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H YmrépTaon amroTeAEi KUpIO TTapayovTa
KIvOUVOU OTNnV KapOIOYYEIOKN VOO O
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H OvnroTnTa amé ZN audaveral avaloya HE ThV
Aptnpilakn mieon (ZAll ka1 AAIN) kal TRV nAKia
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Stroke Mortality Rate by Age!

Blood Pressure and Stroke Mortality
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Stroke mortality rate in each decade of age vs. usual blood pressure at the start of the decade.

A meta-analysis involving 1 million participants in 61 cohort studies to determine the relevance of
blood pressure to risk of disease in patients of different ages.

1. Prospective Studies Collaboration. Lancet 2002;360:1903-1913.



CV Mortality Risk Doubles With
Each 20/10 mm Hg BP Increment*

99 8x

cv Y] 4X
mortality 4 -
risk

115/75 135/85 155/95 175/105
SBP/DBP (mm Hg)

*Individuals aged 40-69 years, starting at BP 115/75 mm Hg.
CV, cardiovascular; SBP, systolic blood pressure; DBP, diastolic blood pressure
Lewington S, et al. Lancet. 2002; 60:1903-1913.



H cuxvoTnTa TNG UTTEPTACNG QUAVEI JE
TNV NAIKIQ
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The Number of Adults with Hypertension is Estimated to Increase

60% by the Year 2025
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Worldwide Prevalence of Diabetes

Expected to Increase
World Health Organization, 2000 vs 2030
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O1 TrepIooOTEPOI AOBEVEIC EXOUV
TTOAAQTTAOUG TTAPAYOVTEG KAPOIAYYEIOKOU KIVOUVOU
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MI = Myocardial infarction; PS = Psychosocial

Kapdilayysiaka cuuBauata (MI) otnv All
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Yusuf S et al. Lancet.
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Hypertension Control Rates Are

Slowly Improving (NHANES Data)
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*Controlled blood pressure was defined as <140/90 mm Hg and expressed as a %
of all hypertensives. NHANES = National Health and Nutrition Examination Survey.

Chobanian AV, et al. JAMA. 2003;289:2560-2572;
Ong KL, et al. Hypertension. 2007;49:69-75.
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O ATNTIOAYTOX2 EAEINXOz THX YMNEPTAXHX
EINAI AY2ZKOAH YINO®EZxH !!!!
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Stratification of CV risk in four categories

Other risk
factors, OD or
disease

No other risk
factors

1-2 risk factors

3 or more risk
factors, VIS, OD
or diabetes

Established CV

or renal disease

Normal

SBP 120-129
or DBP 80-84

Blood pressure (mmHg)

High normal Grade 1 HT
SBP 130-139 or | SBP 140-159 or
DBP 85-89 DBP 90-99

Grade 2 HT

SBP 160-179 or
DBP 100-109

Grade 3 HT
SBP 2180 or
DBP 2110

SBP: systolic blood pressure; DBP: diastolic blood pressure; CV: cardiovascular; HT: hypertension. Low,
moderate, high, very high risa refer to 10year risk of a CV fatal or non-fatal event. The term “added” indicates
that in all categories risk is greater than average. OD: subclinical organ damage; MS: metabolic syndrome.



Factors influencing Prognosis

Risk Factors Subclinical Organ Damage

Systolic and diastolic BP levels Electrocardiographic LVH
(Sokolow-Lyon >38 mm; Cornell >2440 mm*ms) or

Echocardiographic LVH
(LVMI M2 125g/m?, W 2110 g/m?)

Age (M>55 years; W>65 years) Carotid wall thickening (IMT >0.9 mm) or plaque
Smoking

Dyslipidaemia Slight increase in plasma creatinine:

*TC>5.0 mmol/l (190 mg/dL) or M: 115-133 pmol/I (1.3-1.5 mg/dL);

*LDL-C >3.0 mmol/l (115 mg/dL) or W: 107-124 pmol/l (1.2-1.4 mg/dL)

*HDL-C:M <1.0 mmol/I (40 mg/dL),
W <1.2 mmol/I (46 mg/dL) or

Abnormal glucose tolerance test

Abdominal obesity Microalbuminuria 30-300 mg/24h or
(Waist circumference >102cm (M), 88cm (W)) albumin-creatinine ratio: 222 (M), or 231 (W) mg/g
creatinine

