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1889 &= Oscar Minkowski
Paulescou ?

Banting < Best = @

0 0CVOEPKNC EPELYYTIIC KO 01 HDYES OONYHOAY, HE THV
AVOKAADYN THGS IVGODAIVHG, 6TO «caKyopwon» otopnty !!!

Ovpa
I'evon (YAVKEWG-COKYOPO) —

«XAKXapwdnecn N « » Aiapntng ?

What If Minkowski Had Been Ageusic? An Alternative Angle on
Diabetes. J Denis McGary. Science, 258: 30 October 1992



MoTeL OTI N KLPIA AITia | believe the chief cause of

MPOWENG AVATITLENG premature development of
dPTNEOOKANPWONG OTO arteriosclerosis in diabetes, save
61aPNTN, EKTOG ATTO TNV for advancing age, is due to an
NAIKIQ, OpeIAETAl O€ excess of fat, an excess of fat in
TTAEOVAOUA AITTOLG, TTAE- the body, obesity, an excess of fat
OVaOoUA NITTOLG OTO CWUA, In the diet, and an excess of fat in
TAXLOAEKIQ, TTASOVACUd the blood.

ANTTouvc oTn SiAITa, KAl
TTAEOVAOUQA ANITTOLC OTO AiUQ.

formerly of coma, recently of
arteriosclerosis

’ Ellott P Joslin o€ ophioc

TTOAQIOTEQA ATTO KWUQA, ]
MEGOGATA A6 700 010 _American College

APTNPIOCKANPGWON. of Physicians 1927



Avarmroén kai EEENiEn Tov AiapnTtn Tommou 2 Kai
TV IXETICOHEV®DV EmITTAOK®V?

E¢eAIGH TOU AlafnTn TuTTou 2

IvoouvAivoavriotaon

* Hmamkn mapayoyn
YALKOCNG

—— 47 g —

Avatrtuén Mikpoayyelokwyv ETTiITTAOKwYV

AVOITTUGH OOYYEIOKWY ETHTIAOKWYV,

Alatapaypévn Avoxn TAUKGIng T ] ]
(Impaired Glucose Tolerance) KAivik6g AlapnTng

Aidyvwon AiaBntn

Reprinted from Primary Care, 26, Ramlo-Halsted BA, Edelman SV, The natural history of type 2 ag XNMOATIKI TTopouciaon.
diabetes. Implications for clinical practice, 771-789, © 1999, with permission from Elsevier.



NMaBoguaoioAoyia TOUu ZakXapwon
AiaBnTn Tunou 2

T EAO

J MpoocAnyn Gl
vYAukoing ©

{MpocAnyn
YAukoOgng
.Hnap / Ml']q
IvoouAivoavTioTaon

HNr=nnaTikn napaywyn yAukoZne.



H egEAicn Tou 2.A. TUTTOU 2 ouvnBwG cupTrEPIAaUBAvEl

TNV MEIWON OTNV €KKPION IVOOUAIiVNC O€ ATOUA Ta OTToid
non £xouv aAvTioTaon OTNV IVOOUAivn

500 - iy ThokoZn’

&
‘£KKITCIGDéI
NS ( PITAY®Y

N

(@)

(@)
|

AvaAloya GLP-1

300 — AvaoToAeig DPP-4 ‘
®duoioAoyikd

MoyAiracovn

MeTpoppivn

NAF (IGT) v ! >/

EKKpion IvoouAivng
(atrékpion ivoouAivng muU/l)
|

avrioTaon EuaioBnoia oTnv ivoouAivn guaioBnoia
(avaykeg o€ YAukol{n mg/kg/min)

Tpotrotroinon atrdé Weyer C et al. J Clin Invest. 1999;104:787-794



HbAlc (%0)

[P TAPXIKOG OTOXOG N
+ ATTOTPOTIN TNS avénong
i TS HOAlc Kai
. | OELTEPELV OTOXOC N
- HEIOON TGS

1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16
S. el Prato XPONOZ (€¢Tn ano diayvwon) EASD, Pospry 2008



