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Death rate from high blood pressure, 1990 to 2019

Estimated annual number of deaths attributed to high blood pressure® per 100,000 people.
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Data source: IHME, Global Burden of Disease (2019) OurWorldInData.org/causes-of-death | CC BY
Note: To allow comparisons between countries and over time this metric is age-standardized.

1. High blood pressure: High blood pressure, also called hypertension, is blood pressure that is higher than normal. This means the force of the blood
against the walls of blood vessels is consistently too high. Blood pressure is recorded as two numbers. The first (systolic) represents the pressure in
blood vessels when the heart contracts or beats. The second (diastolic) represents the pressure in the vessels when the heart rests between beats. High
blood pressure is diagnosed if, when it is measured on different days, the systolic blood pressure readings are consistently 2140 mmHg, or the diastolic
blood pressure readings are consistently 290 mmHg. High blood pressure increases the likelihood of a person suffering from cardiovascular disease.
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Calhoun DA, Jones D, Textor S, Goff DC, Murphy TP, Toto RD, White A, Cushman WC,
White W, Sica D,Ferdinand K, Giles TD, Falkner B, Carey RM: Resistant hypertension:
diagnosis, evaluation, and treatment.

A Scientific Statement from the American Heart Association Professional Education
Committee of the Council for High Blood Pressure Research: Hypertension 2008, 51,
1403-1419.




Opiopoi :

Mn geAeyxOpevn vIEépTAOCN:

Agv e{val CLYWVLUO TNG
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Nya €mMONUIOAOYIK& OTOIXEIC. ..

ALLHAT : 47%

H mpaypaTikn AVOEKTLKI LTEPTOON
eninTWON TNG OTOV TPWTO XPOVO ,
AVOEKTIKNG follow-up KO(L 27% OTO AV?EKTLKH :
VTEPTAONC: TEAOC TNC HEAETNC YREQPTAON: 8.9 %

ArNQZTH AGuBavay OAWVY TWV 0aBeVWY
) ME AY OTO YEVLKO

nANOLOUO (NHANES
2003-2008)

DALVOUEVLKN

2 € EMAEYUEVOUC
acBevelc vrd

L TPLKNA 2 TNV YEVLIKA
TapaKoAoLONoN yLa TPAKTLKA , UE
LREPTOON : 12.3-16% eAAXLOTN emAOYN
ZTLC VEQPOAOYLKEG aoBbevwv N

KALVLKEG : auEAVEL eninTwon elvat
KL 50% (GFR) nEPLTOL 5%

Journal of Resistant hypertension

HypertenSion Norman M. Kaplan




[Moiol axoBeveic Exouv auEnuévn moOaveTNTX
Vi eupavion AvOekTIKNC YTEPTOONG?

* YynAdTEPN T BGonc apTnpLakn tteon
(Blaltepa CLUOTOALKN)

® LVH
* MeydAn nAkia
* Mayvoapkia




O «Kivouvoc» oo Tnv AvOEKTIKA YIEpTOion

°* YYnNAOTEPOC KapPdLayyelakodg Kivbuvog
* ZNMAVTLKA LYNAOTEPN EMIMTWON KAl oofapoéTnTa OTN
BAGBN opyAVWY - OTOXWV OE OXEON ME PUPMHOAKEVTLKA
pnBumicusun AN

Table 2. Cardiovascular Outcomes Among Patients in the
Primary Outcomes Analysis According to Resistance Status

Outcome Resistant Nonresistant Total
Death 54 (2.1) 290 (1. 9) 344 (1.9)
Myocardial infarction 9(0.4) 81 (0.5 90 (0.5) T
Stroke 15(0.6) 76 (0. 91 (0.5) dlayvwong
Congestive heart failure 10(0.4) 43 (0.3 53(0.3) KOl
Chronic Kidney disease 365 (14.5) 1607 (10. 4) 1972 (10.9) Ospamneiag
Total events 453 (18.0) 2097 (13.5) 2550 (14.1)
Total patients 2521 15515 18 036

Values are n (%).

