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Ta ocuvépopa tpowpne ynpavonc epdavilovv KAIKA
XOPOAKTNPLOTIKA 0lOnNpocoKAnpwaong

Sir William Osler

(1849-1919) Hutchinson Gilford Werner syndrome
progeria syndrome

A man i1s as old as his arteries




w ABnpookAnpwon Ko Kuttapkn ynpavon (2)

O davoTUNOC TWV YNPAOHEVWYV APTNPLAKWY KUTTAPWV
EUVOOWVEL UNXOVIOHOUC aOnpookAnpwong

* Mo e Auénpévn tdon e Auénpévn
NMEMAQTUOEVAL TPOG AMOTTWON oéeldbwtikn €kpnén
Ko Sloykwpeva o Auénuévn Baown o ‘EKKPLON

* MoAumoeldng ouvOeon IL-6 KUTTOPOKLVWV
UPNVOG (senescence- onwg MCP-1, IL-6,

e Mewwpévn associated IL-1b ko TNFa
napaywyn NO secretory

e Aufnuévn phenotype)
ékdbpaon VCAM-1, * Yrepekdpaon
ICAM-1 XNHUELOKVAV,

* Au§npévn Hoptwv
gvepyornoinon Nf- TPOKOAANGNG KoiL
KB TLR

e Auénpévn taon
NMPOG AMOMTWON
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ABnpookAnpwon Kat Kuttapikn ynpovon (3)

Kowva xopolKTnpLloTiKa HETOEL KUTTAPWV IOV TTPOKUTITOUV OTtO
olONPOCKANPWTLKA AYYELQ KOL YNPOCUEVA AYYELQ

0 Mewwpévog noAAanAaciaopnog AMK (G1l-arrest).
= Auénpévn £KPpacn TwV avaoTOAEWV KUTTAPLKOU KUKAoU (p16'Nk42, p21)

= Mewwpéveg KukAwveg D, E

*" Ynopwodopuliwon pRB

" Mewwpévn ékppaon Twv petaypadilkwv nopayoviwv E2F1-3
0 AMK, EK, MON = avénuévn ékdppaocn SABGal
L Au§npévn amomTtwon ayyelakwy KUTTApwv

U Bpayutepa teAopepn

U AMK, EK, pakpodaya = auvénpévec BAABEC 6TO TUPNVIKO Kot ptoxovdplako DNA.
Evepyomnoinon tTwv pnxoviopwyv endtopdbwong.

L Emuwyevetikég tpomonolNoels (aAAayEC otnv Ekppacn peOulotpavopepaocwy Kat oTn
owotn HeBUAiwon nteploxwv tou DNA).




s Aenpooki\npwcn KoL Kuttaplkn ynpavon (4)

Kowoli pappokoAoyilkoi mopAyovteC EVOVTL TNG KUTTOPLKAG
ynpavonc kot abnpookAnpwong

Pioglitazone

Evepyonolei dpaotikdtnta teAopepaonc, Ekppaon TRF-2 kat pwodopuliwon
tn¢ Akt

Mewwvel tn €kdppoaon Twv napayoviwv ynpavonc pl6, Chk kinase 2 and p53.
Statins 0 0"
Ynepékppaon TRF-2 2 npootacia TEAOUEPWV. HO N\)\ Q
Ertayvvon pnxaviopwv endtopdbwaong DNA.

Evepyomnoinon avtloéELd WTLKWV NXOVIGUWV. 1

ACE inhibitors
Npootacia DNA amnd oésldwtiki kataotpodn DNA HECW UNXOVIOUWV
£EOPTWHEVWYV KOl AVEEAPTNTWV ATIO TEAOMEPN.




ABnpookAnpwon Kat Kuttapikn ynpovon (5)

Mnxaviopoi mpowpnc KUTTAPLKAG ynPovong otnv
aOnpookAnpwon.