H ‘Eykaipn kai KataAAnAn NapeupPaon BeAticovel TG
MOavornTeg Tov AoBevoLg va EmiTuxEl TO ITOXO

AnpooisvBcica Oewpnon

' OAD +
] POCLYYIONG MoAAaTTAég
OAD + nuepNoleg

Aicita kot OAD povo- OAD OAD Bagiki EVEOEIG

aoknon  OBepameia  miTAomoinon  ouvduaopoi  ygouhivn IVoOUAivng

v 10- l l l l l l
O
>
o 9
N
o 8-
3
i
Méon 6 -
qggg\/lc%v ZupBarikn oTadiaki o [1PWIHOTEPN KOl ETTIOETIKOTEPN

OepaTTEUTIKA TTPOOEYYION OepatreuTiKi TTPOCEYYION

OAD = a1rd TOU OTOUATOG UTTOYAUXQIMIKEG OUTIEG.
NMpooappoyn amd Del Prato S et al. Int J Clin Pract. 2005;59(11):1345-1355.
Copyright © 2005. Adapted with permission of Blackwell Publishing Ltd.



TPONMONOIHIH TPOMOY ZQHL Iréxoc Alc < 6,5%"

Alc 6,5-7,5%** Alc 7,6-9,0% Alc > 9,0%
NMpwTodiayvwoOeig , _
Ymo Aywyn
‘ ~ . IOUTTITOHATIKOG  ACLUTITOMATIKOG
Y TROVODEQQ “n)\n O¢pameiad v ‘ 1
GLP-1 fn DPP41 R INXIOYAINH ) N INXOYAINH
MET. | 17p2 « + +
Aoirrny Aoimiy
AimTAn O¢parnciad Yevn Yo
GLP-1 i DPP4! ¥ 2-3 Mnveg™*
TpIimAn O¢pameia®
MET + TZD? * lowe SAA
. + G OX1 KOTGAAN
\ i5ns GLP-1n ** o aoBeveig pe SiafATn kai A1c<6,5%, Ba Tpétrel
SU n FAivién MET. DPP41 TZD2 va An@Bei ur’'éwn n mMOAVOTNTA QAPPAKEUTIKAG
. aywyng
TZD +  GLP-1n DPP4! N GLP-1 .\ ***  EdQv dev eMITEUXOEI 0 0TOXOG TNG AlC
DPP41
Colosevalam } 1  DPP4&&v 1 MIM kau 1 FTIN fj GLP-1 6v 11 M1
ET AKAPBOZH? TZD? SU 2 TZD o€ peTafoAIkd oUvEpopo Kal/f PN
. aAKoOAIKO Aitwdeg Arap (NAFLD)
2-3 Mnveg 2-3 MAvEC*** 3 AxapBogn edv 1 MITI
v ' 9 4 FAvidn gav + MM A SU gav 1 I'TIN
TP"TN'I G)qurralq 5 ZuvioTdral yikp 360N ekpITaywyou
6 o) AloKOTT EKPITAYWYOU 0& TTOAAATTAS GXHA IVOOUAIVNG
e +. + TZD? INZXOYAINH B) duvartn xopARynon pramlintide pe yeupaTtiki iIvoouAivn
GLP-1n i 7 M’siwcn EKPITAYWYOU KaTd 5Q% eé’(v mpooTeDEI GI’_P-l R DPP4
DPP4 SU R TAvién*? AoiTh 8 Edv HbA1c<8,5%, TTpOgEXTIKA XP1ION CUVEUAOUWY pE
"6 UTTOYAUXQIMIKEG OUOTIEQ
, Aywyn 9 Edv HbA1c>8,5%, o€ aoBeveig pe SITTAR aywyn 8a TpéTrel va
* 2-3 Mnveg*** oke@BOUNE TNV IVGOUAivN
INIOYAINH +

Aoin Ayeyn®



H oikoyévela Tov PPAR

Ligand DIPTTPATES Oe1aloNISIVESIOVES Airapd ofta
Yrodoxiac \ / \><\
~ PRARy | " PPARs
Em6paor| /\ M
‘Ekppaon MoAAammAaociacuo T0ovOeon MeTafoAiopog
ANTIOTIPWTEIVAOV  LTTEPOEELICOUATWOV Amdiwv vdaravepakwv

Saltiel AR et al. Diabetes. 1996:45:1661-16609.



