atenalol & Amlodipine (n=1411) Renal Dencrvation (n=45)
)
¥ r Simulated FD curve
o : ] Based on reported §mean +/-
= ; SDin SBP
g : ]
g 1 i = 1
i =) !
g - ;
E o ;
8 A E ;
i : = | | i |
o= T I . .
c -100 -50 -32 [ 4l
-100 50 2187 0 50 P
Decraased Change in SBP (mmHg) after Spironolactone Incraaszd Decreased Chang In SEF mmiHg) from baseine Incrzased
Mean A SBP: -21.87+21.27 mmHg Mean A SBP: -32+23 mmHg

Chapman et al. Hypertension. 2007 ;49:839-45, Symplicity HTN-2 Investigators. Lancet 2010; 376:1903-09



2E MNOAAEZ KATAZTAZEIZ ANAITEITAI O ZYNAYAZMOZ
TPION H & NEPIZZOTEPON GAPMAKQN TlA NA EMITEYXOEI O ZTOXOZ THZ All
(IA1QZ HAIKIQMENOI, AIABHTIKOI, NE®PONMAOGEIZ, NAXYZAPKOI, ANAATOEYAIZOHTOI)

Ap. QVTIOTIEPT GOIKWY POPUEKWY

MEAETN @/MAH (m@ 0 1 2 3

UKPDS 2A AAl < 85

ABCD 2A AATl <75
MDRDXNN MAI < 92
HOT 2A AAT1 < 80
AASK MAI < 92
uaupol
C AN (mm Hg
INVEST 136
CONVINCE 137
ALLHAT 138
IDNT 138
RENAAL 141
UKPDS 144
ABCD 132
MDRD 132
HOT 138
AASK 128

Bakris GL et al. Am J Kidney Dis. 2000;36:646-661.



EP.2: Zt 1 wAEOVEKTEI n
xopfiynon e€apxnc ouvBuaoTikig

MovoOepaneia VS cuvovacuevng Oepameiog averic?

> Xe acBeveic e avEnuévo Kapdlayyetoko kivouvo, otny devtepoyevh TpoAnyn & otav n All
vrepPatver kata 20/10 mmHg v All otdyo n avrwreptacikn Oepaneia O mpémel va eivar
e€apyne embetcotepn, cLVNO®C Pe GLVOVAGUO PAPUAK®OV, O10TL £YEL amodeLBel OTL N 6GO TO
ovvaTov ypnyopodtepn pvbuion g All mtpoceépet pokpompdesa peyaAdtepo dPEAOS oIV
TPOOTAGIO amd KopotoyyeloKd cuuPaoro

» 2k acBeveic pe avermimiextn AY Kot 101mC 6TOVE NMKIOUEVOLE, N avTivTepTAGIKY Oepameio Oa
mpénel va apyilet pe éva papuroko & vo avéavetor Pabaio (otadwakn | Al kaAdtepa,

avek yopic opfooctatikd eatvoueva, (AN, cOyyvor, advvapio)

» 2 acbBeveic pe eykepaiikn PAAPN, otadtakn eddttoon e All Yo tnv amopuyn peiwong g
EYKEPOAIKNG OUATOONG AOY® UETATOMIONG TNG AVTOPPVOUOTC TG EYKEPOAKTG KUKAOPOPLaG
o€ vynAotepa emimeda ALl

ESH-ESC Journal of Hypertension 2013;31:1281-1357



[TAgovekTnuOTo — XTPATNYIKT) GLVOLACUEVNC OepameioC

> Zuyxopnynomn avtidmepTactK®OV, AOY® GCUVEPYELNC UNYOVIGULOV Opdoems, erattavel TV All e
peyalvtepo Babpo an’ 4t 1o kdbe PAPUOKO LOVO TOV, EVAD OVEAVETOL KO TO TOGOGTO TNG
24mpng pouduionc.

» H ocvyyopnynon entpEnel ) ¥pnon MKPOTEP®Y OOGEMV LLE OTOTEAECLO LEIMGT] TOV EMLEPOVG
OVETOOUNTOV EVEPYELDOV.

» 0O o100epOC GLVOLAGUOC OVO 1) TPLOV PAPUAK®OV ATTAOTOLEL TO O0GOAOYIKO GYTL0L KOl EVVOEL T
GUULOPPM®OT) TOL a.oOeVT).

> Onwg kol 68 Povodepaneio, OPIGHEVO PAPHLOKO VIEPTEPOVY EVAVTL BAAMY MG LEPOC EVOG
DOKLLOV GLVOVAGLOV OVAAOYX LE TIG GVVOOEG KAVIKEG KOTAGTAGELC.

ESH-ESC Journal of Hypertension 2013;31:1281-1357



Katnyopio avtidmeptacikod avaioya LE T GLVOOO Tadnon —
EvoeiEerg/Avtevoeiteic ESH/ESC 2013

OEPANEYTIKH
Karnyopia

AiloupnTikd

B-atrokAgioTéG

Avtay.AcBeoTiou

a-ATTOKA£10TEG

BEBAIEZ ENAEIZEIZ

Kapd.avemrdpkeia, HAIkiwpévol, ZAM
Ne@pikn averrdpkeia (Lasix)
Merd OEM (avTaywvioTAg aAdooTepovNg)

MaUpoi1 aoBeveig

Ztnédyxn
Merd amé OEM

TaxuappuBuieg- KOATTIKA HOPHAPUYA

Kapd.avemrdpkeia

AucAsiToupyia- uTrEpTPOPIa TNG

Ap.Koihiag, ZA,

MeTaBoAiké ouvdpopo, Metda amré OEM
AloB.veppotrdBeia ToTToU | (a-MEA) & t0TT0U Il (AT))
Mn S1aBnTikR Ne@poTrdbeia,

Agukwuaroupia

ACUUTTTWHATIKA apTNPIOCKARPWON

21n0dyxn, HAIKiwpévol

ZAN, ABNPWHATWON KAPWTIdWV

YmepTpo@ia TTPOCTATN

MIGANEZ
ENAEIZEIZ

2. AilaBnTng
AEE

Kapd.averdpkeia

(Mkpég B60oEIg)
Kunon

KoATTiki} pappapuyn

Mepipepikn
apTnploTrddeia
Konon,
MeTafoAiko
ouvdpopo

AucAimidaipia
Aucav.yAukolng

Oupikn apBpiTida
HAekTpoAuUTIKEG
Siarapayég
(utrep-uTrOoKaAICIHiC)

AocBua kai XAl
KoATtrokolAlakog
aTrOKAEIOU6G 2-3°Y Ba.