Biological Aging

(e.g. Smoking, Alcohol, Diabetes, (e.g. Werner Syndrome, HGPS)

Risk Factors Premature Aging Diseases
genetic predisposition) l l

ATM
Telomere Shortening

DNA Damage
Epigenetic Modification ROS O

AT A
YA\ 3] :

Transcriptional
Modification

H2AX
Phosphorylation
NBS1

MRET11

Methylation

oopoEoe

\

Acetylation

Defective
DNA Repair

Successful
DNA Repair

J Proliferation, Function Replicative Senescence

SIPS
Normal Vasculature T Apoptosis, Senescence

Inflammation (SASP)
MCP1; IL-6; IL-1

ECs
VSMCs

Vascular Stiffness | Atherosclerosis

tcollagen Wang JC, Circ Res, 2012

JElastin




Awatpodn kat ynpavon (1)

H pewwpévn katavalwon tpodng (dietary restriction) o povog
oS eSELYHEVOC SLaTPOoPLKOC TPOIOC avénong XPOVoU Kat
rnototntac {wN¢

DR increases health and lifespan in diverse organisms

=¥ Labrador

Rhesus
. JLJ‘;’ monkey

C. elegans Chicken

Carabid
Beetle

//>

/,'/ ‘\.\", ” ; 4

/ Budding ) /
1\ yeast —
‘\ ';'/

Fontana L, Cell, 2015




K Mewwpévn Stautncd tpodcAndn Kat yipaven

Dietary restriction

Limiting food
consumption
to 5-7 hrs/day

“Intermittent

fasting

!

Selective
amino acid
restrictions

T Fiber

!

1 Stem cell
function

4 Cell senescence

1 Mitochondrial
function

T Autophagy
T Tissue repair

T Health and longevity

{ Inflammation
1 Treg/immune
tolerance

Fontana L, Cell, 2015




METOYEVUOTLIKN KATAOTOON KAl YRPOVON

Elval n LETAYEVHATIKA KOTAoTOoN pia Kadnpepvn, xpovia ¢pBopa yia
TOV OPYOVLOMO ?

Mrmopei n Tpononoinon tn¢ cUCTACNG TWV YEUMATWVY VoL AELTOUPYNOEL
T[poo.ta.teu.tu(d ? The eatwell plate 9 e

Mrmopei n cUOTAON TWV YEUUATWY VA £Vl CNUAVTIKOTEPN OO TNV
oUOTOON TNEG NUEPNOLA SLALTAC OE UOLKPO- KOl ULKPO-OpETTIKA
OUOTOTLKA ?

Mnopouv va avarntuxfouv diatpodika npotuna Baoct{opeva otn
oUOTOON TWV YEVUATWY Kot OXL 0T cuotaon tng éiawtag ?




R4 Metayeupatikog SuopetaBoAiopos (1)

LIVER

=

mr /—‘( -

MUSCLE

ADIPUSE TISSUE

INTESTINFE

Rebolledo OR, Eur Rev Med Pharm Sci, 2005




4 Ta petayevpatika entineda Glu oxetilovrol pe
TNV avamntuén tng adnpwpatikng vocou

Postprandial hyperglycemia and atherosclerosis

Study Particip ants Results
Increased Coronary stenosis/ Increased
caratid TMT atherosclerosis aPWV
Hanefeld et al, 1999 403 subjects </
Temelkova-Kurktschiev et al, 2000 582 individuals \{
Brohal et al, 2006 24,111 subjects (DM or IGT) \(
Saely et al, 2008 1,040 patients +f
Gong et al, 2009 Newly diagnosed untreated \l’
tvpe 2 diabetics and IGT
Ando et al, 2010 2,842 subjects 3
Hu et al, 2010 474 type 2 diabetics +f
Tanaka et al, 2014 108 subjects +f
Gordin et al, 2015 46 type 2 diabetics and 25 controls \1'

IMT: intima media thickness, aPW. arterial pulse wave velocity.

Pappas C, Hormones, 2012




54 Ta petayevpatika enimeda Glu dtapopdpwvouv
¢ 0€ peyalo BadOuo ta enimeda HbAlc

Table 4. Contribution of postprandial hyperglycemia in overall hyperglycemia

HbAlc
<6.2 <6.3 <7.3 =9 >9 >10.2
% contribution of postprandial 80% Woerle HI et al, 2007
hypergly cermia 61% Schernthaner G, 2010
70% Monnier L et al, 2003
22% Schernthaner G et al, 2010

40% Woerle HJ et al, 2007
309% Monnier L et al

Pappas C, Hormones, 2012




o Ta petayevpatika enimeda TAG oxetilovtol ME
2 TNV avVAantuén tnc aOnpwHATIKAC VOOOU