Family history of premature CV disease
(M at age <55 years, W at age <65 years)



Factors influencing Prognosis

Diabetes Mellitus

Fasting plasma =7.0 mmol/I

(126 mg/dL) on repeated
measurement, or

Postload plasma glucose >11.0
mmol/l (198 mg/dL)

Established CV or renal disease

Cerebrovascular disease: ischaemic stroke;
cerebral haemorrhage; transient ischaemic
attack

Heart disease: myocardial infarction; angina;
coronary revascularization; heart failure

Renal disease: diabetic nephropathy; renal
impairment (serum creatinine

M >133 (cr>1.5), W >124 mmol/l cr>1.4);
proteinuria (>300 mg/24 h)

Peripheral artery disease

Advanced retinopathy: haemorrhages or
exudates, papilloedema



Initiation of antihypertensive treatment

Other risk Normal
factors, OD or SBP 120-129 or DBP
disease 80-84

No other risk

No BP intervention
factors

1-2 risk factors Lifestyle changes

3 or more risk
factors, MS, OD
or diabetes

Lifestyle changes

Diabetes

Lifestyle changes

Established CV
or renal disease

High normal

SBP 130-139 or
DBP 85-89

No BP
intervention

Lifestyle changes

Lifestyle changes
and consider drug
treatment

Lifestyle changes +
drug treatment

Grade 1 HT

SBP 140-159 or DBP
90-99

Lifestyle changes
for several months
then drug
treatment if BP
uncontrolled

Lifestyle changes
for several weeks
then drug
treatment if BP
uncontrolled

Lifestyle changes +
drug treatment

Grade 2 HT

SBP 160-179 or
DBP 100-109

Lifestyle changes
for several weeks
then drug
treatment if BP
uncontrolled

Lifestyle changes
for several weeks
then drug
treatment if BP
uncontrolled

Lifestyle changes +

drug treatment

Grade 3 HT SBP
2180 or DBP
2110

Lifestyle
changes +
immediate
drug treatment




AnNAaiTNOEIC TNC CUYXPOVNG

AvVTIUNEPTO

OIKNG Oepaneiag
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2TOXOI! TNG AVTIUNEPTACIKNG
Oepaneiag

* MéyioTn duvaTi) pHEIWON TNS KAPOIAYYEIOKNS KAl VEPPIKAG
voonpoTnTag Kai OvntoTnTag

* Meiwon tng All o€ etritreda <140/90 mmHg R, <130/80
mmHg o€ aoBeveic pe ZA R xpovia ve@pikn vooo ( Kal
<125/75 mmHg og AsukwpaTtoupia > 1 g/24h)

e H peiwon tnG All o akopun XapnAoOTEpa emIMEdA
gival emOUNNTN 0€ 6AOUG TOUG UTTEPTACIKOUG
aocOeveig, EQPOOOV £ival KAAd aveKTN

= |S10iTEPN TTPOCTTABEIO ATTAITEITAI VO ETTITEVXOEI pUBMION
TnNG ZAIl, 10iwg oTta atopa >50 eTwyv

JNC VII [ESC/ESH 2007



ESH-ESC and JNC 7 Summary:
Target BP Goals

Type of hypertension BP goal (mmHg)
Uncomplicated <140/90
Complicated
Diabetes mellitus <130/80
Kidney disease <130/80*
Other high risk (stroke, <130/80

myocardial infarction)

i . _ ~N -
( H-ESC.
Chobanian et al. JAN

*Lower if proteinuria is >1 g/day



[MAaicio 4. 21oxo1 All Bepartreiacg (I)

(1) Yrdpxouv ouvoAikd emrapkeic amodeieig yia cuoTaon HEiwong
NG ZAlMN<140 mmHg (ka1 Tng AAlN<90 mmHg) og 6Aoug TOUG
UTTEPTOOIKOUG OCOEVEIG, TOOO O€E EKEIVOUG HE ME XOAMNAO/UETPIO
Kivdbuvo, 600 KOl O¢ €KEIVOUG ME UPnAS Kivdouvo. O1 atrodeigeig
AEITTOUV PHOVO O€ NAIKIWHMEVOUG UTTEPTOOIKOUG OOCOEVEIG, OTOUG
OTToioug TO 0@eAOG atrd Tn MHeiwon TnG ZAlMN<140 mmHg dev £xel
TTOTE EAEYXOEI OE TUXAIOTTOINMEVEG MEAETEG.