H mioyAitalovn emMSpa eVEPYETIKA OTOLG KAQOOIKOVGS AAAG

KAl O€ VEOTEPOLES TTAPAYOVTESC KAPSIayyeliakoL KIvELVoL

_ —

[lioyAiTacovn

~emmmll

BeATicdoon llapayoviwy Kapsiayyeiakob Kivéuyvou




Enidpaon Tng MoyAiralovng oTnv avriotaon
oTnV IVOOUAivn Kal Tn A€eiToupyia Towv B-
KUTTAPWV OTO ZA TUNOU 2 (HOMA).

407 Avriotaon oTnV IVGOUAiVN 50 | Aermoupyia B-kutTépwv
| 30,34 41,41
13 = < 40
5 5
= =
'§ 201 o
= g 30
5 =
o o
0 8 20
=) =
10 =
-12,49
- - [MoyAiTalovn .
20 Flareeke 30 mg/nuepa J Placebo MoyAiradovn

30 mg/nuépa

Rosenstock J et al, 1999



MovobOe¢pameia: Meiwon 1ng HbA - o¢
A0OEVEIC XWPIC TTPONYOLHEVN AYWYN

1.0 1.0

0.0 0.0

Placebo (n=25)
m7.5mg (n=27)
B 15 mg (n = 26)
B 30 mg (n = 26)
45 mg (n=21)

-1.0 -1.0

-2.0
*p<0.05

A HbA - (%) Tnv epSopada 26

-3.0 -3.0
Alagpopa ammo TRV apXikn TIUN Alagpopa ammod 1o Placebo

Aronoff et al. Diabetes Care 2000;23:1605-11.



AVEKTTANPDOTES KAIVIKEG AVAYKEG
OXETICOHUEVEGS ME TNV KOIAIAKN TTAXLOAPKIA

KA TapayovTeS KIvOLVOUL T€ TUTTIKO ACBEVN JUE KOIAIAKN TTAXLOAPKIC

Mepiperpog O1 QOBeVEIG e KOIAIQKT
pEong
TTAxLOAPKIA (UEYAAN
TTEQIUETOO UeTNC) cLXVA

110 ek.

TpiyAukepidia

158 mg/dL EUCPOVIZOUV £Eva I"7
HDL TTEQICTOTEPOLC ETTITTAEOV
XOANOTEPOAN ' '
36 mapayovTeg KA kivéovou
"AUKOCN
vnoTeiag
1 1 2 mg/dL

H evamoBeon Tou AITTOLG EKTOG TV PLOIOAOYIKGDV
amoOnKwV ToL (LTTOSOPIOC AITTAWENC I0TOC) oXeTieTal PE



H kolAlakn maxvoapkia avfavel Tov Kivéuvo
EMPAVIONS KAPSIAYYEIAK®DV ETEICOSI®V

H peAétn HOPE

Avépeg Fovaikeg
B Tpitnpopio 1 <95 <87

friogins - -

Lione (om): B Tpitnuépio 2 95-103 87-98

B Npirnnopioe =08 1,35
1,27

e
N
I

1,29

e
N
\

1,14

—_
|

0,8
KAN ©avarog EM TLVOAIKR BvnoiyoTnTa

MNPOoCAPUOOHEVOG OXETIKOG KiVOLVOG

Mooocapuoyn yia AML, nAikia, kamvioud, VAo, KAN, IA, HDL-X, oAIKA-X
Dagenais GR kail ovv, 2005