Avaykaiotn

)

OLdlapopéc atov KA kKivduvo, eEapTiovTav
Katd TtoAD otnv cuxvotePpn XNN Twv aoBevwov
AL TWV

Daugherty et al., Circulation 2012




Weudo-avOeKTIKN YTIEQTOON

T elval :

Mn EAEYXOUEVN UTTEPTAON TOU «DE(XVEL»
avOeKTIKA oTNV Bepaneia, aAAd L TO
oQelAeTOL OE AAAOULC TTOLPAYOVTEC:




Weudo-avOeEKTIKA YIIEPTAON

AiTia :

OTwYN oLUUOPPWON oTn Beparnela
AABOC TEYVIKN LETPNONG

laTtplk adpavela

AVETAPKNG BLALTNTLKN CUUUOPPWON KoL
TPomoL CWNC

Yrneptaon «\eVKNC MrtAo0CacC»
AgvTteponaOnic YrépTaon
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Adherence to prescribed antihypertensive drug treatments

longitudinal study of electronically compiled dosing
histories

Bernard Vrijens, chief scientist and adjunct professor of biostatistics, " Gabor Vincze, principal health
economist ,” Paulus Kristanto, senior biostatistician ,' John Urguhart, professor of biopharmaceutical
sciences ,* Michel Burnier, professor of nephrology®
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3. laTpiki AdPGvEIX

* AaVOOOUEVEC AmOPAOELC YL TN Beparnela
AovBaouévn ertAoyn POPUAKOL
AnpoBuuia yio abénon tnc 66onc¢
AVOTOTEAEOUATLIKNA XPioN dLovPNTIKWVY

* laTtplk) adpAveELX OTO va EmLTELYOEL O

otoyoc otnv All
* ArpoBupuia yiwa xpnon 24ABPM




4. AverrapKNc SIITNTIKA CUPHOPPWON Kol
Tpomou {wAC oTIC 0dNYieS

b BE MERRY
£4P0R TOMORROW




5. Ynéptaon « Aeukng MmAoulog»

[epinov 30% eUPaviCouvy TO PALVOUEVO AEVKAC
UTA00CAC (UE ABPM)

Hypertension

Wolume 57, Issue 5, May 2011; Pages 398-902
https://doi.org/10. 116 1/HYPERTENSIONAHA 110.168948

POPULATION SCIENCE/EPIDEMIOLOGY

Clinical Features of 8295 Patients With Resistant
Hypertension Classified on the Basis of Ambulatory Blood

Pressure Monitoring

* A0 8295 a00eVelC HE <AVOEKTLKA YIEPTAON»

°* MeTa TNV ABPM
62.5% :0ANOAC AvOEKTIKNA YREpTOON
37.5 : Davopevo Aevknc MrnAoococ




Oeparmeia AvOeEKTIKNC YTTEPTAONC




OepAMEUTIKOC oTOXOC OTNV AVOEKTIKNA
YrépToion

Routine/conventional office
blood pressure (manual Unattended AOBPM, daytime

measurement with ABPM, or home blood
stethoscope or oscillometric pressure’
device)*

Higher-risk population®

Known ASCVD® 125 to 130/<80 120 to 125/<80

Heart failure

Diabetes mellitus
Chronic kidney disease
Age =65 years?®
Calculated 10-year risk of
ASCVD event 210%"

Lower-risk*

m MNone of the above risk 130 to 139/<90 125 to 135/<90

factors




1. Avayvpion Kol OIGKOTTR pOPUEKWY TTOU
OUEGVOUV TNV GPTNPICKA TTIECN

2 TEPOELDN

MzZA®

2 UUTAOOULUNTIKA
EPO
KukAooropivn

AVTLOVAANTTIKG QAPUAKQ

AvaOoTOAE(C

eravanPOoANYNC TNG

gEgpOTOVIVNG KoL TNG
fé: vopadpevaAivng

BN VOO TOAELG-VEGF

oLXVOTEPN ME TA YAUKOKOPTLKOELDOH, AOYWw
TNG LoYLPOTEPNGC XAATOKOPTIKOELOOUC
dpaanc

M.O. ab&non : 5 mmHg AVOOTOAN TWV COX-1 Kal

COX-2, MELWON TPOOTAYAADLVWV , VAT TOAN TNG
vatTpLovpnaong

Endyel TNV o0vOEON AYYELOCLOTOOTIKWV

+ OLPTOBONTIKG CVOTNUA, AYYELOCDOTTAON OTO
veEPPO, katakpdatnon Na

OxLtAfpw¢ KaTtavonTo : Ta oloTPoydva
endyovv TNV oLvBEon and TO AP TOL
QYYELOTEVOLVOYOVO

ALENon vopemLvEQPLYNG GTOV 0PO

0 VEGF entdyeL Tnv oOvBeon tov NO —
QYYELOBLOOTOAN)



2. Tponomoifceic Tou Tpomou (WAC
= Hypertension Lifestyle changes

Foed, Carb, HFCS, Sodium/potazzium, &Sut micrebe, vitamin D,

Exercizez, Weight lozz, =trezz, Omega 3, =zmoking & Alcchol.