(2) H oUoTaon Twv TTPOoNyoUMEVWY KATEUBUVTHAPIWY odnyiwv va
OTTOCKOTTOUV 0¢ XaunAotepo otoxo 2ZAIl (<130 mmHg) o¢
OlafBnTikoug aoleveic kKol o©€ aoOeveic pE TOAU uywnAo
KapOlayyelako Kivouvo (Trponyoupeva Kapdiayyeioka cuufavra),
MTTOPEI Va gival cw@pwyv, aAAd dev utrooTnpileTal oTafepd atrod
aTTOOEIEEIC MEAETWY. Zg KOAMIO TUXOIOTTOINMEV MEAETN ME
O1aBnTIkoug acOeveic dev peiwdnke n ZAIll KATW a1To TA ETTITTESA
Twvy 130 mmHg, pe amodedsiypéva o@EAn. Emmpoobera O¢
MEAETEG OTIC OTroieg N ZAIll peIwWONKE KATW ATTO TA ETTITTESA TWV
130 mm Hg amédwoav avTIPpATIKA ATTOTEAECHATA.



[MAaicio 4. Z1oxol1 All BepaTreiag (Il)

(3) Mapd TOUG TTPOYAVEIC TTEPIOPICNOUG TOUG KOl TNV HMEIWMEVN

IOXU Twv atrodei¢ewyv, ol post hoc avaAUuoelig Twv OEdONEVWV
TWV MEAETWYV, UTTOOEIKVUOUV MIO TTPOOOEUTIKN EAATTWON TNG
ETTITITWONG TWV KAPOIAYYEIOKWY CUMBAVTWY, TTAPAAANAQ JE TNV
TTPOOOEUTIKN pEiwon TG ZAI & AATl oTta etTiTreda TEPITTOU TWV
120 & 75 mmHg avTioToIXd, av KAl TO ETITTPOCOETO OPEAOG OTIG
XOMNAEG auTég TINES Al yivetar paAAov PIKpO. 'Eva @aivopevo
KOUMTTUANG J €ival atmri@avo va oupPei, HEXPIGC OTOU VA
TMPOCEYYICO0UV XOMNAOTEPEG TIMEG, EKTOG IOWG ATTO TNV
MEPITITWON ACOEVWY HE TIPOXWPNUEVN aONPOOCKANPWTIKN
aPTNPIOKNA VOOO.

(4) Mg Baon Ta TpéxovTa dedopéva, Ba TAV CUVETO VO CUVICTATAI

0 OAOUG TOUG UTTEPTACIKOUG aoBeveig, peiwon ZAIl/AAIN o€
EMITTEdA TINWV EVTOG TOU gUpoug TwV 130-139/80-85 mmHg kai
mMOaVA KOVTA OTIC XOMNAOTEPES TIMEG AUTOU TOU gUpOoUG. MNMavTwg
gival €TIOUUNTEG TTEPICCOTEPO KPITIKEG ATTOOEIEEIC ATTO £10IKES
TUXOIOTTOINMEVEG MEAETEG.
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EMAOIH ANTIYTIEPTAZIKQON ®APMAKQN
ESH-ESC 2007

To KUpIO 0eAOG TNG BePATTEIOC TTPOEPXETA
QTTO TNV MEIWON TNC TTiEONG.

5 Katnyopisg ®appaKwy gival KATAAANAEC yia

evapen:
@c1alIdIKA dloupnTIKA

AvtaywvioTég Ca
AvaaoTtoAeic MEA
AVTOYWVIOTEC AYYEIOTATIVNG
B-ATTOKAEIOTEC

B-ATroKA£10TEC KUPIWG O OUVOUAOHO ME BE1alIDIKA
Ol1oupnTIKA O&V TTPETTEI VO XOopnyouvTal o€ METARBOAIKO

OUVOpPOMO N Ot augnMEVO KIivOuvo aptpdwonm




Monotherapy is Inadequate in
40%—-60% of Hypertensive Patients

80
o
7]
| o
8 FE IR 3 50% response
o
40
wied
c
[
o
o 20
o
0
Calcium  Alpha, Beta- Diuretic  Alpha, ACEI Placebo
antagonist agonist blocker antagonist

Response defined as DBP < 95 mm Hg
after one year of treatment

Materson et al. Am J Hypertens. 1993;8:189-192.