Kinon
YmepkaAiaipia
Au@oTep.oTéVWON
VEQPIKIG apTnpiog
Ayyeilooidnua

KoAtrokoiAlakog
aTTOKAEION6G 2-3°Y Ba.
(BepatrapiAn-AiATiadépn)

AucAimidaipia, Aucavegia
oTn YAUKGdn

Néoi oe§ouaAikd evepyoi
avdpeg

Kunon (8€1a0g181kd)

AucAimidaipia
Alatapayn avoxng
YAuk6dng

Mepipepikn
apTnploTrddeia
ABANnTéG & SpaocThpiol
acBeveig, oeOUOAIKA
gvepyoi avdpeg

ZupgopnTiki Kapdiakn
Avetrdpkela
Taxuappubuieg

(81U poTTUPIBIVEG)

OpBooTaTiki UTTOTAON
Kapdiakn aveTrdpKeia;



H amotoun mpwivny avénon e All
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Millar-Craig et al. Lancet 1978;1(8068):795-797, Mancia et al. Circ Res 1983:53:96-104
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Angiology Volume 57, Number 2. 2006

Circadian Rhythm in Sudden Cardiac Death:
A Retrospective Study of 2,665 Cases

Christos Savopoulos, MD, PhD,* Antonios Ziakas, MD, PhD,*

Apostolos Hatzitolios, MD, PhD.* Chrysanthi Delivoria, MD,*

Andreas Kounanis, MD,* Stefanos Mylonas, MD,* Mathaios Tsougas, MD, PhD.*
and Dimitrios Psaroulis, MD, PhD." Thessaloniki, Greece

Several studies have reported a circadian wariation in sudden cardiac death. The aim of this
study was to determine whether in northern Greece sudden cardiac death shows a circadian
rhythm and/or a weekly and seasonal distribution. We studied 2,665 sudden deaths due to
coronary heart disease from 13,832 sudden deaths that merited autopsy; 1,425 (52.6%) of
them were due to acute myocardial infarction (AMI) and 1,236 (46.49%) to chronic ischermic
heart disease (IHD). The time of death was determined on the basis of autopsy results and
witness interviews. There was a circadian rhythrm of sudden cardiac death (p <0.010), with a
low incidence during the hours 04.00-08.00 (13.19%) and an increased incidence during
20.00-24.00 {19.8%) {(p <0.05). Women did not show the same significant circadian wariation.
Time of cccurrence of sudden cardiac death attributed either to AMI or to IHD showed a similar
24-hour distribution (lowest incidence during 04.00-08.00 hours, 12.8% and 13.5%, respec-
tively, and higher during 20.00-24.00, 1555 and 20.3%, respectively). Weekday distribution of
sudden cardiac death showed a significant statistical variation (p <0.005) with the highest
frequency on Monday (21.1%) and the lowest on Sunday (7.5%). The same distribution was
observed in men, whereas in women the lower frequency was also on Sunday but the higher
was on Tuesday. Sudden cardiac death was evenly distributed over the months of the year,
with the highest incidence in surnmer (27.3%) and the lowest in autumn (22%). Sudden cardiac
death shows a circadian rhythm and a significant variation during the week.
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H amotoun smpmivi avénon tneg aptnplakng mieonc
AvEnuevog Kivouvog apviolov Kapoltakov BavaTtov Kal 10YoULog

Avadpopikn avaiuaon 94 nepioTaTikwv aipvidiou kapdiakou BavaTou
AipVidioc kapdiakog BavaTog
20

10

ApIOUOC
BavaTtwv

0-3 3-6 6-9 9-12 12-15 15-18 18-21 21-24

Ioxaiyia Tou puokapdiou

= N W

o o O

o o o
T T 1

Alapkeia
(AenTa)
|

o

01:00 05:00 09:00 13:00 17:00 21:00
'Qpa TNG NUEPAG

H eninTwon Tou AEE au&avetal kata nepinou 60% TIC NOAU NPWIVEC WPEC
Willich et al. Am J Cardiol 1992:70:65-68, Rocco et al. Circulation 1987:75:395-400



OyoC UPEONC-ALXUNC
« KAeldl» yia tnv 24 wpn avILUmMEPTAOLIKA

QTTOTEAECUOTLKOTNTOL

Fosinopril

Lisinopril

Ramipril

Benazepril

Enalapril

Telmisartan

Losartan

Valsartan

Olmesartan

Irbesartan

10 20 30 40 50 60 70 80 90 100

T/Pratio (%)

o

1. Physicians Desk Reference. Montvale,NJ: Medical Economics Company; 2008. 2. Diamant et al. J Hum Hypertens. 1999;13:405-
412. 3. Martell et al. J Hum Hypertens. 1998;12:69-72. 4. Hermida et al. Hypertension. 2000;42:282-290.



H 2Zupuopoewon he Tnv Avtiutreptaoik Aywyn odnyei o€ ETriteucn Tou
emBupunTou 210)0U All o€ TTeEpiIoodTEPpOUC AoBeveic™

2 UYyXpoVviIKn HEAETN TTapaTripnong (n=1.000)

p<0,005 |
80,0 75,3
AcBeveig TTou
@tavouv oto  G0,0
EMBUUNTO
oTOX0
All <140/90
mmHg (%) 40,0
20,0
10,2
-
Non-C  Mn cuppépewon ZUPpOPOWaOnN it

*To emBupnTo emmiTredo Al givan <140/90 mmHg

Yiannakopoulou et al. Eur J Cardiovasc Prev Rehabil 2005;12:243-9



H aug¢non NG Zuppoppwaong pelwvel Tov Kivouvo yia KA
2UuBauara

Kdabe augnon katd 10%
TNG CUPHOPPWONG
OUOXETICETAI PE PEIWON
Katd 0,3% Tou 5-eT0UG
Kivduvou yia KA
ETTEIOODI0