Table 6. Lssociation of postprandial hypertriglyceridemia with the development of atherosclerosis

Postprandial hypertriglyceridemia and atherosclerosis

satndy Particip ants Results
Carotid IMT aPWy
Teno et al, 2000 61 type 2 diabetics o
Chen et al, 2003 78 type 2 diabetics o
Mori et al, 2005 68 type 2 diabetics N
Ahmad et al, 2003 86 new v detected type 2 diabetics and 45 non-diabetics A
Daskalova et al, 2005 45 individuals A

Carotid IMT: carotid intima media thickness, aPWV. arterial pulse wave velocity,

Pappas C, Hormones, 2012




Ta petayevpatika enineda Glu npoBAEnouvv
kaAUtepa tov KAA kivouvo

Tatle 1. Representative studies and meta-analyses demonstrating the strong relati onship between
postprandial plucose and CVD risk
Study Volunteers Followup period Results
5,400 healthy FPostprandial gluoose correlates
1
Honolulu Heart Program individuals 23 years with CHD risk
5lucose intolerance (postload
Whitehall study™ 18,403 healthy 22 vears glucose 5:2-110 mumol /1)
individuals ¥= is associated with increased
tottalit y risk from all causes
Elevated 2 h gluoose
25,000 healthy,
DECODE study™ DO healthy concert rations are better
T2, IGTand 10 years . )
IFT predictors of mortality
than fasting gluoose
24551 Healthy, .
[GT bt not [F G, was arisk
The Funagata Diabetes Stud diabeticst I, ’
¢ . abetes ¥ rapeEs e factor forcardiovascular disease
IGT andIFT
High postprandial gluoose levels
but not fasting glucose levels
16
DIS Study 6,000 NIDDAM 11 years atre associated with CHD disease
and mortality
9575 o g end popendl
A meta regression analysis of published diabetics with , ,
124 ted withthe sub t:
data from 20 studies™ cardiovrascular years assniEted Wi subseque
12-yearooourrence
everts )
of a cardiovascular evernt

Mikellidi A, Hell J Atheroscl, 2016




oOnpookAnpwon (1)

| ATtO TOV HETAYEVUOTIKO SUOHETABOALGUO OTNV

VASCULAR DAMAGE

oxidative stress

Sottero B, Med Res Rev, 2015




| ATtO TOV HETAYEVUOTIKO SUOHETABOALGUO OTNV

oOnpookAnpwon (2)

maodification of intra-
and extracellular
proteins {e.g.
lipoproteins,
hemoglobin, albumin,
extracellular matrix )
v altered endothelial tone
and permeability
v’ thrombogenesis
v’ chemotaxis
v cell adhesion
v’ foam cell formation
binding to receptors {e.g. v’ cell activation and
B . RAGE, IP3 receptor, CD36) proliferation
v" NO impairment
v’ OXIDATIVE STRESS

J

Sottero B, Med Res Rev, 2015




Y

ATIO TOV HETAYEUUOTIKO SUGUETABOALGUO OoTNV
xs aBnpookinpwon (3)

CIRCULATING
LIPOPROTEIN

REACTIVE ALDEHYDES

= adduct formation with
biological macromolecules
(e.g. proteins, DNA...)

-> ER stress and UPR activation

OXIDIZED PHOSPHOLIPIDS

- binding to receptors{e.g. TLR, G-protein v arterial stiffness
coupled receptor, LDL scavenger receptor, ¥ thrombogenesis
PAFreceptor) v chemotaxis

- transcription factor activation (e.g. IRF-3, v cell adhesion
PPARs, STAT, SREBPs) v foam cell formation

- NOX activation v apoptosis

- insertion into membranes - ER stress v plaque destabilization
and UPR activation v OXIDATIVE STRESS

- binding to proteins

CHOLESTEROL OXIDATION PRODUCTS
- ER stress activation
- membrane alteration
- G-protein/PKC/ERK pathway activation
— NOX activation

Sottero B, Med Res Rev, 2015




VTR

Glycogen
Granukes

Dense Tubular
Syste

Dense-Granuke
u-Granuke /-

A. Endothelial Cell with Normal B. Functional or Physical
/ Function Damage of Endothelial Cell
GP1ba Blood flow GP1ba Blood flow
—t ————)
! \‘ torque
Platelet Platelet) Fluid Force

