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METABOAIKO XYNAPOMO

ABporopo TapayovTMV Kivovvouv HeETOfoAKS aL1TIOAOYIOG

e Kovmoxkn IHoyvoapkia
IepipeTpog péone > 94 cm ywo Gvopeg
> 80 cM Yo yUOVOIKES
e AvcAumoopia
Tprylvkepiowo > 150 mg/dL
HDL <40 mg/dL ywa édvopeg
< 50 mg/dL ywo yovaikeg

* YrtepyAvkoiuio,

Iwkéin voteiag > 100 mg/dL 7 2A
e Ynéptoon

Apmypwk) Ilicon = 130/85 mmHg
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SUOTOAIKA: >= 140 mmHg
AlaoToAIKr : >= 90 mmHg
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Avdpec: < 0.9 mmol/I
(35 mg/ dl)
Fuvaikeg: < 1.0 mmol/I
(39 mg/ di)

MEPINETPOC HEONG NPOC NEPIUETPOC
yAouTtwv (WHR):
Avdpec: > 0.9
Fuvaikeg: > 0.85
Kai/ry AMZ : >30kg/m?

< 1.0 mmol/I
(39 mg/ dl)

MepipeTpoc Méonc:
AvopeG: >=94cm
Fuvaikeg: >=80cm

Avdpec: < 1.03 mmol/I
(40 mg/ dl)
Fuvaikec: < 1.29 mmol/I
(50 mg/ dl)

MepipeTpog Méonc:
Avdpec: >=102cm
Fuvaikeg: >=89cm

Avdpec: < 1.03 mmol/I
(40 mg/dl)
Fuvaikec: < 1.29 mmol/I
(50 mg/dl)

MepipeTPOC YEONC — KE
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€BvikoTnTa (NapabérovTal
OTOV ENOMEVO Nivaka)

PUBUOG £KKPIONC ASUKWHATIVNG:
>=20 mg/min 1} n avaloyia aABoupivng
npog kpeaTivivng >= 30 mg/g
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I'he rise and fall of the metabolic syndrome
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Obesity Trends Among U.S. Adults
BMI = 30
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Diabates |8 incraasing

most rapidly in Asia,
Africa and South America.




Global Projections for the Diabetes
Epidemic: 2003-2025 (millions)

WORLD
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Global Projections for the IGT
Epidemic: 2003-2025 (millions)

WORLD
2003 = 314million
2025 = 472 million
Increase 50%0
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NEANESHIIE Praml:—m ce of the NCEP Metabolic

syndrome: by Age (NCEE definition)
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Ford ES et al. JAMA 2002;287:356-359



Metapoirko Xovopouo oty EALGoo

m NCEP = AHA/NHLBI = IDF

*=p<0.0001

18-70+ 18-29 30-39 40-49 50-59 60-69 70+
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Homo erectus » Homo sapiens » Homo obesus




How We Grew So Big
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Presenter
Presentation Notes
Obesity is associated with a chronic state of low-grade inflammation. Models of inflammation in obesity include a major role for macrophages in molecular changes in adipose tissue.
Metabolic and endocrine function alterations in adipose tissue increase the release of free fatty acids, hormones, and proinflammatory molecules. Increasing adiposity produces physical changes and modification of adipocyte paracrine function. Adipocytes begin secreting TNF, an inflammatory cytokine. 
TNF stimulates preadipocytes to produce monocyte chemoattractant protein-1 (MCP-1). Endothelial cells also respond to cytokines by secreting MCP-1; either endothelial cells or adipocytes could attract macrophages to adipose tissue. 
Obesity induces secretion of leptin (and/or decreases production of adiponectin) by adipocytes, which may promote macrophage accumulation. Oxidative damage in the endothelium due to an increasingly lipolytic environment may also increase macrophage recruitment. 
The presence and activity of macrophages in adipose tissue in the obese state perpetuates �a vicious cycle of increased macrophage recruitment and inflammatory cytokine production, and impaired adipocyte function.
VEGF = vascular endothelial growth factor�JNK = c-Jun amino-terminal kinase


Opuovikn Apdaon Tou AiItwdn lotoU (AITrokiveg)