Multiple Antihypertensive Agents
Are Needed to Achieve Target BP

Average No. of Antihypertensive Agents
Target BP

Trial (mm Hg) 1 2 3 4

UKPDS DBP <85
ABCD DBP <75

[
MDRD  MAP <92 e
HOT DBP <80
[

AASK MAP <92

IDNT SBP/DBP 135/85 _

UKPDS = United Kingdom Prospective Diabetes Study; ABCD = Appropriate Blood Pressure Control in
Diabetes; MDRD = Modification of Diet in Renal Disease; HOT = Hypertension Optimal Treatment;
AASK = African American Intervention Study of Kidney Disease; IDNT = Irbesartan Diabetic
Nephropathy Trial.

Bakris GL et al. Am J Kidney Dis. 2000;36:646-661. Lewis EJ et al. N Engl J Med. 2001;345:851-860.




MOavoi cuvduaopoi HETAEU opHadwv
AVvTIUNEPTACIKMV PAPHAK®V

AiloupnTika

B- AVTayWVIOTEG
blockers Y1mrodoxéwv
AyyeloTevoivng
a- blockers AVTaywVIOTEG

AocfBeoTiou

ESH-ESC 2007



2009 ESH/ESC Guidelines
Combinations' between Some Classes off Antihypertensive Drugs

Thiazide diliazide
diuretics diuretics
ACCOMPLISH ity ikl
ADVANCE receptor
blockers
B' ATI- HYVET (ARBS)
blocke :‘ recepto  ASCOT
LR (R r ONTARGET
I X antagon
/\ .
1y ISts
| // 7
a- l“:\_\_ TN Calciu Calcium channel
blocker ~ m blockers (CCBs)
S antagon
ACE I5ts ACE
inhibitors inhibitors

* Pronounced antihypertensive
effect
e CV protection
» Optimal tolerability



ZTPATNYIKN HOVOOEPANEIAC EVAVTI
OUVOUAOHEVNC BEpanEiac

g ’ ‘Evrovn augnon tng All
Hmia avénon Al E mlrllngin nTng

XapnAog/pérpiog KN\A E'ITI)\é&TE META U / xxa)\ég/no)\ﬁ uynAog

XaunAdTepoc oToOXO
AI'Ip(r}]_'A,Zp S XOG,

[ 3 TEQ. VEQPIKN
. . VOoo .
Evacg rapayovrtag o€ 2.UvOUaOOG 8uo POPUAKWYV
XapNAnR 06an o€ XaunAég OO0EIC
./\ Eav dev emmituyxaveral otoxog NG All
ooproueve,  eoeiere e
mrapayovrag bt b ni'v 663 qc)x pL)]\' 560
oe TTARPN XapNnAn doon nen KAHMA 000N
ooonNn

! " Eav dev emituyxaveTal otoxocg tng All
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3 UVBUAoH6G Bio- « MovoSepareia (pugpﬁgfw“ﬁamf)ﬁ)gv
TPIWDV QAPHEKWY OF O€ TTAfPN 600N 5O0EIC
TTANPEIG DOTEIG




ENAP=H ANTIYINEPTAZIKHZ OEPANEIAX
ME 2YNAYA2ZMO

ESH-ESC 2007

1. Aptnpiakn triecn =20 mmHg ocuoToAIK N
>10 mmHg 01a0TOAIKI) TTAVW ATTO OTOXO.

2. MeydAog kapdiayyelakog Kivouvog
TTOAAQTTAOI TTAPAYOVTEC KIVOUVOU,

QOUUTITWHATIKNA BAGRBN opyavwy oTOXWYV,

..:ll l..l.- . KULOOI0 UK l ...