Damaged
Endothelium

C. Localization of GPlba on

Single Platelet Cell Thon JN, Handbook Exp Pharm, 2

Goto S, CircJ, 2015
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Ol TAELOTPOTIKEG SPACELC TWV OLLUOTIETAALWV

Platelets in
hemostatsis and thrombosis

‘EKKpLONG TTAELOTPOTILKWV HECOAABNTWYV KOl AUENTIKWV TAPOYOVIWV
EtepOTUTKEG AAANAETILOPAOELG LE EVOOONALOKA, KAPKLVLKA KOLL

AgukokUTTOpQ
Anokpion o€ PAeypovwén epediocpata ano TLR
Ertaywyn NETs ano ta ovdetepodiia.

1 Neurological

Cancer disord
isorders
Infection and "E""?
inflammation

||




To cuoTNMA UTTOSOXEWV KOl SLAMEUBPOVIKWV
NMPWTEIVWV TWV OLUOTIETAALWY
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To EKKPLTIKO CUOTNHA TWV OLHOTIETAALWVY

Table 2 u-granule contents

Type

Examiples

Integral membrane proteins

allbP3, GPIb-X-V, GPVI, P-selectin

Coagulants, anticoagulants, and fibrinolytic proteins

Factors ¥, IX, Xlll, antithrombin, protein $, tissue

factor pathway inhibitor, plasminogen,
armacroglobulin

Adhesion proteins Fibrinogen, von Willebrand factor, thrombospondin

CXCLT {GRO-0), CXCLA (PF4), CXCL5 (ENA-7S),
CXCLS {IL8), CCL2 (MEP-1), CCL3 {MIP-Ta, CCLS
(RANTES)

Epidermal growth factor, hepatocyte growth factor,
insulin-like growth factor, transforming growth
factor

Chemaolkines

Growth factors

Angiogenic factors and inhibitors Vascular endothelium growth factor, fibroblast
growth factor, platelet-derived growth factor,

angiostatin, endostatin
Thymosinf34, thrombocidins1 and 2

Complement C3 precursor, complement C4
precursor, 1gG

Microbicidal proteins

Immune mediators

Table 3 Dense granule contents Table 4 Lysosomal contents

Type Examiples Type Examples
Protein degrading enzymes Cathepsins, elastase
: z z 9 g ¥ psIns, '
Cations Ca“*, Mg*t, Kt collagenase,
Phosphates Polyphosphate, pyrophosphate carboxypeptidase
. . . ) ) ) Carbohydrate degrading enzymes Glucosidase,
Bioactive amines Serotonin, histamine galactosidase,
MNucleotides ADP, ATR, UTF, GTP mannosidase

Fhosphate ester dleaving enzymes | Acid phosphatase

| ||




////g ‘3’

Endogenous
ligands
6___',_/

Revascularization

B /fibrinogen,
GPlba or JAM-3

Mac-1
Stemcells

|

v
Pro-inflammatory cells

Chemotaxis/Adhesion
Proteolysis
Differentiation to macrophages
Tissue Infiltration

T ey

Chronicinflammation Acute inflammation

4 4

Fuentes E, Platelets, 2013 stable plaque Unstable Plaque




To drafntiko apometaAio (1)

o Mo gevaicdnto otn cucowpevon Kat TPOSKGAANnoN.
o Evéoyeveic i e€wyeveic mapayovteg untepsvatcOnoiag = ?
O OL LETABOALKEC SLatapaxEC Kat OXL N OLYYELOLKK) VOGOC TTOU EMTAYEL AUENHEVN

SpaoTtikoTnTAa aLponeTaAiwv otouc dtaBntikoug.

Baolkol pnxaviopoi evepyomnoinong:

*Auvénpévn elcodo¢ YAUKOING ota aLoETAALQ

*MeyaAutepn ouvBeon TxA2

*MelwMEVN EVALOONOCLOL OE AVTLOLHOTIETAALOLKOUG napavovrs IN) |

*H wvoouAivn 8€v punopei va l0KROEL TRV avTlatponetaAlakn tThe dpdon

*AuEnNMEVO OEELBWTLKO OTPEC =2 avénpéva enimeda AmSikwv unepoéeldiwv >
evepyornoinon . Ofsldwpéva Amidia otnv enpAvela Twv atponeTaiinv 2

EVEPYOTOiNON TOU CUMTTAOKOU TG mpoBpoupvacnc = rtpoBpouBwTIKA KaTtAoTACH.