Adiponectin

PAI-1
: IGF-1
Leptin IGFBP

TNF-a
Interleukins

Resistin TGF-B
FGF, EGF
Prostaglandins

Visfatin

Unknown factors

Agouti protein
Adipsin

Angiotensinogen Angiotensin-Ii Retinol-binding protein-4



APac TOV MTOKIVAOV GTOVS LGTOVS

Adipokines

Reproductive
organs




EmiTrtwoeic AuoAsiToupyiag Tou Aittwon loTou
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Dlreynovmoes, OCeomTik0 & MetafoMko XTpeg
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Evepyotroinon/AvacTtoAn Tou NF-xB

1 AvTIOECEIOWTIKA  AVTITTOVEKTIV
Kﬂrsop%fxgg : ! lvOoOuAivn
Y IGF-1
NETITIVN
~\, [Taxuoapkia
H20; [ npavon

KUTTGPOWAGGIJ a DNA d¢éopeuon NF-xB
I
["ovidiakn Exkppaon



Meipapatika dedopéva pikpo-ouoToIXiwVv: Katnyopotroinon 410 yovidiwv

Categories Upregulated in  Downregulated in
obese subjects obese subjects

Inflammatory 52 2
Response

Signalling 25 17
Transcription 12 22
regulation

Cell cycle 24 8
control/cell

proliferation

Cell adhesion 26 2

Transport/carrier 18 14
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KuTTapiko Stress
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Metayevpotikn 'Avkoln & Iveoviivny

Low-Glycemic-Index Foods
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MeTaysopotiko Stress:
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Postprandial Oxidative Stress

Hyperglycemia Hypertriglyceridemia

C Linids /) ¢

-KReactive. Oxygen

Species (ROS)

Protection by Antioxidant Micronutrients
e.g. Dietary Flavonols

Endothelial Dysfunction
Diabetic complications ‘ Atherosclerosis
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W05, N COX, MPO

/ Nrf-2 activation
(1) NF-s8 inhibition

ROS/RNS
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Vitamin E

NADH Ubiquinone
NA[_IFH Coenzyme Q10
OOH Succinate i Ubiquinol

Dehydroascorbat
Dihydrolipoic acid Vitamin C
Glutathione
Ascorbate

Alpha-lipoic acid
Glutathione disulfide

Fig. 1. Antioxidant regeneration pathway. R-lipoic acid recycles vitamins E and C,
and in its reduced form, dihydrolipoic acid, acts as powerful antioxidant within
mitochondria.
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Cardiovascular risk factors
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Antioxidant and Redox
Regulation of Genes

Editors-in-Chief
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Antioxidants & Redox Signaling
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Diabetes
Obesity
Metabolic syndrome
Smoking
Genetic predisposition
Increasing age
Acute Injury
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L-arginine synthesis
NO signalling
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Mitochondria
Nrf2/keap1/ARB pathway
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NaBoyévela MetaBoAikou Zuvdpopou:
YnoBeon O&eldwtikov kat MAsypovwodouc stress
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Hypothetical scheme of fat, fatty acid (w6 and w3,
trans and total) intake (as percent of calories from fat)
and intake of vitamins E and C (mg/d)
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Simopoulos AP: Genetic variation and evolutionary aspects of diet. In: Antioxidant Status,
Diet, Nutrition, and Health, Papas AM (Editor), CRC Press, Boca Raton, 1999, pp. 65-88.



Summary: Nutritional value of purslane

One serving of fresh leaves (100 g) contains:

300-400 mg 18:3w3

12 mg alpha-tocopherol
27 mg ascorbic acid

2 mg beta-carotene

15 mg glutathione

Simopoulos AP et al. Common purslane: A source of omega-3 fatty acids and
antioxidants. J Am College Nutr 1992;11(4):374-382.



Melatonin concentrations in some edible plants

Foodstuff pg/g wet wt
R . |

Cucumber 25
oo
PlneappIeSG
Purslane 19,000

Strawberry 12

Reference: Simopoulos AP, et al. J Pineal Res 2005;39:331-332.



w6:w3 ratios in various populations

Population wb6:w3 Reference
Paleolithic 0.79 ab Eaton et al, 1998
Greece prior to 1960 1.00-2.00 Simopoulos, 1999
Current United States 16.74 Eaton et al, 1998
United Kingdom and 15.00 Sanders, 2000
northern Europe

Japan 4.00 Sugano and Hirahana, 2000
India rural 5-6.1 Pella et al, 2003

India urban 38-50 Pella et al, 2003

aData from Eaton et al. Dietary intake of long-chain polyunsaturated fatty acids during the paleolithic. World
Rev Nutr Diet 1998; 83:12-23

bAssuming an energy intake of 35:65 of animal: plant sources.