5 ot




[MAgOVEKTAMATO TNG
OepaTTrEiaG HE CUVOUOOHOUG PAPHAKWYV

 BEATIWUEVN AVTIUTTEPTACIKN
OTTOTEAECHATIKOTNTA

* Meiwon opICHEVWY (EIDIKWYV avA KaTnyopia)
AVETTIOUUNTWYV EVEPYEIWYV

 BEATIWHEVN CUMHOPOWON TWV 0C0OEVWYV
(TTOAAQTTAN Opaon ME Eva HOVO XATTI EVAVTI TNG
Bepatreiag eAeUBepou cuvduaouOU)

* AUVNTIKA QTTOTEAECHATIKOTEPN WS TTPOC TO
KOOTOGC

I 4

I/ 4 V 4 a Y 4
OTOATOI ATTC . (PC KO z 1[e




Mepipepiko Oidnua OpeiAopevo otoug CCBs

Oxi1 pAeIkn
O100TOAR

Tpi1xo&€IdIKO dikTUO

Opie W pie L ' DruWﬂ :
hite et al. Clin ol Ther 1986;
Gustaffson. J Cardiovasc Pharmacol 1987;10(Suppl 1):S121-3




2UUTTANPpWMOTIKEG Apaceig Tou 2uvduaopuou CCB/ARB:
Meiwon Tou O@eiAdpevou oto CCB O16RuaTog

ApTnplakn .
O1a0TOAR (DMB'Kn,
O100TOAN
(CCB kai ARB
ARB) (ARB)

Tpi1xog10Ik6 dikTUO

“Opiel ‘,,"D. _ *A_:"o
White et al. Clin Pharmacol Ther 1986;39:43-8; Gustaffson. J Cardiovasc f
1987;10(Suppl. 1):S121-31; Messerli et al. Am J Cardiol 2000;86:




2NMUAVTIKN MEIWGCT TOU OIOAMATOCS TNGS

ME TTpOo0ONKN OApecapTavng

25,0%+

20,0%-

15,0%

10,0%-

5,0%-

0,0%-

AML 10 mg OLM/AML 40/10 mg

Chrysant et al. Clin Ther 2008;30:587—604



O o1aBePOC OCUVOUATUOG
OApeocapTavnG-APAOOITTIVNG

[1aTi EMAEXONKE N APAOODITTIVN;
[10TI ETTIAEXONKE N OAUECAPTAVN;




AMLODIPINE: OUTCOME DATA

PREVENT

825 CAD patients (=30%): Multicenter,
randomized, placebo controlled

CAMELOT

1,991 CAD patients (>20%): Double-blind,
randomized study vs. placebo and enalapril 20 mg

ASCOT-BPLA/CAFE

19,257 HTN patients: Multicenter, randomized,
prospective study vs. atenolol

ALLHAT

18,102 HTN patients: Randomized, prospective
study vs. lisinopril

Primary outcome: No difference in mean 3 yr
coronary angiographic changes vs. placebo

35% W hospitalization for heart failure + angina

33% W revascularization procedures

Primary outcome: 31% W in CV events vs. placebo

41% W hospitalization for angina

27% ¥ coronary revascularization

Primary outcome: 10% W in non-fatal M| & fatal
CHD

16% W total CV events and procedures
30% ¥ new-onset diabetes
27% W stroke

11% W all-cause mortality
W central aortic pressure by 4.3 mmHg

Primary outcome: No difference in composite of
fatal CHD + non-fatal Ml vs. lisinopril

6% ¥ combined CVD
23% W stroke



OAPJECOPTAVN : O VEOTEPOG
OVOOTOAEOG UTTOOOXEWYV TNG
ayyeotevoivng li



AvaoTaATIK Opdaon Twv AYA £1Ti TnG Ayy-ll

TABLE 4. The Inhibitory Effects of ARBs to A-Il Pressor
Responses In Vivo

Inhibition of A-II Pressor
Responses

EDs, Relative Olmesartan
ARB (mg/kg) Potency

Olmesartan “'m =

Candesartan (active metabolite) 0.03 3.8
Eprosartan 0.10 13
Telmisartan 0.10 13
EXP-3174

(losartan active metabolite) 0.27* 34
Irbesartan 0.45 57
Losartan potassium 0.70 89
Valsartan 107 N/A

*An anesthetized pithed rat model was used. Other studies used conscious or
anesthetized animals.