14 p<0,05 ,
- 'v‘ |
10

8  22% auénon AEE

571 15% auénon OEM

5-£T¢ Kivduvog yia KA cuppBapa*

4 —
2 —
n=556
0 Y
Mn cuppop@wpevol SUUPOPPWUEVOI A0BEVEIG
aoBeveic

»
>

Augavopuevn CUPUOPPWOnN

FNocooTt6 katoxrc papudkou =280%
Halpern et al. J Hypertens 2006;24(Suppl. 4):S15 - 155



Mocoota BepameuTIKNC CUMUOPPWONC UE TNV APXLKWC
ouvtoyoypadoUEVN KATNYOPLO VTLUTIEPTACLKWVY

% aoBevwv
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Mrveg:

w12

48

20.8*
16.4*
Ocoldwd  Aviay®vioTég
SovpnTikG  B-adpevepyikmdv
VIOS0YEMV

AvaoTtoleic

*p < 0,05 évavt AYA

Unger T. et al.Drugs ; 2004 64: 2731-2739



AUZnon @APHUAKEUTIKNG dATTAVNG OTNV

EAAGda & otov EOINY

Expenditure on pharmaceuticals in Greece, 1991-2004.

Year Real drug Drug exp. % Drug exp. % Private. Public drug
BXp. of GDP of total drug exp. ¥ exp. ¥
(million €) health exp. Total Drug public

Exp. ealth exp.

1992 S o 35.6 e

1993 695 1.3 16.6 32.6 20.5

T DApPOKEUTIKA dATTEVN DapPaAKEUTIKA dATTAVN

1996 ’ .

1997 ATTO 569 €K. o€ 1.865 &K. ATTIO 178 €K. o€ 684 K.

1998 710 17 12 0 T 12 A

;ggg _ % TWV daTTAvVWY UyEiag AN\ayn o€ akpIBOTEPa PAPUOKO

. : AT 16.3% o€ 22,7% Auénon katd 493%

2003 1397 1.8 204 EY| 23.5

2004 1531 1.9 22 29 264

2005 271
o (o o @
Source: Authors' estimatés Dased on data provided e Mational Statistical Service, Foundation for Economic and Industrial Research (TOBE) and OECD

Health Data 2009.

Lambrelli, Health Policy 2010




2UUUOPPWaOnN acBevwy oTtn Bepartreia
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2. NUAVTIKA
LEYOAAUTEPO TTOOOOTO
aoBevwyv AapBavel T
(PAPUOAKEUTIKA aywyn
LUE TTPWTOTUTIA O€
ouyKpIion JE Ta

Brand | Generic YeEvoonua

user user

Hypertension

Briesacher, AJMC 2009






>TOXO! TNC Bepaneiac

e KUpioc aTOXOC N Hakpoxpovia & peyaAuTepn duvaTn EAATTwoN Tou
OUVOAIKOU kapdlayyeiakou Kivouvou.

e EAGTTWON TNC AN auTnc Kab’ eauTng, aAAd Kal OAWV TWV oUVUNAPYXOVTWY
TPOMOMOINCINWY NApAyovTwv Kivouvou.

Journal of Hypertension 2013;31:1281-1357






Emiloyn avtidvneptacikov ESC/ESH : avdloya pe cuvomdpyovcsa mdonon

Konon CCBs, B-,a/B- amokAelotéc, pebBuAvtona

Mepovwpevn ZAY (nALKLwHEVoL) Awovpntika, CCBs

AcuumTtwuaTiki aBnpookAnpwon a-MEA, CCBs

«MetaBoAko cuvdpopo» a-MEA, ARBs, CCBs

2/ a-MEA, ARBs

MNepipepikni Aptnprakni Nooog (IMAN) CCBs

MikpooaABouptvoupia / Nedpikny BAABN a-MEA, ARBs

TeAwoU otadiou XNN / Mpwteivoupia a-MEA, ARBs, SltoupnTikd atyKUANG

Ynieptpodia AP kolhiag a-MEA, ARBs, CCBs

KoAmikn papuopuyn B-amokAelotéc, un DHP-CCBs, a-MEA, ARBs

KA AwoupnTtika, B-amokAeloteg, a-MEA, ARBs,
avTaywvLotec aAdootepovng

ItnBayxn B-amokAelotég, CCBs

EM B-amokAelotég, a-MEA, ARBs

AEE o\

Journal of Hypertension 2013;31:1281-1357




[TiBavol cuvovaGLOL AVTI-VTEPTACTKOV QOPUAKDV
CA: Zuvovaoudg LE TIC TEPLOGOTEPES KATIYOPIEC AVTIDTTEPTAGIKDV

Oetalidtka-otoupnNTIKG

B-blockers AVGGTOAF 'S
utrodoxéa
QYYEIOTEVOiVNG
AVETTIOUUNTEG EVEPYEIEG
avaoTOAEWV S1aUAwWYV aoBeoTiou
* MTTOPEi VO TTPOKAAECOUV
QVETTIBUUNTEG EVEPYEIEG TTOU
AAAa OoXeTiCovTal JE TNV AyYEIODIACTOAN.

AVTayWVIOTECG EpUBnua, kepahaAyia kal oidnpa
aoBeoTiou TWV OCQUPWV gival Ta TTI0 ouvnon.

» H duokolhidTnTa gival n 1Mo ouvnRéng
i QVETTIBUUNTN EVEPYEIA TTOU OXETICETAI
ACE avaoToAeig HE TN BepaTTapiAn (avaoToAéag Twv
dlauAwv aoBeoTtiou Ouddag I)

Mpdaoivn ypappn: 1I8aviKOG ouvouaoNuog; Mpdoivn SIOKEKOUMEV YPAMUN: XPAOIMOS OUVOUAOHUOG
(ue Aiyoug Treplopiopouc); Maupn SiakeKOpHEVN ypOuMA: TIOavoi aAAd AlyOTEPO HEAETNUEVOI
ouvduaouoi; Kokkivn ypappni: Mn TTpoTeivouevog ouvouaouog. MapoAo tTou n BepatrauiAn Kai n
OIATIalEuN XpnoidoTtTolouvTal e beta-blocker va BeATiwoouv ventricular rate control in permanent
atrial fibrillation, only dihydropyridine calcium antagonists should normally be combined with beta-
blockers.