GPR120 Is an Omega-3 Fatty Acid Receptor
Mediating Potent Anti-inflammatory
and Insulin-Sensitizing Effects

Da Young Oh,'* Saswata Talukdar,’-* Eun Ju Bae,! Takeshi Imamura,? Hidetaka Morinaga,’ WuQiang Fan,' Pingping Li,’

Wendell J. Lu,? Steven M. Watkins,® and Jerrold M. Olefsky!.*
Department of Medicine, Division of Endocrinology and Metabolism, University of California, San Diego, La Jolla, CA 92093, USA

2Division of Pharmacology, Shiga University of Medical Science, Tsukinowa, Seta, Otsu-city, Shiga, 520-2192 Japan
3Tethys Bioscience, 3410 Industrial Boulevard, Suite 103, West Sacramento, CA 95691, USA

IKKB ~ MKKA4

' '

NFB JMK

oo’

Inflammation




AvTI-a0npwuaTik Apdon TnG AVTITTOVEKTIVNG

Foarm cell formation +

Activation | | | Phagocytosis |

Macrophage
¥ o
L

&

Platelet

- A — —— =

Endothelial cells Leucocvtes




2nuaTodotnon AvTITTOVEKTIVNG oTa EvOooBnAiakd KuTTapa

¥
— T TP
rw Fr—— o - - ﬂ:j:__‘l‘nA.llF J

A ® ke )

EI

VCAM-1
CAM-1

E-Selectin '




NMapdayovTeg TTOU AUEAVOUV TNV AVTITTOVEKTIVN
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Standards of Medical Care in Diabetes/Prediabetes - 2014

Three large studies of lifestyle intervention have shown sustained
reduction in the rate of conversion to type 2 diabetes:

1. Da Qing study - 43% reduction at 20 years

2. Finnish Diabetes Prevention Study (DPS) - 43% reduction at 7 years

3. U.S. Diabetes Prevention Program Outcomes Study (DPPOS) - 34%
reduction at 10 years

A cost-effectiveness model suggested that lifestyle interventions as

delivered in the DPP are cost-effective, and actual cost data from the
DPP and DPPOS confirm that lifestyle interventions are highly cost-

effective.




The CDC-led National Diabetes Prevention Program is an evidence-
based lifestyle change program for preventing type 2 diabetes.
It can help people cut their risk of developing type 2 diabetes in half.

The Diabetes Prevention Program research study showed that making
modest behavior changes helped participants lose 5% to 7% of their
body weight—that is 10 to 14 pounds for a 200-pound person.

These lifestyle changes reduced the risk of developing type 2 diabetes
by 58% in people with prediabetes.

Participants work with a lifestyle coach in a group setting to receive a
1-year lifestyle change program that includes 16 core sessions (usually
1 per week) and 6 post-core sessions (1 per month).




laTpik Alatpo@ik OepaTtreia (MNT)

Ta aropa TToUu £Xouv TTPo-d1aBnTN | S1aBATN TTPéTTel va Aaudavouv
eCaTopikeUpEVN 1a0TPIKN Bepartreia diatpo@n ( MNT) yia Tnv etriteusn Twyv
OTOXWV TNG Bepartreiag.

MéTpia attwAsia Bapoug (o€ utTépRapa Kal TTaAXUCAPKA ATOMO) MTTOPEI
va TTapEXEl KAIVIKA 0@QEAN (BEATIWHEVN YAUKaIUia , TTIECT) TOU AipaTOG ,
Kal / A AITidla). ZuvIoTATOI CUVEXAS UTTOOTAPISH ME EVTATIKEG
TTapeUPaoceIg oTov TPOTTO (WG (TTapox CUMBOUAWY OXETIKA ME Th
MNT, Tn cwuaTiKA dpacTnPIOTNTA , KAl TNV AAAAYR TG CUUTTEPIPOPAG ).

MoikiAia S1aTPOPIKWYV TTPOTUTTWYV ( CUVOUNCHOI DIO@POPETIKWV
TPOPIHWYV I OHAdWYV TPOWYIiNWYV ) gival aTTodeKTEG. AauBdaveTal utTtéWn n
TTPOCWTTIKA TTPOoTiunon ( .X. TTapdadoon, TToAITICNOS, OpnoKEia,
OIKOVOMIKA, TTETTOIONCEIS KAl OTOXOI YIO TNV UYEia).