L%

o AAaTL
* MEooC 6poC NUEPOLOC TPOCANYNG
AAQTLOD: 10 gr/ NHEPA
EAeyxoc ntpboAnync aAaTtLoD PE
OLAAOYN 0VPWV 24": <100 mmol/24H

(MEPIMOL 5 gr NaCl)

AnWAgLa cWPATIKOD BApoug

> WUOTLKA doKNoNn

MeooyelakdC TPOTOC SLATPOPNG
Melwon tpdoAnyng aAaTloD KoL AAKOOA




3. Tpomol BeATiwonc TNC CUPPOPPWOoNC oTn
Bepamein

av XpE[ZOGEL
W% AlAAOYOC HE TOV AOOEVH OXETLKA JUE TNV THAPNON TNC AYWYAC KoL
& vnué LOLTQ. AfjuaTtd Tou,
-




4. Avayvpion Ko OVTIHETOTTION
deutepona®oic ApTnPIGKAC YiEpTaonc

Characteristic

Younger patients (< 40 years) with grade 2 hypertension or onset of any grade of
hypertension in childhood

Acute worsening hypertension in patients with previously documented chronically stable
normotension

Resistant hypertension

Severe (grade 3) hypertension or a hypertension emergency

Presence of extensive HMOD

Clinical or biochemical features suggestive of endocrine causes of hypertension or CKD

Clinical features suggestive of obstructive sleep apnoea

Symptoms suggestive of phaeochromocytoma or family history of phaeochromocytoma




‘EAeyxoc yiax AsuteporraOn YmépToon

2018 ESC/ESH Hypertension Guidelines

Resistant hypertension characteristics,
secondary causes, and contributing factors

Characteristics of patients with Causes of secondary resistant Drugs and substances that may cause

resistant hypertension hypertension raised BP
Demographics More common causes Prescribed drugs

«Older age (especially > 75 years) s Primary hyperaldosteronism «0ral contraceptives
« Obesity s Atherosclerotic renovascular « Sympathomimetic agents (e.g.
«More common in black people disease decongestants in proprietary cold remedies)
«Excess dietary sodium intake «Sleep apnoea =« Non-steroidal anti-inflammatory drugs
«High baseline BP and chronicity of «CKD +Cyclosporin

uncontrolled hypertension « Erythropoietin
«Steroids (e.g. prednisolone, hydrocortisone)

«Some cancer therapies
Concomitant disease Uncommon causes Non-prescription drugs

«HMOD: LVH and/or CKD e Phaeochromocytoma +Recreational drugs (e.g. cocaine,
«Diabetes s Fibromuscular dysplasia amphetamines, anabolic steroids)
« Atherosclerotic vascular disease « Aortic coarctation +Excess liquorice ingestion

« Aortic stiffening and isolated systolic « Cushing’s disease «Herbal remedies (e.g. ephedra, ma huang)

hypertension « Hyperparathyroidism

European

" @ EE& Society Williams, Mancia et al., ] Hypertens 2018;36:1953-2041 and Eur Heart ] 2018;39:3021-3104 @ Saclety of

of Cardiology Hypertension




5. NeppIkn AsiToupyia - EUOYKOIUIK

* EKT{UNON YO VEQPOTAPEY XV TLKA VOO0 KL
GFR

H Lo oLV LTOEKTLUNUEVN aL Tl
Katakpatnon Natplov
YrepoyKatuio

POBuLON aywync avaAoya
[y dlovpnTIKA




6. ZuvOUaOoNOC AVTIUTIEQPTOOIKMV

Preferred

ACE
inhibitor/diuretic*
ARB/diuretic*

ACE inhibitor/CCB*
ARB/CCB*

Acceptable
b-blocker/diuretic*

CCB (dihydropyridine)/b-
blocker

CCB/diuretic

Renin inhibitor/diuretic*
Renin inhibitor/ARB*
Thiazide diuretics/Kp
sparing diuretics*