To ouoTnua pevivng-ayyeiotaoivng-aAdooTtepovng (2PAA)
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AvaoToAgig :c 050i /
pevivng AyyEIOTAOIVOYOVO OTIKES 000
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Olmesarian

A6 TnVv All 1] Kal atreuBeiag atrd Tnv A |, TTapdayovTal oTo NTTap & € TTEPIPEPIKOUG I0TOUG, PE TNV ETTIOPACT AUIVO-
N EVOOTTETITIOOOWYV N KAl TN CUPPETOXN Tou MEAZ2, Ta uttoAoITTa TTETTTIOIKA KAAOPATA TNG AYYEIOTATIVNG

Anglotensinogen

*
Ang 1 (1-10) @——» Ang-(1-9)
Y K
Ang Il (1-8) ACE2 |— Ang-(1-7) )
/’ — — V
() H bending or ionic bending o - Y
H site o action of dmesartan™ AT, receptor AT, receptor Receptor?

- f f

BP reduction™  Anli-inflammatory*¥  Anfi-remodelling




A(1-7) & A (1-9)

H A (1-7) gival éva dpacTiKO TTETTTIOI0 Tou ZPA. ECoudeTepuivel TNV ayyelooUaTTacn, TTPOAYOVTAG
TNV atmreAeuBEpwan NO Kal TTPoCTAKUKAIVNG, evioyUel T vaTpioupnon & eKdnAwvel akpIBwg
avTifeTeg dpaoelg amd tnv A |l, diaBéTovrag avTigimtoyovo, avriappuBuioyovo kai avtiBpouoyovo
opaaTtnpiotnTa. O1 ayyelodIaoTAATIKEG KAl OIOUPNTIKEG IDIOTNTEG TNG ETTITUYXAVOVTAl HECW TWV
utTodoXEWV Mas, evw avegaptnta amod Toug Mas-utrodoxeic, n A (1-7) augavel Tnv OpacTIKOTATA TNG

Bpadukivivng Kal avtaywvifetal TNV UTTEPTPOPIKA dpaon TG A 1.

H A (1-9) gival oXeTIKA AiyOTEPO PEAETNOEV TTETTTIOI0, YE TTOAU XauNAG TTiTTEdQ AUTAG OTO TTAAOUA
QPUOIOAOYIKWYV TTEIPAPATOlWWYV KAl avOpWTTWYV, AAAA UE CUYKEVTPWOEIG TToU PBAvouv 10 50% Twv
avrtioToixwv emTTEdwV TNG A |l o€ opIouEVoUG 1I0TOUG, OTTWG 01 VEQPOI. ATTOTEAEI I0XUPO
avtaywvioTikO avaoTaATh Tou MEA kal ottwg n A (1-7), augavel Tnv atreAeuBeépwon NO péow
gvioxuong Tng dpaong Tng Bpadukivivng atoug B, utrodoxeig autig. H dpaon tng A (1-9) eivai

ONUAVTIKA 1I0XUPOTEPN, CUYKPIVOPEVN WE TNV avTioToixn TnG A (1-7)

Ardaillou R. Curr Opin Nephrol Hypertens 1997;6:28-34, Kramkowski K, J Physiol Pharmacol. 2006;57(4):529-39
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Huiceio (o1 mAAcLaTOC

EGpog « eEaopalileTar n
QVTIUNEPTACIKN ANOTEAECUATIKOTNTA

FnpooapTavn o€ OAO TO 24wpo
AocapTavn I ToU d000AOYIKOU psooélgmﬁpamq,
T e OUMnEPIAAUBavopeEVwV
. TWV NOAU NPpWIVOV WPWV,
BaAoapTavn

] + KAB&G Kl N CUHKOPPOT)
KavTteoapTtavn -

OAugoapTav ] |

IpBecapTavn ] |

TeApioapTav -]
0 6 12 18 24

Huioegia (wn nAacpaTocg (wpeg)

Burnier, Brunner. Lancet 2000;355:637-645
Brunner. J Hum Hypertens 2002;16 (Suppl 2):S13-S16



OApeocaptavn vs BadcapTtavng, AocapTavnG & IPUTTECAPTAVNG

EAarrwaoeic tng All atnv ABPM ari¢ teAcuraiec 4 wpeg TN O0OCOAOYIKNG TTELIOOOU

AAI ZAN

MetaBoAn Tng Al (mmHg)

-10 — [l BoaAcaptdvn 80 mg

B /\oocaptavn 50 mg 9.8
B lpumecapravn 150 mg

-12 — Il OAucocaptdavn pedoopiAikr 20 mg

n =588
* p < 0,05 évavt pedotopihikig OAyecaptavng
**p < 0,001 évavt yedofouihikig OApecapTavng

Smith D. H. et al.: Am J Cardiovasc Drugs, 5 (1): 41-50; 2005



OApeocaptavn vs BadcapTtavng, AocapTavnG & IPUTTECAPTAVNG

EAarrwaoeic tn¢ All atnv ABPM oTi¢ TeAcutaiec 2 wpeg 1N O0OCOAOYIKNG TTELIOOOU

AANN ZAlN

0 —
—_~ -2 ]
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-8 [l Bohcaptdavn 80 mg

Il Nooaptdvn 50 mg
B lpumecaptavn 150 mg
-10 — Il OApeoaprdvn pedoopiAiki 20 mg
-10.1
* p < 0,05 évavt pedofopuihikig OAyecaptavng
-12 — **p < 0,001 évavt puedofopiAikiig OAyecapTavng

Smith D. H. et al.: Am J Cardiovasc Drugs, 5 (1): 41-50; 2005



ETIAEyovTaC eCATOMIKEUUEVA avAAoya
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Guidelines UK NICE

< 55 old ;

HCT in patents
Stagel ACE or ARB ccB* with HF or
oedema
v v
Stage 2 ACE or ARB+ CCB* -