BeATiwon YAUKQIMIKOU EAEYXOU QVTIKOBIOTWVTAG TA TPO@INA UYNAOU
YAUKQIMIKOU OPTIOU PE YEUHOTO XOMNAOU YAUKQIUIKOU (POPTIOU.




Ta Apvyoora Eratt@vovy tTnv Metaysopatikn I'Avkoln
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H Ilpoteivy Opov I'dhoxktoc EAatTtoOvel Ty
Metayevpatikn I'Avkoln

Medscapes www_medscape.com
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To Evol EAattover Tnv Metayevpatiky) I'hokoln
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To AAKOOA ELOTTOVEL TNV HETAYEVROTIKY YAVKOLN
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laTpik Alatpo@ik OepaTtreia (MNT)

AtToQuyn KAaTavaAwong {axapoUuxwyV TToTwV (JE OTToIadATTOTE
0epIBIKA YAUKAVTIKH ouCia , CUNTTEPIAAMBAVONEVOU CIPOTTI
KOAOQMTTOKIOU UWNARG TTEPIEKTIKOTNTAG OE PPOUKTOLN Kol cakxapodn )
yIO TN MEIWON TOU KIVOUVOU aUugnong Tou CWHATIKOU BAPOUG Kal TV
emodeivwon Tou KapdIoueTABOAIKOU KIVOUVOU .

NpoéoAnyn KekopeoHEVOU AITTOUG < 7% , ATTOQUYI TWV trans-AIrapwv.
MéTpia katavaAwon EAAIOAGOOU pE auEnMEVN KATAOVAAWON TPOPWYV
TTAOUCIWYV O£ W-3 AITTapd ogEa.

NMpooAnwn @uTikwy Ivwy : 14 yp/ 1000 Oepuideg

KatavadAwon aAKoOA: 1 ToToé/nUépa yIa YUVAIKESG Kal 2 yia AVOPES
NMpoéoAnwn varpiou < 2300 mg /nuépa (5-6 yp NaCl)

Agv utrapyel Kapia capng £voeiEn Tou opéAoug atrd BITaMiIveG 1) AAAa

OUMTTARpWHOTA SIATPOPRS O€ AdToua ME dIaBATN R TTPOdIABATN TTOU OV
£XOUV UTTOKEIMEVEG EAAEiIPEIG.




H Ayopa TV AVTIOCELOOTIK®OV
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lceberg Lettuce | 5 ORAC Value [ umole TE{5g ] 102,700
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Carrot-Apple-B 10,10, 11 about 1 tablespoon of BarleyLife 0,000
e ey [l and has about 1275 QRAC units, 5
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3577

Corn-Onion [] 20

Grapefruit, pink [[] 24 5,000
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Oxygen Radical Absorbance Capacity (ORAC), umolTE/100g
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1 5T of ground furmer‘ic.

1 3T of ground cinnarnon
45T of dried bclsll

3 squares of baking chocolaie
1 cup chopped pecans

: 33 cloves of garlic
| 250 leaves of flresh basil
: 70 _blueb;rrle's
1.,:'2 cup ofpomeﬁrcnme.uﬁls
: 1 extra small %:pple
.‘l.!l ounces of M_e_r__ll_ol wine
I5:51‘::::“@:: of.uspull'clgus
1/2 clup of cooked black beans

11/4 c:up of uncooked quick oats

1 small beef
I |

12.5 cups of airpopped popcorn
| |

3 cups freshspinach leaves
T 8 broccoli Flor'alfi:

1 Is'mallwhiio'ppiclﬂo

1 I'argp:porlobelln rhuf:hr'oo_m

1 fist-sized red pepper

2 small carrots
1 s'mlclll red tomato I
7T of'e:‘clira virgin olive olil
2/3 cup of cl.al'ltuloupe {'cul::ed)




Cellular Antioxidant Defense e COY B3, GEn.
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H peooysiakni d1atpo@n £XEl EVEPYETIKN ETTiIOPAOCN OTNV UYEIa TOU
avOpwTrou, gival XaunAn o€ Kopeouéva AITTapd, TTAoUCIa O€
MOVOOKOPEOTA AITTOPA KOl OUVBETOUG UDBATAVOPOKEG, OE QUTIKES iVEG KAl
avTIOEEIDWTIKA oTolixeia. Mia diatpo@n Baciouévn o€ PoUTA, AaXAVIKA,