Less effective

ACE inhibitor/ARB
ACE inhibitor/b-blocker
ARB/b-blocker

CCB
(nondihydropyridine)/b-
blocker

Centrally acting agent/ b-
blocker




AvTtiyeTmion AvOekTIKAC YTEPTOONC
(6TOv Oev €xel evTOTTIOTEN OEUTEPOTTIAONC XITICK)

1. Optimize Initial 3-Drug Regimen
* Ideally include
a. ACE inhibitor or ARB
b. Dihydropyridine CCB
c. Diuretic (usually a thiazide)
Titrate as needed to maximally tolerated doses

Target BP not achieved

2. Convert to More Potent Diuretic

E.qg., substitute chlorthalidone or indapamide for HCTZ

Target BP not achieved

3. Add MR Antagonist
« Spironolactone or eplerenone
If intolerant, consider amiloride

Target BP not achieved

Consider Additional Agents on a Case-by-Case Basis
B-blockers

a-blockers

Direct vasodilators (e.g., hydralazine)
Centrally acting agents (e.g., clonidine)




Mo THZ ?

* YrApYEL hLa
LOTOPLKNC a&lac ma
avnovyla yla T
THZ 0€ eGFR < 30
ml.min/1.73 m?2

* ATOTEAECUOTLIKA O€
otadiov 4 CKD yLa
ueiwon tnc AY

TuyatlorolnueEvn
LEAETN
XAWPOOAALBOVN vs
placebo

The NEW ENGLAND
JOURNAL o MEDICINE

EEEEEEEE 30, 2021

Chlorthalidone for Hypertension in Advanced Chronic
Kidney Disease

Seated Clinic Systolic Blood Pressure

T
g
Weeks since Randomization

Mean Change from Baseline
(95% CI) — mm Hg
Placebo 2.7 (-091t0 6.3)

Chlorthalidone -9.2 (-129t0-5.5)
Diffi -119 [-17.1to -6.7)

24 (-061055) 53 (L8to 8.8)
-126(-158t0-95) -7.0 (-10.7to-3.3)
-15.1 (-19.4 to -10.7) -12.3 (-17.5ta -7.2)

51(14t0838)
106 (-14.5 to —6.8)
-15.7 (-21.0 to -10.5)

-11.0 mm Hg in the chlorthalidone group
-0.5 mm Hg in the placebo group




AvTtiyeTmion AvOekTIKAC YTEPTOONC
(6TOv Oev €xel evTOTTIOTEN OEUTEPOTTIAONC XITICK)

1. Optimize Initial 3-Drug Regimen
* Ideally include
a. ACE inhibitor or ARB
b. Dihydropyridine CCB
c. Diuretic (usually a thiazide)
* Titrate as needed to maximally tolerated doses

Target BP not achieved

2. Convert to More Potent Diuretic
= E.g., substitute chlorthalidone or indapamide for HCTZ

Variable HCTZ CTD IDP Remarks

Half life (h) 3-10 24-55 6-15 CTD and IDP have half-lives approximately three-times and two-times greater as
compared with HCTZ, respectively

Duration of action (h) 12-18 24-72 24-36 CTD and IDP have a duration of action that is approximately twice that as
compared with HCTZ

Usual dosage (mg) 125-50 12.5-25 1.25-25 IDP is used at one-tenth the dose of HCTZ to produce a similar antihypertensive
effect

Antihypertensive Weak Strong  Intermediate CTD is twice as potent as HCTZ. While IDP and HCTZ have shown similar

effect antihypertensive efficacy in a direct comparison trial. Trials using add-on
indapamide SR have shown large reductions in blood pressure

Pleiotropic effects CTD and IDP are renoprotective, block carbonic anhydrase isoenzymes, promote
angiogenesis, and decrease vascular permeability and platelet aggregation. This
has not been shown with HCTZ

Data taken from [1=2,4,23].
CTD: Chlorthalidone; HCTZ: Hydrochlorothiazide; IDP: Indapamide; SR: Sustained release,




AvTtiyeTmion AvOekTIKAC YTEPTOONC
(6TOv Oev €xel evTOTTIOTEN OEUTEPOTTIAONC XITICK)