Stage 3 ACE or ARB+ CCB+HCT

Stage 4 | +a blocker or b blocker |




AOYLIKA TNG CUVOUOGUEVNC AVTLUTIEPTAOLKNAG AYWYNG

Mo To ouvduaopo a-MEA/ARB + AIOYPHTIKO:

e Melwwvovtag to Na Kol Tov evOayyeLlako 0yKo, Ta SLoupnTIKA EVEPYOTIOLOUV TO
YPAA, mtap€XovTac MEPLOCOTEPO UTIOOTPWHA Yo va Spacouv ot a-MEA / ARBs,

EVLOXVUOVTOC ETOL TO UTTOTALOLKO TOUC QTTOTEAEC AL,

* [lpooBnkn Belalldikol SloupnNTLKOU UTTOPEL VA AVTLPPOTINOEL, LEOW TNC ATTWAELQG

K, Suvntikn umtepkaAtatpio mpokaAdoUpevn amno tou¢ a-MEA /ARBs.

e MetoBoAlkEG mapevePyELeG TwV dloupnTikwy (avénon Twv Autdiwy, avtiotaon
OTNV LVOOUALvN, alénon Tou oupLlkol 0€E0G) umopouyv va avtlotaBulobolv e tnv

npooOnkn evoc a-MEA/ARB.

Trendwalder et al., J Hum Hypertens 2002;16:S17-S77; Ram et al., J Clin Hypertens 2004,6:569-577



AoylKn TG ouVOUOOLEVNC AVTLUTIEPTOOLKNC AYWYNC

[a 1o ouvduaoud a-MEA/ARB + CA:

> Ta eapuoka Tov dpovv 610 LPAA £yovv 0elEel 6 HEYAAEC KAVIKEC LEAETEG OPELOG OTN
| Tov CV xivovvou & otnyv opyavonpooctacio and AY.

> Idwaitepa onuUavTIKOC 0 GLVOLAGUOG, TOV AOY® CAANAOGLUTANPOVUEVOV 1O10TNTMOV

aVEAVEL GLVEPYIKA TO AVTIDTTEPTAGIKO OMOTELECUO & EAATTMVEL TIG OVETIOOUNTES

EVEPYELEC M \

v UEIMON TEPLPEPIKDV OVTIOTACE®V (TPOGHETN EAATTMOON LETOPOPTIOV)

v vatprovpnon (di€yepomn tov XPAA) . : = B 4
v avénom veppikng apatmong (ympic avénon tpmteivovpiog AOY® TanTdYPOovVNg

Oy YELOOIOGTOANC TPOCAYWYOV/ AmAy®mYOL apTNPLOi0oV GTO CTEIPALLAL)
v eAMITTOON OONUATOV (0pTNPLo0- & PAEPIO0010GTOAY GTT TPLYOELDIKT] KUKAOPOPin)

v vEPOYT 0T0 HETAPOMKO TPOPIA GE GUYKPION LE GLVOVAGUO LUE OLOVPTTIKA

>  ITpdéoeateg peréteg £0€1Eav 0TL 0 GLVOLAGUOG BEATIOVEL TV EVOOONALOKT] OLGAEITOVPYIO & TPOGTATEVEL
TN HIKPOKVKAOQOPio amd OOMKES OAAOIDGELS LELDVOVTOS GUVEPYIKE TNV OYYELOKT] AVOOLLULOPPMOGT).

Messerli F et al. Am J Cardiol 2000;86:1182-7.
Inaba S. Am J Hypertens. 2009;22(2):145-50




Meiwaon Tn¢ Karakpartnong Yypwyv
evavTl TNG MovoBeparTtreiag ue ApAoditivn

Au¢non éykou modé¢ karta Tnv MNMAK (AFV) (%)

25 23.0

20
70%

dlagopda
15

10

0 ApAodittivn 10 mg 2.€ OUVOUQOUO UE

PAapuaKo acova

*p<0.05 évavti apAodITTivng > PAA
Al0OTAUPOUEVOG OXEDIAOHOG

Fogari et al. 3 Hum Hypertens 2007;21:220-4



Anglo-Scandinavian

dSCcO

YT1repoxr) ouvouaouou apAodITTivng + TTEPIVOOTTPIANG VS ouvOUACHOU JE

Cardiac Outcomes Tial - 30N TNV ATEVOAOAN + B¢€1alidn otn ueiwon 1ng All, Tng KA voonpotntag &
OvntéTnNTaC & TOU VEO-EUPaVI(OMEVOU 2ZA

Proportion of events (%)

Number at risk
Amlopidine-based regimen
{327 events)
Atenolol-based regimen
(422 events)

Proportion of events (%)

Number at risk
Amlopidine-based regimen
(263 events)
Atenclol-based regimen
(142 events)

= Atenolol-based regimen
8 = Amlopidine-based regimen AEE
-23%
6
HR=0-77 (95% (1 0-66-0-89), p=0-0003
4
2.
¢ T 1 T T T ]
0 1 2 3 4 S )
Time (years)
9639 9483 9331 9156  B972 7863
9618 9461 9274 9059 8843 7720
10 —
8-

KA 6vntémra

6 - 24%
4 HR=0.76{95% (10.65-0.90), p=0.0010
2 -
0 T T T T T
0 1 2 3 4 5 é\
Time (years)
9639 9544 9441 9322 G167 8078
9618 9532 9415 9261 9085 7975

Number at risk
Amlopidine-based regimen
{1362 events)
Atenolol-based regimen
(1602 events)

Number at risk
Amlopidine-based regimen
(738 events)
Atenolol-based regimen
(820 events)

71 Zvvor. KA
- Soupap. -16%
1| (EM ns)

10 4

HR=0-84 (95% C1 0-78-0-90), p<<0-0001

ASCOT-BPLA, c¢
VITEPTOCIKOVG e >3
Topdyovteg Ktvduvou (VYnidg
KapoOayyeIKog ktvouvog),
oVYKPIoT y®YNG Le faon tov
avtayoviotr Ca™ Apilodirivn
(+ mepvdompiin) & aymync pe
Bdom tov B-amokAelotn|
atevoAOA (+ Beralion)