To dwaBntiko atpomnetaAio (2)

f T2DM

o

Tsol(l(] ' AC(]'WATED J 11-dehydro-TXB,
. *_ PLATELETS P sCD40L
‘ e\ ADMA
—
WNT
DKK1 w
Fz
LRP5/6 .. /hn n
L UUU' L. CANONICAL
PATHWAY WNT
_APC B-catenin
P \'ﬁ-cate n"p => degradation
—— p—

Santilli F, Prostagl Other Lipid Med, 2015




Metayeupatikoc SuoHETABOALOMOC Kot
OLLLLOTTETAALOL

Consumnption of high fat/ carbo hyd rate meals
v
Transzient extremne inereases of glucose, free fatty acids and triglyeerides in the blood

L]
'-III-III-III--III-III-III-III-III-III-III‘

v v
Postprandial Hyperglycernia Postprandial Hyperlipidemia

Oividative Stress

A

v

Inflamation
¢
Activation of the End othelial Transient ingulin
coagualation system dysfunction resistance
" = =
L) L]

4 Y e

Mikellidi A, Hell J Atheroscl, 2016




METAYEVUOTIKN UTTEPYAUKOQLMLO KOIL OLLLLOTTETAALOL

unynoon|




AvtiatponietaAtakn épaon tng tvooulivng (1)
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2KOMNO2

Enidpaon tn¢ HETAYEVUATIKNG UTLEPYAUKOALULAG HECW
Siradopetikwv poptiocewv yAukolng otnv:

v EvEpyomoinon TwV QLUOTETAALWY

v" Agikteg pAeypovig

v AeiKTEG 0EELOWTIKOU OTPEC



MEOOAOAOTrA (1): EOEAONTEZ

v 10 vyteig e0eAoVTEG - AvEpeg 1| Yuvaikeg ato nAtkiako vpog 20-40.

(NMa g yuvaikeg n atpoAndio Oa Aappdvel xwpa tig pwtes 7-10 nuépeg tou KUKAO)

v Quololoywkd Asiktn Malag Zwpatog ( AMZ = 18-25 Kg/m2)

N

Quaololoyikn aptnplakin rieon

(ZuotoAwki Aptnpraki Nicon £130 mmHg ko AtaotoAwkoi Aptnprakr Nicon S85mmHg)

Enineda yAukolng vnateiag < 100mg/dl,
Enineda oAwng xoAnotepoAng <200mg/dl,
Enineda tprakvAoyAukepolwv < 150 mg/dl,
Nepupépera péong < 102cm

Mn KQmVIoTES

R

Mn evepya atopa N Kat' EAAXLOTO EVEPYA ATOMA

(cupdwva pe ™ katdaragn touv epwnuatoloyiov IPAQ)

\

Aev mpEmeL va Aapfavouy, yia TouAaxLotov 2 HNVEG, aoTipivn, OpHOVEC,

cuumAnpwpata StatpodPng, AVILUMEPTACIKA Kot UTTOAUTIS LIk pappaka



MEOOAOAOTNA (2): ZXEAIAZMOZ MEAETHZ

v AutA@ TudAr), TUXQULOTTOtNKEVN HEAETH

v' 0 k@Be e0ghovtiig akoAoLONoE TO MPWTOKOAAO TPELS SLAPOPETIKEG NEPEC UE
anootacn piag efdopadag yra Toug avépeg Kat EVAS HNVA VLA TIG YUVALKEG.

v Me tuxaia oelpd, o k@Os e0elovtii¢, kKatavalwoe StaAvpata YAUKOTING

Sradopetikiic guvoAikii¢ moadtntag (StaAupéva ag 200ml vepd ).
v' 75g/100g / 150g

AvBpwropetpia FFQ, avakAnon 24h, Bapog,

Iuprdfpwon U og, nepipetpog péong Kat

gpwrnpatodoyiwv woxiwv

h L
Fevpa
xaBoplopévng Awahnla 2" 3" 4" sn en . an 9"
cbotaong Apolnpia AwoAnpia Awodndia Awolnyia Awodngic AwpoAnpia Awolnpia
- 15min Omin 15min  30min 60min 90min 120min 180min 240min