TOnly an oral ED,q value could be determined in pithed, anesthetized rats.

Data derived from Cazaubon et al,>® Criscione et al,>' Nishikawa et al,>> Mizuno
et al,.® and Yanagisawa et al.*’

Note that comparisons of inhibition of A-II pressor responses between ARBs are
based on data published from several different studies (see text for details).

Mire D. et al, J Cardiovasc Pharmacol, vol 46, No5, Nov 05



OApecapTtavn : KAIVIKI) OTTOTEAEOUATIKOTNTA
2 UyKpion pe Aooaptavn, BaAoapTtavn, ippecaptavn (81 £BJ)

oM LOS VAL IRE OLM  LOS WAL IRE
20 regicy 5O rrplday 20 rrgichy 150 rgiday 20 regickry 5O regichey 20 relcksy 150 roglchy
=145 [n=146) fn=142] [n=145] (0= 145] [n=146] [n=142] [n=145]

* * "
Ny, -9 - X o4
peppl  Peo0l T g5 Pepaz

peod| 1 pelle

‘o
T
(=
E
o
[mi}
=
iy
=
™
=
I
c
I
DL
=

s=DBP ) Z=SBP

*igrificent s olmesartan radoeormdl.

TMonsignificant 45 olnesartan madoxormdl.

IMesn besaline EP equals 156-157/104 mm Hy.

AFREs indicates angiotensin I moaptor blockars; DEF, disetolic blood pressune; EE, blood pressure; SEF,
siystolic Blood pressune; SalER, ssated disstolic blood pressine; Sa5ER, seated #iestolic blood pressume; OLM,
alrnasatan medowornil; LOS, lossrtan potassiurm; WAL, valssrtah, IRE, ithasartan.

Adaphad, with pertrission, orn Opel 5, ot al. A [ Hyparfes, 20060, 18 287-284 .




OApecaptavn 40mg Evavri
Valsartan 160mg, Losartan 100mg/nuepa

Meiwon Tipwy sXAMN (mmHg) tnv 8" eBdoudda, o€ oxEon PUE TV Evapén

-8 P < 0.00

).054

olmetec valsartan losartan placebo
e Alapkela peAETnG: 8 eBOopadeg

» Huepnioleg doocoAoyieg: Olmetec 40mg, Valsartan 160mg, Losartan 100mg
Milani R. Am. J. of managed Care, Vol.11, no 7, sup S220-S227



OApecaptavn 40mg Evavri
Valsartan 160mg, Losartan 100mg/nuépa

NocooTto acOevwy MOU METUXAV TOV OEPATEUTIKO 6TOX0 <140/90

P =0.016

P <0.001
P <0.001

olmetec valsartan Ilosartan placebo

e Alapkela peAETNG: 8 eBOOUADEG
» Huepnoleg docoAoyieg: Olmetec 40mg, Valsartan 160mg, Losartan 100mg
Milani R. Am. J. of managed Care, Vol.11, no 7, sup S220-S227



NEOTEPA AEAOMENA 2THN
ANTIMETQINIZH THZ YNEPTAZHZz
ME
TON 2TAOEPO 2YNAYA2ZMO
OAMEZAPTANHZ - AMAOAININHZ



MEAETH COACH

COACH: The Combination of
Olmesartan and Amlodipine Besilate
in Controlling High Blood Pressure

A Randomized, Double-blind, Placebo-controlled, Factorial, Efficacy and
Safety Study (CS8663-A-U301)

Chrysant, S.G,, et al., 2009



2XEAIAZMOZ THZ MEAETHZ

H MeAétn COACH Arav pia TTOAUKEVTPIKN,
TUXQIOTTOINMEVN, OITTAA TUPAT), EAEYXOUEVN ME EIKOVIKO
PAPUAKO.

2. TOXOC TNG MEAETNG NTAV N OUYKPION TNG
QTTOTEAEOUATIKOTNTAC KAl TNG ACPAAEIAG TNG
ouVvOUQOuEVNG BepaTtreiag oApecapTavnc/apAodITTIVNG
UE TIC HOVOBEPATTEIEC TWV CUCTATIKWY TNC.