Dahlof,et al, ASCOT Investigators.Lancet
2005; 366: 895-906
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ACCOMPLISH: YT1repoxn ouvduaopou a-MEA/avtaywvioTh Ca**

Avoiding Cardiovascular events through

Combination therapy in Patients Living with VS CI_MEA/EIOUpnTIKOL‘J OTr] Hﬁiwgﬂ CV 8-”8'0-06"(”\/

Systolic Hypertension

60% diapnTIKOI

¢ Benazepril plus - Benazepril plus hydro-
amlodipine chlorothiazide

Systolic

90— Diastolic

Blood Pressure (mm Hg)

No. at Risk

Benazepril plus 5740 5517 5404 5178 5010 4866 4298 2804 1074
amlodipine

Benazepril plus 5757 5537 5408 5222 5033 4825 4299 2529 1042
hydrochloro-

thiazide

161
g s e
s Benazepril plus hydrocholorthiazide f )
€ 121 s
@
Z‘ 10"
o
E oy
3 e Benazepril plus amlodipine
¥ .
567
3
0
i 4
g
£ 2
0 IIIII TrrTTT TrrrrT T TrrrTT TTTTTT R L L § TTT ™
0 6 12 8 % &
Months
No. at Risk
Benazepril plus amlodipine 5512 5317 514l 4959 4739 2826 1447

Benazepril plus hydrochlorothiazide 5483 5274 5082 4892 4655 2749 1390

Aml/benaz: 131,6/73,3 vs
HCTZ/benaz: 132,5/74,4
(0,9/1,1 mm Hg: p<0,001)

Combined endpoint Aml/benaz: 9,6% vs
HCTZ/benaz: 11,8%. Relative risk
reduction 20% (p<0,001)

Jamerson K et al. N Engl J Med 2008;359:2417-2428




HIPFOKERATLA 2011, 15 (Suppl 1): 27-32

REVIEW ARTICLE

Role of angiotensin converting enzyme inhibitors and angiotensin receptor
blockers in hypertension of chronic kidney disease and renoprotection.

Study results

Baltatzi M, Savopoulos Ch. Hatzitolios A
1* Propedentic Medical Department, AHFPA Hospital Asistotles University of Thessalomls Greece

Abstract

Chronic kidney disease (CKD) is a global health problem associated with considerable morbidity and mortality and
despite advances in the treatment of end stage renal disease (ESED) mechanisms to prevent and delay its progression
are still being sought. The remun-angiotensin-aldosterone system (FAAS) plays apivotal role in many of the pathophysi-
ologic changes that leadto progression of renal disease. Traditionally BAAS was considered as an endocrine system and
its principal role was to maintain blood pressure (BF). In recent years local RAAS has been described to operate inde-
pendently from systemic and local angiotensin IT {Angll) in the kidney to contribute in hypertension and kidney damage.
The benefits of strict BP control in slowing kidney disease progression have been demonstrated in several clinical trials
and the question whether specific agents like angiotensin converting enzyme antagomists (ACEIs) and angiotensin recep-
tor blockers (AFBs) provide rencprotective benefits beyond BP lowering is to be answered. Several studies support these
apents reduce proteinmria and protect renal function. whereas the opposite is stated by others. According to guidelines,
their use is recommended as first line agents in diabetic renal disease and non diabetic renal disease with albuminuria,
whereas there is no data to support the same in nen diabetic nonalbuminuric renal disease. Dual blockage of RAAS with
the combination of ACEIs and ARBs could offer an alternative in strict RAAS blockade, but studies up to now can not
prove its safety and the combination is not recommended until ongoing trials will provide new and unarguable results.
Hippokratia 2011; 15 (Suppl 1): 27-32

Eey words: Hypertension renal disease, RAAS, ACEI:, ARBs

Corresponding anthor: Baltaizi M Fust Propedeutic Department of Internal Medicine Anstotle University of Thessalomka AHFPA Hospatal
1 Stlponos Eynakidi =tr | 54646 Thessalondkn, Greece Tel: +302310993480, +306544295982 | e-mail: balmargimed auth zr



Enidpaon twv ACEI og npwteivouplkoU¢ aoBeveic pe 2A-2

FollowUp Decline GFR

Investigator year n Treatment (yrs) Proteinuria (ml/min/y)
Walker et al [92] 86 ACEI vs conv 3 W I 30 4.1
Lebovitz et al [‘94] 46 ACEI vs conv 3 J — 6.4 9.6
Bakris et al [‘96] 52 ACEI vs CA vs BB 5 W W | 1014 33
Nielsen et al [‘97] 36 ACE| vs BB 3 W — 70 6.5
Estacio et al [‘00] 83 ACE| vs CA 5 J J 5.5 5.5
Fogari et al [(99] 51 ACEI vs CA 2 W J 2.0 1.2

H pnéon etriowa pelwon tou GFR ywpic Bgpamneia eivat 12 ml/min

Parving H-H et al, Curr Opin Nephrol Hypertens, 2001



Enidpaon twv SladpopwVv aVILUTEPTACLKWY 0To Veosudavi{opevo daBntn

Results of a network meta-analysis of 22 clinical trials

ARB

ACEI

CCB

Placebo

R Blocker

Diuretic

0.57 (0.46, 0.72) p<0.0001
0.67 (0.56-0.80) p<0.0001
0.75 (0.62, 0.90) p=0.002
0.77 (0.63, 0.94) p=0.009
0.90 (0.75, 1.09) p=0.30

EE =

I I I
0.7 0.9

Odds ratio of incident diabetes

Elliott & Meyer. Lancet. 2007;369:201-7



" o ATTOKAEIONOG 2PAA Kal VEO-Eu@pavI(OueEVOG 2A

DOCTORSECRETS.COM

CAPPP KOTTTOTTPIAN GALO QapLOKOL 1 21%
HOPE pOLLLTTPIAN GALO QapLOKOL ! 33%
ALLHAT Movompiin YADPOOAALOOVT 1 30%
ALLHAT Movompiin aUAOOITIVN b 27%

Avaotoin AT1 vodoyéwv (VALUE, ALPINE, SCOPE, LIFE, | 23-38%).