J I

‘Evapén katavalwaong
SwaAdvparog

yAuvxéing

(o SudAupa npénel va
rkatavalwOeigs 10-15
Aentd)

12wpn vnatsia



MEOOAOAOTA (3): BIOXHMIKEZ ANAAYZEIZ

v" Npoadiopiopdg Nukelng, ouptkou o§éoc ) DWTOUETPLKA (sunopuc Sadéawo kit)
v Npoacdiopilopds lvaoulivng, sP-selectin ko IL-6 =mmm) ELISA

v Npoacdioplopdc Spactikétnrag GPX-3 =  Kivnuuey
daoparopwrtopeTpkn
néBodog

v NMpoodloplopdc oAikwv Nitpikyv =)  Qwropetpikry MéBodog
v Npoodiopiopdg Npwrteivikwv KapBovuliwv y = Dwropétpnon pe DNPH
ota 370nm
v Npocbioplonds Spactkdtnta alponstadiny )  MéETpnon GUGCWPEUONG
enayopevng arno ADP kot TRAP og PRP (mpoadropiopog EC50)

Zratiotkn Avaluvon: -

H avdAuon twv dsdopévwv npaypatonotnOnke pe y
TIOLPQLULETPLKA TECT HECW TOU SPSS version 13.0 (Statistical g
Package for Social Sciences, SPSS, Chicago, lllinois, USA), . |

(ANOVA, two-way analysis of variance with repeated
measures for trial and time). 2y 555


http://www.google.gr/url?sa=i&rct=j&q=&esrc=s&source=images&cd=&cad=rja&uact=8&docid=QMXjIeLQPlF-ZM&tbnid=wixLHlZliudUsM:&ved=0CAYQjRw&url=http://www.dailymail.co.uk/news/article-2298596/Vial-containing-strain-potentially-deadly-virus-missing-Texas-laboratory.html&ei=vy4sU4_jHomLswbT44CADw&psig=AFQjCNF0ObWmMD6LnxgyF1_oHeJ9kQYFPA&ust=1395490672136361
http://www.google.gr/url?sa=i&rct=j&q=&esrc=s&source=images&cd=&cad=rja&uact=8&docid=QMXjIeLQPlF-ZM&tbnid=wixLHlZliudUsM:&ved=0CAYQjRw&url=http://www.dailymail.co.uk/news/article-2298596/Vial-containing-strain-potentially-deadly-virus-missing-Texas-laboratory.html&ei=vy4sU4_jHomLswbT44CADw&psig=AFQjCNF0ObWmMD6LnxgyF1_oHeJ9kQYFPA&ust=1395490672136361

MEOOAOAOTNA (4): 2YZZQPEYZH AIMOMNETAAIQN
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Z€ TL avtiotoyouv 75g yAukolng;
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UTtEXQV CUYKpioa
METAYEVHATIKA EMineda
YAUKOING Ka WWaouAivng Tou
aipatog pe auta twv 75g
yAukolng

T.M. Wolever Diabetes Care 1998



MNarti avtég g moootntes yYAukolne;

100-140g YéatavOpakwv (repirou to 50%
autwv sival anAd odkyxapa) Sivouv enionc:

v' 200g GOKOAQTA YAAQKTOC
v 200g SnuNTPLOKE TTPWIVOU ME MEAL R

v 200g UITAPEC SNUNTPLOKWV MUE

ME coKoAQTtaL
v 200g MITLOKOTA YEULOTA ME COKOAGTA \

coKoAQTa
/ A0
\ S —
‘ l'.hrc OEIK D 4 20 | 270 | 76,0
‘ (LIKEO LE o1pdmni)
00nydc Aiatpo@nic

yia Tn puBpion
Tou AIABHTH

EAAHNIK]

HT!