Mn eTeEEpyaoéEVa dSnUNTPIAKA, EAaIOAadO, TTPOoCPEPEI UPNAR
mTPOoAnywn B-kapotivng, Bitapiveg C kal E, TToAu@aivoAwv Kkai
IXVOOTOIXEiWV.
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*EAai6Aado, Aiyo kpaai
«@pouTa, Aayavikd,
*Oompia, Enpoi kapTroi

*AnunTPIOKA OAIKNG


Presenter
Presentation Notes
Ποιες είναι λοιπόν οι οδηγίες για μια σωστή διατροφή σύμφωνα με τη Μεσογειακή Δίαιτα; 
Η πυραμίδα της σωστής διατροφής
Λίγες φορές το μήνα: Κόκκινο κρέας
Λίγες φορές τη βδομάδα: Γλυκά, Αυγά- πουλερικά,Ψάρια
Καθημερινά: Γαλακτοκομικά,Ελαιόλαδο, λίγο κρασί,Φρούτα, λαχανικά,
Όσπρια, ξηροί καρποί, Δημητριακά , πατάτα.
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H Meooysioxkn Atorta EAattovel Tov Kivouvo Ovnerpuotnrog

tudy Weight Relative risk
(%) (95% ClI)

Trichopoulou et al 1995"! 0.48 0.69 (0.48 t0 0.99
Kouri-Blazos et al 1999"2 0.31 0.79 (0.50to0 1.25
Lasheras et al 2000"> 0.11 0.48(0.22t01.02
Trichopoulou et al 2003"* 2.53  0.75 (0.64 to 0.87
Knoops et al 2004"° 10.84 0.88 (0.8210 0.94
Trichopoulou et al 2005%¢ 17.97 0.93 (0.89 10 0.97
Lagiou et al 20067 4.78 0.93(0.83 10 1.04
Mitrou et al 2007 (men)¥!! 33.20 0.92 (0.91t00.94
Mitrou et al 2007 (women)"!! 29.78 0.93(0.91to 0.95
otal 100.00 0.91 (0.89 t0 0.94

5

Reduced Increased

A

D

Yo, . et aAd. BMS 2008;337:a.1344 D) l{‘ﬁ ::“ I {
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Xomypiynt ¥2008 BMS ITuBAonivy I'povn Atd.



H Meooysiokn Atota EAattovel Tov Kivovvo Ovnelpotntog amo
KOPOLaYYEWOKES TaONoELg

tudy Relative risk Weight  Relative risk
(95% CI) (%) (95% CI)

Trichopoulou et al 2003"* 5.90 0.82 (0.69 t0 0.97
Knoops et al 2004" 14.34 0.84 (0.76 10 0.94
Mitrou et al 2007 (men)*!! 47.83 0.92 (0.89 10 0.96
Mitrou et al 2007 (women)*!! 31.93 0.93 (0.88 t0 0.99
otal 100.00 0.91 (0.87 to 0.95

5

Reduced Increased

Zodt, . et aih. BMS 2008;337:a.1344

BM]



H Meooysiokn Atota EAattovel Tov Kivovvo Ovnelpotntog amo

tudy

Knoops et al 2004

Lagiou et al 2006"/

Fung et al 2006"®

Mitrou et al 2007 (men)*1!
Mitrou et al 2007 (women)*!!
Benetou et al 200812

otal

2odt, @. et aih. BMS 2008;337:a1344

KOPKIVO

Relative risk
(95% Cl)

5

Increased

Weight Relative risk
(%) (95% CI)

17.20 0.95 (0.90to 1.00
1.89 0.89 (0.77 to 1.03
3.64 0.91(0.821t0 1.01
46.79 0.94(0.91t0 0.97
24.69 0.96 (0.92 to 1.00
5.78 0.88 (0.81 t0 0.96
100.00 0.94 (0.92 to 0.96

BM]



H Meooyewokn Atorta EAatt®@VEL TOV KIVOOUVO ERPAVIONS VOGOV TOV
Parkinson kot Alzheimer

tudy Relative risk Weight  Relative risk
(95% CI) (%) (95% ClI)

Scarmeas et al 2006% 31.06 0.83 (0.70t0 0.98
Gao et al 2007 (men)*1? 38.88 0.93 (0.80 t0 1.08
Gao et al 2007 (women)*1° 30.06 0.85 (0.7210 1.00
otal 100.00 0.87 (0.80 t0 0.96

5

Reduced Increased

2odr, . g1 aA. BMS 2008;337:a1344
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AIQNOBIOI THz IKAPIAZ

New York Times: AdLEpwua otn pakpolwio TWV KOTOLKWV
n¢ Ikapiog

«To vnoi, omovu ot avBpwmot Eexvouv va meOavouv»
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H naAn tov HpakARn K Tov yiyavta Avtaio nov avtAoUce tnv Suvoun tou
otav ta modia Tov ayylov To XwHa ThE pnTtéEpag tov Mg.