1. Optimize Initial 3-Drug Regimen
* Ideally include
a. ACE inhibitor or ARB
b. Dihydropyridine CCB
c. Diuretic (usually a thiazide)
* Titrate as needed to maximally tolerated doses

Target BP not achieved ‘ 'EAEVXOC
VEPPLKAG

2. Convert to More Potent Diuretic Asl'roupyiaq
= E.g., substitute chlorthalidone or indapamide for HCTZ

Kal KaAiov:2-

Target BP not achieved l 4 weeks (17;50,
™Tvapxnn

3. Add MR Antagonist aAAayn
« Spironolactone or eplerenone
* |f intolerant, consider amiloride

Target BP not achieved

4. Consider Additional Agents on a Case-by-Case Basis
» [-blockers

* a-blockers

= Direct vasodilators (e.g., hydralazine)

» Centrally acting agents (e.g., clonidine)




THE LANCET

Spironolactone versus placebo, bisoprolol, and doxazosin to

determine the optimal treatment for drug-resistant P ATH W AY_2
hypertension (PATHWAY-2): a randomised, double-blind,

crossover trial

Bryan Williams, Thomas M MacDonald, Steve Morant, David | Webb, Peter Sever, Gordon Mclnnes, lan Ford, | Kennedy Cruickshank,
Mark | Caulfield, jackie Salsbury, Isla Mackenzie, Sandosh Padmanabhan, Morris | Brown, for The British Hypertension Society’s PATHWAY
Studies Group™

150

148

146

144

142+

1381
1361

Home blood pressure {mm Hg)

Diastalic

T

Baseline Placebo Spironolactone Doxazosin Bisoprolol
(n=314) (n=274) 25-50 mg 4-8mg 5-10mg
(n=285) (n=282) (n=285)




YmroéATioTn 660N Twv RAASI, oxeTtideTal pe SITTAQCIOOMO
TNG OvNoIpNOTNTOG OE OIAPOPES UTTOOMADEG o OEVWYV

MNapduola tooco0TA tapaTNPENONKAY HETAED EKE(VWY TOL
nelwoav tnv 660N Kol eKE(vwY mov dLlekoyav tn Beparneia

Down-titrated

. Maintained dose? Discontinued?

dose®
CKD ’ I
stage: 7 7 22 4%
etz zssompei PO MOAKPOTPOBECHA N
across dose catego HELwon r] r] GLGKOTCH
Heartfa  QIUTWVY TWV QAPMUAKWV 30,1%

(N=20,529 total patie

across dose catego & X EL OVOUEVR EEEALEN YL
piat  TOULG QLOBEVELG pag 319

(N=79,087 total patients
across dose categories)

Total population [l 4,1% 11,0%

8,2%
(N=201,655 total
patients across dose . “In those receiving maximum doses of RAASi therapy
categories) Patients (%) CKD, chronic kidney disease; HF, heart failure; RAASI,

renin—angiotensin—aldosterone system inhibitor
Adapted from Epstein M, et al. Am | Manag Care 2015;21(Suppl
11):5212-5220



KDIGO 2022 CLINICAL PRACTICE GUIDELINE FOR
DIABETES MANAGEMENT IN CHRONIC KIDNEY DISEASE

Practice Point 1.2.5: Hyperkalemia associated with the use

of an ACEi or ARB can often be managed by measures to
reduce serum potassium levels rather than decreasing the

dose or stopping the ACEi or ARB immediately (Figure 4).

KDIGO 2021 Clinical Practice Guideline for the
Management of Blood Pressure in Chronic Kidney Disease

v

Practice Point 3.2.4: Hyperkalemia associated with use of RASi can often be managed by measures to reduce the serum
potassium levels rather than decreasing the dose or stopping RAS.

and oral potassium binders.”" In CKD patients receiving RASi
who develop hyperkalemia, the latter can be controlled with
newer oral potassium binders in many patients, with the ef-
fect that RASi can be continued at the recommended
dose.”*>*®” Whether the latter therapeutic strategy improves




AvTtiyeTmion AvOekTIKAC YTEPTOONC
(6TOv Oev €xel evTOTTIOTEN OEUTEPOTTIAONC XITICK)

1. Optimize Initial 3-Drug Regimen
* Ideally include
a. ACE inhibitor or ARB
b. Dihydropyridine CCB
c. Diuretic (usually a thiazide)
Titrate as needed to maximally tolerated doses