AMNOTEAEZMATA (1): TAHOYZMOZ MEAETHZ

AvBpwropetpika | 75 g (N=10) | 100 g (N=10) | 150 g (N=10)
Kot BLoxnpka

XOLPOLKTNPLOTLKA
g0eloviwv
Avtpeg: Tvvaikeg 5.5 5.5 5.5
Huclo 28 (19-39) 28 (19-39) 28 (19-39)
BMI (kg/m?2) 22.2 (18.29-25.96)  22.6 (18.45-25.47)  22.7 (18.45-25.31)
DBP (mmHg) 73.4 (60.00-83.00) 69.1 (57-83) 69.5 (50.0-98.8)
SBP (mm Hg) 121,3 (94-140)  119,0 (104,0-131,0) 121,78 (95,0- 158,0)
PLT (103 /uL) 235 (170- 329) 207 (169-313) 213 (153-342)
MPYV (fL) 8 (7.1-8.4) 7.9 (7.2-8.6) 8 (7.3-8.3)
GLU_O (mg/dl) 83.9 (77.8-91.2) 83 (75-92.3) 81 (70.6-92)
INS_0 (nIU/ml) 7.5 (2.3-14) 7.7 (2-14.8) 5.9 (0.90-13.5)

Hs-IL-6 (pg/dl) 1.87 (0.83-3.39) 0.55 (0.40-1.40) 0.71 (0.32-1.63)

NS

NS
NS

NS

NS

NS

NS

NS

NS



ANOTEAEZMATA (2): KAMINYAEZ TAYKOZHZ
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AMNOTEAEZMATA (3): KAMNYAEZ INZOYAINHZ

100 - p (time)=0.000
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ANOTEAEZMATA (4): METABOAH APAZTIKOTHTAZ

AIMONETAAIQN

p (time)=0.135
p (time x trial)=0.497
ptrial=0473

150
ECS50 ADP (uM) g 75¢ Glucose
IAUC EC50 ADP
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Kiran D. K. Ahuja et al,
Platelets, 2009

Ahuja KD et al. Eur J
Clin Nutr. 2012
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AMNOTEAEZMATA (5): METABOAH ENMIMNEAA sP-SELECTIN
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AMNOTEAEZMATA (6): METABOAH ENIMEAQN NO.
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AMNOTEAEZMATA (7): METABOAH ENINEAQN NPQTEINIKQN
KAPBONYAIQN
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AMNOTEAEZMATA (8): METABOAH APAZTIKOTHTAZ GPX-3
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AMNOTEAEZMATA (9): METABOAH EMINEAQN IL-6
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AMNOTEAEZMATA (11): ANAAYZH ZYZXETIZEQN
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3% 1; 2YITKPIZH THZ ANOKPIZHZ TQN AIMONETAAIQN
21 NOPMOBAPQN KAI NMAXY2APKQN EOEANONTQN

Awepelvnon NG ofeiac emnidpaong ng doptionc
YAUKOING otn SpaocTikoTnNTa TWV OLHOTETAAIWV VEWV (20-
40), dowvopevika vyewwv 0edoviwv puotlodoyikol AMZ
(18-25 kg/m?) oe oxéon pe thv avtiotowyn enidépoon os
VEOUC, TaXUoapkouG, POLVOUEVIKA UVYLEIC €0gAOVTEC ME

AMZ >30 kg/m? petd ano ¢option YAukolng 75yp.




AnoteAéopata (1)

NoppoBasig NoaxVocapkot
(N=12) (N=8)

XopaKTNPELOTIKA
geBeloviwv

NS

Avtpeg : Tuvaikeg

Hiwkla 29,3 + 6,0 27,7 +9,0 NS
BMI (kg/m?) 23,4+2,5 35,8 + 4,8 <0,001
DBP (mmHg) 73,4+7,9 81,2 +12,6 NS
SBP (mm Hg) 121,3 + 15,7 128,4 + 15,9 NS

WBC (103/mL) 4,6 + 0,9 6,6 + 0,8 0,001
PLT (103 /uL) 235+ 53 239 + 43 NS

MPV (fL) 7,9+ 0,3 8,0 + 0,4 NS
GLU_0 (mg/dl) 85,6 + 6,9 86,4 + 6,8 NS
GLU_2h (mg/dl) 88,3 + 14,9 108,7 + 24,9 0,034
INS_0 (nIU/ml) 7,2 +3,0 27,3 +22,2 0,006

HOMA-IR 15+06 50Q0+48 0,006
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AnoteAéopata (2)
KapmnuAeg yYAukolng
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AnoteAeéopata (2)
KapumUAec tvoouAivng
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: ‘;ﬁ AnoteAéoporta (3)
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Mrnopei o PAF va anoteAEoeL EvOOyEV AVAOTOAEQ TNG
avtiatponetaAtaknc dpaonc tng Ins (1)