Ammannati Bartolemeo (1559-60), Villa Medicea, Castello

e

S :
EAANAZ - HELLAS

H wdAn tou HpaxAf pe tov Avrale, o cAAnvikd ypaupardonyo



ETravampoypapuHaTIoNOG Tou AITToug

H mrepioosia evépyesia osv amrolnkeusral aAAa omaraAdarar os Ospuornra

‘é'cp‘ ) I Brown fat
A ExXprassion :
tissue

| -
Circulating Factor Irisin T
Release from muscle /

White fat
Heat tissue

|
v

Energy Expenditure T
Prevent Chronic Caloric Excess
(e.g. obesity and diabetes)

2012 ArRIL 16 BY PHOENDY PHARMACEUTICALS [NC.
Rereremce: KELLy D.P., Imsiv, LIGHT My FIRE, Science 336, 42-43, 2012
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H X opotikng ApaotnplotTnto EAUTTOVEL TNV
UETUYEVUOTIKY YAVKOLN

Medscapea www.medscape.com
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Sourca: JACC @ 2008 Amancan Callaga of Cardinlogy Foundation



Oonyieg Yo Ty PeAtiooon TS HETUYEVRATIKNG YAVKOINLOGS, AMTTOLIpiag,
QpAleypovic & KopolayysloKNg VYELOG
(Metafoikog Exavampoypoppaticpnoc)

*AIOAECTE TPOPES LE TTOAAEC QUTIKEG iveS (Aayavikd, 6CGTTPIN, PPOUTA, TTPOIOVTA
oAIkAG GAeong)

*ETIAECTE ATTOXN TTPWTEIVN 0T KUPIO YEULATO TNG NUEPOS

[lpocBéoTe pia xou@rta (kAsioTh) ¢npoUc Kaptroug KaBnuepiva pali pe Ta
@pouTa, Aaxavikd n dSnunTpIakd

*Tpwte oaAdTa e TPACIVO AayavIKa TTpoocBETovTaG {UOI KO ECaIPETIKA TTOPOEVO
eAai6Aado kGOe pépa

*ATTOQUYETE TPOQINO UYPNAAG E€TTECEPYOTiag Kal po@AuaTa, EI0IKA QUTA TTOU
mepIEXouv {axapn, dotpo aAeupl ) Tpavg Airrapad



Oonyieg Yo Ty PeAtiooon TS HETUYEVRATIKNG YAVKOINLOGS, AMTTOLIpiag,
QpAleypovic & KopolayysloKNg VYELOG
(Metafoikog Exavampoypoppaticpnoc)

o2epPipeTe O€ METPIEG HEPIDES

*QpoVvTiOTE N TEPIPETPOG TNG HEONG GAG VO Eival HIKPOTEPN IO TO MIOO TOU
UYoug oag

*KaBiepwoTe 30 AeTrTA N TTEPICCOTEPO PETPINAG EVTAOTG CWHATIKI dpacTnpIoTNTA

*Mtropeite va iveTe €va TTOTAPI KPOOi ME TO KUPIO YeEUMO o0 (epoOOoOV Ogv
UTTapyEl avTEDEISN)



"H B£TIKN vysgia atraITEl yvwon
Kal
, TOOO TWV PUOIKWYV, 600 Kl
EKEIVWYV TTOU TTPOEPXOVTal ATrd Th 0€§1I6TNTA TOU AVOPWTTOU
(dnAadn TG TEXVOAoyiag TPOPipuwV).

... AV UTTApXEIl KATTOIa EAAEIYN TPOYPNGS | AOKNONG
TO CwWHa 0a aclevioel”.

ITrrokparng (480 m.x.)



EuxapioTw yia TNV TPOCOXN 00C

Tp(’)'lTog Zwﬁg Hapaﬁocwkﬁ Alavta TV Ekkﬁ;’(;)v f] ((X_jquéV()g OnGdUpég»
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