Beltiomon evaucOnoiog otnv tvoovAivn
- N A Il gumAékeTon ot HETAPOPA TNG YALKOING, OVACTEAALOVTAC TOV LETAPOPEN-4
NG YAVKOONG otV KLTTapIKn LEUPpivn
- 01&yepon moupnvikawv PPAR-y vtodoyéwv

& avénuévn pon aiaTog 6TO TAYKPENS LE AMEAEVOEPMOGT VGOVAIVTC.

Nilsson PM, et al. Prevention of type 2 diabetes mellitus with antihypertensive drugs. Blood press 2006;15:253-254.



O AMNOAYTO2 EAENXOz THZ2 YNEPTAZH2
EINAI AY2KOAH YNOGEZH !




H avaykn yia cuvouaoTikn Bepartreia

O YroBeAtiotog EAeyyoc tng Al amoteAel Tnv KUpLA attia BvnoLpoTNTOC TOYKOOUIWG Kot

guBuvetaL yla 7,1 ekatoppupLo Oovatoug ETNOLWC

Movo 63,4% TwV UTIEPTOOLKWY 0LOBEVWY €XOUV ETTLYVWON TNG TABNONC TOUC
Movo 45,3% Aappavouv Bepaneia

Movo 29,3% autwv emituyxavouyv Tipeg AM/AAM <140/90 mmHg

Mo TNV enitevén Twv OTOXEVOUEVWYV TIHWV TNG A, elval Bavo otL éva peyalo
NOC00TO aoBevwy (000 HEYaAUTEPO TO OTASLO TNG UTEPTAONG, 000 MIKPOTEPN N All-
oTOY0C¢) B XpELAOTEL TN XOpPyNoN ouVOUCTIKAG Bepareiag e TTEPLOCOTEPOUC ATO

€Vav TTOPAYOVTEC.

NHANES Survey, 2005



PAPHAKWYV

Augavouevog apiBuoC UPIOTAPEVWYV

H cuppopdwon HELWVETOL OGO AUEAVEL O
aplOUOC TwV PoPUAKWY

Mn TTpoCAPHOOHEVOC AGYOC TTIBAVOTATWY YIA T CUPHUOPPWON
(>80%) pe avTiutrEPTAOIKA aywyn kai LLT (95% CI, 1iun p)

0 1,73 (1,56-1,90, p<0,001)
1
1,25 (1,13-1,39, p<0,001)

2 0,96 (0,86-1,06, p=0,41)
3-5 0,87 (0,79-0,94, p<0,001)

> 0,65 (0,59-0,71, p<0,001)

6 I T T 1

0.5 1 1.5 2 2.5
Meiwpévn Augnuévn
OUMPGPPWON OUMPOPPWON

P
<

MeloUpevn cUuPpOPPWON

Chapman et al. Arch Intern Med 2005;165:1147-52



“"We combined all your medications
into ONE convenient dose.”
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H atrAovuoTteuon oTn Bepartreia
o0NyEi o€ CUPPOPPWON TNV Aywyn




O1 otaBepoi ouvdouaopoi dIaBETOUV TTOAAG
TTAEOVEKTAMATA EVAVTI TWV EAEUBEPWV

ZTa0ep6G OUVOUOOIOG EXet@epog ouvduaopués

ArmrAouoTeuon Bepatreiag ﬂ _
ZUPHOPQWON d -

ATTOTEAECHATIKOTNTA + +
Avoxn oTtn Beparreia / +* \ -
i d -
EveAi§ia % ++

*Ye ouvbuaopUOUC EVOC SLOKIOU XpNOLLOTIOLOUVTAL YEVIKA XOUNAOTEPEG BOTELG
**0OMo kot meplocdtepol cuvduacpol os éva Siokio kabiotavtal Stabéoipuol og SladopeTIKEG SOOELS
+ = TOAVO TTAEOVEKTN AL

Burnier, et al. Am J Hypertens 2006;19:1190-6;
Neutel. Hypertension . Companion to Brenner & Rector’s
The Kidney. 2" ed. Philadelphia: Elsevier Saunders, 2005. p. 522-9



Combination pills lead to higher adherence rate

European Heart Journal Advance Access published November 27, 2013

@ Eropesn oo REVIEW

AJoumal
sumgrsy  dok10.1093eurhearjfehtd407

Controversies in cardiovascular medicine

Combination pharmacotherapy to prevent
cardiovascular disease: present status
and challenges

Working Group on the Summit on Combination Therapy for CVDT

Fexeed 3 g

Meta-analysis of studies with combination pills showing to reduce
BP and estimate of reduction of CV events (1).

100+
P for trend <0.0001

60 - P for trend <0.0001 i

% Achieving BP Control
o
©

. No BP 1BP 2BP
agent agent agents
No.of 419 @2 1o7
participants

3BP
agents

108

L
o

- N
[

Estimated CVD risk reduction, %
w
o

0-
ASA Statin 1BP 2BP 3 BP | Polycap Polycap

Polycap Pol
(siony:h'; (dom:) only only agent agerts agents| (single) (double)
197 150 No.of g5 70 62 197 108\ 127 150 )
) participants
* Estimatesderived from FHS comresponding to1o-year CVD relative risk reduction

(National Cholesterol Education Program)

A combination pill is a cost efective strategy (2).

Working Group. European Heart journal (2014) 35, 353- 364 2. Laba.MJA 2014




European Heart Journal Advance Access published August 1, 2013
@ uropean Heart Journa CLINICAL RESEARCH
I m p O rta. n Ce Of t re at m e n t ",ﬂ;fgfiﬁz. ongi09?‘2,1;”,.;,[295 Prevention and epidemiology
adherence

Adherence to cardiovascular therapy: a
meta-analysis of prevalence and clinical

Metanalysis of 44 prospective studies consequences
comprising 1,978,919 non-overlapping b Bt e, St Mo b . oo

and Oscar H. Franco?*

participants with CVD:
e 135,627 CVD events
e 94,126 cases of all-cause mortality.

Study promoted by ESC
ith almost 2.000.000 patients include

Only 60% of the included patients were good adherents*

The good adherence to CV medication led to:
e 20% reduction of CVD risk
* 35% reduction of all-cause mortality

9,1% of all events that occur are due to poor adherence in patients with
prescribed cardiovascular medications.