Auvénuéva
eminedo
vAukolng SoniBin \

Evepyomnoinon
OLLULOTIETAALWV

IvoouAivn




R 5 Mropei o PAF va aroteAéoet EVSOYEVH aVOOTOAEX TG
B avTLaLoTeTaAlaknG dpaong tng Ins (2)




Mmnopei o PAF va anoteA£oel evOoyev avaOTOAEQ TNG
ovtioiponetaAtakng dpaong tng Ins (1)
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Mrnopei o PAF va anoteAEoeL EvOOyEV AVAOTOAEQ TNG
avtiatponetaAtaknc dpaonc tng Ins (2)

O PAF givati avaoTtoA£0G TNG AVTLOLHOTIETOALOKAC pAonG TNG
LVOOUALVNG e HOCOEEAPTWLEVO TPOTO
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Mrnopei o PAF va anoteAEoeL EvOOyEV AVAOTOAEQ TNG
avtlatponetaAtaknc dpaonc tng Ins (3)

H 6paon tou PAF pecoAaBeital ano tov unodoxEa tou

*P<0,05
140
m( pM Insulin
120 37.5pM Insulin #P<0,05
100 - ‘
g 80
E-]
S
=g
-
& 60 -
[
40 -
20 -
0 -
Preincubation with - -
BN 52021 3.6 pM + + + +
Preincubation with - - + + _ _
PAF 90pM for 30 + +
minutes
Insulin 37,5pM - + _ + _ + _ +
Thrombin 0,015U/ml
+ + + + + + + +




Mrnopei o PAF va anoteAEoeL EvOOyEV AVAOTOAEQ TNG
avtiatponetaAtakng dpaonc tng Ins (4)

H 8padon tou PAF sival aveéaptntn tou petaBolitn tovu lyso-PAF

*P<0,05
140 -
E 0 pM Insulin
120 - 37.5 pM Insulin
100 - \
80
5
£ 60 -
o
gn
2
=
&0
= 40 -
X
20
0 -
Preincubation with - - - - + +
Iy so-PAF 90pM for 30
minutes
Preincubation with - - + + - -
PAF 90pM for 30
minutes
Insulin 37,5pM - + - + - +
Thrombin 0,015U/ml + + + + + +




Ynapxouv tpodua ta onoia Oa pnmopovcav va avacTEIAouV TNV
EVEPYOTOLNGH TWV OLLLOTIETAALWY LETAYEVHATIKA OE AOOEVELC LLE
LvoouAwvoavtiotoon ?
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Fragopoulou E, Metabolism, 2010




> ’/’.‘ % Yriapyouv tpodiua ta onoia Oa pnopovoav va avooteIAouv TtV
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LY ZUMTEP LG LLALTLKAL

H aOnpookAnpwon givat pia NALKLOEEAPTWHEVN VOGOG

O LETAYEUUOTIKOG SUGUETABOALCGHOC OO LITOPOUOE VO ATIOTEAECEL EVal
KOLONMEPLVO MUPOSOTLKO HNXAVIGHO YRPAVONG OTO ENIMESO TNC apTnpiog
apa Kot adnpookAnpwong

H petafatiki evepyomoinon twv atponetaliwv Oa pnopovoe va
oUVeLoPEPEL eEveEpYA oTNV aptnplakn PAeypovn o€ cuvONKeC
HETAYEVUATIKOU SuoHETABOALOMOU.

Ot opolooTaTIKOL HNXaVIoHOi EVOC GUOLOAOYLKOU 0pYaVIOHOU Hrtopouv va
NEOCTATEVCOUV ano TNV enidpacn tng ofeiag uepyAVKALUiAC TO
OLLHOTIETAALA KaL N tvooUAivn ¢aivetal va mailel onpaviiko poAo npog
oTh TNV KatevBuvon

Auudikoi pecoapntéc (PAF) kot o€eldwpéva Amidia prmopouv va
anoteAEoOUV HEGOAAPBNTEC MAPOSIKNAG LVCOUALVOavTioTaonG o€
HETOYEVUATIKEC CUVONKEG.
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