Target BP not achieved

2. Convert to More Potent Diuretic

E.qg., substitute chlorthalidone or indapamide for HCTZ

Target BP not achieved

3. Add MR Antagonist
« Spironolactone or eplerenone
If intolerant, consider amiloride

Target BP not achieved

Consider Additional Agents on a Case-by-Case Basis
B-blockers

a-blockers

Direct vasodilators (e.g., hydralazine)
Centrally acting agents (e.g., clonidine)




7. Kar&Auon Tnc cupmaOnTIKAC velpwonc Tou
veppoU (renal sympathetic denervation-RSD)

* Mg tnv BoriBela l8LKAC OLOKEVLNC E(valL TAEOV EQLKTA N
Apon (KATAPynaon) TNG ouPTaONTIKAC dpaocTNPLOTNTAC
OTOULC VEPPOULC, UE KATAALON TWVY VEDPWV, OLOBEPULKA,
XWPELC v ol TE(TOL XELPOVPYLKA TapEuBaon.

O KaBeTNPOC ELOAYETAL OO TNV PNpLato aptTnpio Kot
TPOWOE(TAL LEXPL TOLC VEPPODLC. ZTNV OLVEXELX
epapuofovtal padlokOpaTta bPnAc ouyxvodTNTAC (RF)
O€ 5 TEPLOCOTEPA ONUELDX TWV VEPPLKWY APTNPLWY. Me
TOV TPOTO AL TO KA TAPYELTAL N AELTOLPYIO TWV
OLUTOONTIKWY VEVPWV.

H uEBodoc npayuaTtonoleE{Tal OTO ALHOOUVAULKO
EPYOOTNPLO, AmaLTEL EAAXLOTO XPOVO (30-60 min) KL O
ac0evic malpvel EELTAPLO TNV ETOUEVN NUEPQ.




8. AiIfyepon KOPWTIOIKWV TRGOUTTOOOXEWV —
BAT (Baroflex Activation Therapy)

* Xprion OVOKELAC Rheos
* Eppévovoa ttwon tTng All
* Melwon ouuraBNTIKAC dpaoTNELOTNTOC




9. NE& pAPUOKO

* Lorundrostat

Avaotoleag tng ouvBetaong tTng
aA00o0oTEPOVIG

* Zilebesiran
rapepBaAdopevo RNA

AvaoteAAel TV ITapay®yn
AYYEL0TEVOLVOYOVOU AIIO TO NIIAP

* AvVtay®avioteg Tou unmodoxea tne evoodnAivne
KaAUtepa ov ekdextikol (darusentan)

=11-12/ 6 mmHg




Emikpion yix Tnv AvOeEKTIKN YITEPTOON

* O apLOPOC aoBevwv e appLOULoTN Al , aVEGVEL

* Elvat €éva tpbBANUA oNUAvTIKAC KALWLKAC onuaciog

* XpbvoC TNV HEAETN TOL OUYKEKPLUEVOL OBEVN

* 2TO)0C Bepaneiac : (BLOC 0TOXOC HE AOLTOUC UTTEPTAOLKOVC aoBOEVE(C

* NMpéneL va anoKAELOTOOV tapdyovTeC tov oxeTiCovTal he yevdo-
QVBEKTIKA LTEPTAON

* Aropdkpuvon tapoyovTwy tov oxetiCovTal he avEnuéEvn All

* AvayvwpLon aLtTlwy devtepona®oiC vEpTaonc Kal Bepaneioc Tou
OLYKEKPLHUEVOL aLTiOL

* EnBeTIK BepamevTIKN aAywyn HETA and OAQ TQ BOEPATELTIKA
BApaTa ywa vrEpTtaon (TPOnoC (WG, KATVIOUA) : GLVBLACUOC
SLOAPOPETIKWY PAPUOKEVTLKWY OLOLWVY HE EVTATIKOTOINGN TWV
860cwv, LkavorolnNTkr dlovpnTKA Aywyn

° Jav ApUOKO EKAOYHAC yLa TNV pLOULON TNC AVBEKTIKAC YREPTAONC:
2TTIPOVOAOQKTOVN

* Na tapaKOAOLBODE TOV OBEVH TAKTLKA




Y O(C EUXOPIOT® YIG TNV TIPOCOXA ooiC !
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