*Good adherence: 280% taking medication.

Chowdhury et al. Eur Heart J 2013



MoAumapayovtika Attia

Health beliefs,
motivation




KOoTog papUaKeEUTLKNG aywyng KoL CUMHOpdwoN

Z0voAo Xpoviwv acBevwv

Augnon g TR Tou dpappdakou (%)  AcBeveig oe mbavr) anopplBuon (%)

1-10% 10.5
£weg 20% 20.0
£weg 30% 26.5
Ewg 50% 30.4

avw tou 50% 36.2




ApPTNPICKN UTTEPTAON

Ta dioupnTIKA Kal o1 B-aTTOKAEICTEG gival @ONvOTEpa
2UVETTWG VA AVTIKOTOOTAOOUME OAO TA VEOTEPA
AVTIUTTEPTACIKA QAPMOKA HE DlOUPNTIKA KaI B-

OTTOKAEIOTEG



3S1J 9AIR|9Y

ACE-I CCB BB Diuretic

ARB

Corrao, J Hypertens 2008



Market share

Xpnon vyevoonuwyv ¢papuakwyv otnv Evpwrnn

100%: -
Blrs

Gr%

(i
'“:ﬂ-i:- g :
5 -:3‘3“‘ & & 49 @#hq&*‘ “!'L’ *‘ﬂ Cﬁ%@ﬁj & & %{F
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o

4%
B IIlllu.

‘M

Simoens, CJM 2009



JUpopdwon aoBevwy otn Beparmeia

2. NUAVTIKA
LEYAAUTEPO TTOOOOTO
aoBevwyv Aauavel T
(PAPUOAKEUTIKA aywyn
LUE TTPWTOTUTIA O€
ouyKpIion JE Ta

Brand | Generic vevoonua

user user

Hypertension

Briesacher, AJMC 2009



AUNAOKN

Iivail rno

dKOU €I

diadikaoia

oG papi

H napaokeun &v

Enwvironmental

=@ A natomical

Haemodyrnamics

Humoral =

Intrauterine f
PpProgramming ‘

Neural

Endocrine

Modified from Page 1959



2 | TIOAYAYNAMO XAIIl STAGEPON XYNAYAXMON

2MEPA KUKAOQOopOoUV oTaBepoi cuvduaopuoi Tooo A-MEA/CCB, 6oo kai AT, atmmokAeioTr)/ CCB o€
TITAOTTOIOUPEVEG PAAIOTA OOOEIG (KUpaIVOuEVN doooAayia), KaBwg oTaBepoi ouvduaouoi 3

@appakwy, aMEA ) AT, atrokAeioTr)/ CCB/ udpoxAwpoBeiadidng f ivdatrapiong




2UVEPYLOTIKI KUL OVTLPPOTLGTIKT] OPACT)

ApAonivn OApecaptdavn

BeATIWMEVN
opaon

loxupn dpaon,
TPOANYN TAONG
10 SnuIoupyia oIdAHATO

Eupscia
Xenon

+

AloupnTika

Meiwaon Tou ouvoAIKoU OYKOU UYpWV Kal TTEPAITEPW EVEPYOTTOINON Tou 2PA 1Tou PTTAOKAPETAl
TTANPECTEPQ

MeyaAn ouvepyikn eAaTTwon TG Al ye TpdoOeTa KAIVIKA TTAEOVEKTH AT



a /
Hypertension Is not....

an arm disease !




H larpixn

ApxiCer ano Tov aoBevi

ZUVEXICETAlI HE TOV aoBcevr}
Kai

TeAgIwver oToV aobBevi

Sir William Osler
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Mapouciaon neploTATIKOU

AcOevic, &, 67 etdv, emyeipnuotiog, pe 1otopiké AY améd 2etiag (160/120 mmHg), dvev
ay®yNe, TpoonAbe yio Tpdtn eopd (ota mAaicia eréyyov) ota TEI Yréptaong mpo 3urvov.
[Tapdyovteg KivdHvov:

Kdanvicpa (1 makéto/muepnoiong X 15 ypovia)

Olkn yoAnotepoin= 280 mg/dl, LDL yoinotepoin= 170 mg/dl, HDL=34 mg/dl, tpirylvkepidia
= 390 mg/dl)

Awtapayuévn yavkdln vnorteiag (167 mg/dl), HbA1C=6,9%

YnépPapog (BMI= 28 Kg/m?, nepipetpog uéone= 110 cm)

Owoyevelokd 16topkd otepaviaiog vosov (matépoc pe OEM og nAikia 50 e1dv)
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Mapouciaon neploTATIKOU

»  Metd Tpomomoinomn ST TIKAOV Kol AOU®Y GUVNOEIDV, TITAOTOINGT OYy®YNG LE OKOTO TNV

pvOuon e AY & TV AAADV TapayovT®mV Kivohvov, Tov SLOUOPOVETOL TEAIKE OE:

AZIIIPINH 1X1
MET®OPMINH 1X1
XITATAIIITINH 1X1
BIZOITPOAOAH 1/2X1
OAMEZAPTANH 20 1X1
AMAOAIITINH 5 1X1
ATOPBAXTATINH 20 1X1

EE

EZETIMIMIIH 1X1

2YNOAO 8 XAIIIA




Mapouciaon neploTATIKOU

EAN EITAIPNE 2YNAYAXMOYZY, GA EOEYTE AIl TON I'TATPO ME
AXZIIIPINH - BIXOITPOAOAH 1X1
MET®OPMINH - 2ITATAIIITINH 1X1
OAMEXZAPTANH 20 —~AMAOAIITINH 5 1X1

S

ATOPBAXTATINH 20 - EZETIMIMIIH 1X1

YXYNOAO 4 XAIIIA (ta piod onAodn amxd 060 EEKIVGE)
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4o TaveAAnvio 2uvedplo uvexilopevne Exknaideuonc ortnv
EowTepikn MaBoloyia pe Aiebvn Zuppetoxn, 21-25/2/2018, Grand
Hotel, ®@cooalovikn, ETaipsia MaboAoyiag EAAadoc (ENME)