2XEAIAZMOZ THZ MEAETHZ

AoOeveic TTou:

a)0ev gixav AARel Katd To TTapeABOV avTIUTTEPTATIKN
Oepartreia

B) A ETTaipvay Kal

OTOUG OTTOIOUG Ol QVTIUTTEPTACIKEC PAPMOKEUTIKEC
AYWYEC TOUG MEIWBNKav oTadlaka Kal TEAOG
OlaKOTTNKAV.

To KUPIO TEAIKO onMUEIoO TS MEAETNG NTAV N MEON
ueTaBoAn tng AAIT pyeta armo 8 BOONAdEC
Oepartreiac.



2XEAIAZMOZ THZ MEAETHZ

Nepiodog | Nepiodocli Nepiodoclil
2 efd.wash out 8 £f36. SumAd TUPAN, TapdAANAwWY opadwv 44 g[36. avolyTry aywyn

AacBeveic nAikiag =18 eTwv . .
pe péon SeDBP 295 —# AML 5 mg (n=161) —
mmHg kat £120 mmHag.
Alagopd <10 mmHg —+ AML 10 mg - (n=163) —
METAED TNG EMMOKEYNG |t L2 -
TPV TNV TUXAIOTTOINON Kal = OLM /AML 10/5 mg (n=163) —
NG EMiCKEYNG
TUxaIonGinong OLM /AML 20/5 mg (n=160) —
E
# OLM /AML 40/5 mg (n=157) i

KUpto Tehkd onpeio;
Méon petafoin anoé tnv
évapfn otnv SeDBP katd

v EBSondada 8

OLM /AML 40/10 mg

OLM = OAugocaptdvn, AML = ApAodimivn
Chrysant, et al. Clin Ther 2008;30:587-604




[TANBUOPOC aoBevwyv

2UVOAIKQ, 1940 aobBeveic Tuxalotroinbnkav o€ Bepartreia.

H mTAciopneia Twv acBevwy nrav nAIKiag KATw Twv 65 eTwv.



AtroteAséopata: Meiwoeig Tng A.ll.



2Y2TOAIKH A.I.

dapuako kat 6on

(mg/d) am OLIWANL
PBO 10 20 10/5 20/5 40/5 10/1020/1040/10
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=20 -

25 4
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-30 -

s M

*P<0,001 y1a tnv opdada tng cuvduaoTikig Bepaneiag évavtt Twv avtiotoixwv opadwv povobeparmeiag
(o1 ouykpioelg TpaypaTonolBNKav U Tn XErion Twv eAAXIOTWY HECWV TETPAYWVWLV)

OLM = OAuecaptavn, AML = ApAodurivn

Chrysant, et al. Clin Ther 2008;30:587-604
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TAXEIA MEIQ2H THZ A.T1.

EBSopada
6

-10 -

-15 -

EikoviKko @appako

AML 5

=20 -

25 -

* OLM 40
AML10

@ OLM/AML 40/5

-30 -

-35 -

*P<0,0001 yia 0he¢ Ti¢ opadec dpaotikng Bepamsiac péow ANCOVA og ouykplon e Tnv évapén
MANBuoLOC TPdBeoNC-TTPOC-Bepareict WG CLUVOAIKOS TTANBUCSC, e LOCF (uovo katd tnv eBdoudda 8)
Chrysant, et al. Clin Ther 2008;30:587-604

M OLM/AML 40/10




Etriteuén 210)0U TnG A.ll.

‘Eva onuavTiKO TToO000TO aocBevwyY
TETUXAV TO oTOXO TNC All peTd aTro 8
edouadec BepaTreiac.



Emriteuén otoxou A.Il Tnv 8" ¢Bdouada

PBO 10 20 40 - 10/5 2/5 40/5 10/1020/1040/10

Qdapuako kart 5oon am OLWANL
(mg/d)

*Y10)x0¢: <140/90 mmHg kat <130/80 mmHg yia diafntikolc.

P<0,0001 (éAeyxog x* y1a TNV QViXVELON CUVOAIKWY BEPATTEVTIKWY Sitapopwy UeTalL Twv 12 opddwv)
OLM = Ohpeoaptavn, AML = Aphodimivn

ApxeloBetnuéva dedopéva.
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EuxopioTw TTOAU
via Tnv mrpoooxn cag !!
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