Avépac 59 eTwv, TIPIV KAl HETA, ATTO
xopnynon moyAitalovng yia 16 edopadeg

J Clin Endocrinol Metab, June 2002, 87(6):2784-2791

Mepioxn Ymodopiov Airmoug: 144,3 cm?
Mepioxn IMAaxvikob Airroug: 140,0 cm?
Bapog Iouarog: 87,4 kg

[MIN: 184 mg/dl

HbAlc: 7,3%

ZU

Mepioxn Ymodopiov Airoug: 204,7 cm? *
Meproxn ImAaxvikooL Airoug: 105,1 cm?2 -
Bapog Imparog: 89,2 kg +

FMN: 117 mg/dl -

HbAlc: 8,5% -




Kivbuvocg kapbiayyeiakng voooL Kal BavAToL ATTo
OTTOIOONTTOTE AITIO O ACBEVEIC TTOL AAUPAVOLY

avTisiapnTika Siokia

AvadpouIKn HEAETN TTOL XPNoldoTrolEl Baon §eSopévav ammod TNy MpwToPABMIa TTEPiOaAlywn Tov Hvwuévou BaaoiAsiov.

Yoppereixav 91.521 aoBeveig pe Siapnrtn kara ra étn 1990 écog 2005

S~ \ \ A e
LOOAQPOVOAOLPIG
B’ VEVEC

P Yeve

BMJ 2009; 339:b4731

[lioyAiradovn

Kivéuvog AbOENoN £wg Kal 37% Vs

EHPPAYHATOS  HETPOPHIVN

Huokapsdiov

Kivbuvog

Kapdiakng

AVETTAPKEIAG

Kivéuvog Avgnon amo 24%-61%

evnoigotnrag  (oTar. onuavrikn) Vs
HETQOPUIVNG

AbOENoN £w¢ Kal 37% Vs
HETPOPHIVN

AbEnon amd 18%-30%
(oTar. onuavrikn) vs
HETPOPHIVNG

AbEnon amod 24%-61%
(oTar. onuavrikn) vs
HETPOPHIVNG

Agv ocvvdieTal pe
av§non

Mn otatioTika
onuavrikn av§non vs
HETPOPHIVNG

Mcgiodon Kivébvou amo
41% £G 49% Vs
peTpopuivng (orar.
onUAavTikn)

MeTpopuivn — MoyAiralivn - ZovAPovLAOLPIES



5 peAETeg o€ atopa pe AAT (IGT) esaav oTi
ol TZDs mpoAappavooyv tnv e§eAIEN Tng AAT
o¢ YA12 (DREAM, ACT NOW, TRIPOD, PIPOD

9
= Kai DPT)
3 O Alvarsson (n=39)
< &) Alvarsson (n=48) V)
£ () RECORD (n=272) DPT (l« 23 /o)
Jé @ Hanefeld (n=250)
. [ charbonnel (n=313) TR”:)OD ( l« 520/0)
g) @ UKPDS (n=1,573)
g 4 Chicago (n=230) o
s rccarerean PIPOD (] 62%)
£ PERISCOPE (n=181)
| Tan (n=297)
DREAM (| 62%)
, , ACT NOW (] 78-81%)
O1 COLAPOVLAOLPIEC OdNYOLYV O¢
TTOOOSELTIKN ATTWAEIQ TNG YALXAIUIKNG Presented at 68" ADA Meeting, June 6-10, San Francisco 2008
p()ewgng Presented at 44" EASD Meeting, September8-11, Rome 2008
@ Hanefeld (n=250) % Chicage (n=232)
_ [0 charbonnel (n=317) A ADOPT (n=1,456)
. o ¢ PERISCOFE (n=178) WP Rosenstock (n=115)
Ol Y)\ITOCOVEQ o {} RECORD (n=301) E Tan (n=249)
TTAPEXOLY g
ATTOTEAECUATIKN T e
YALXQIUIKA =
oLOUIoON TTOL 2
Siatnpsital g

LAKQOXPOVIO

DeFronzo RA Diabetes 2009; 58: 773-795 TIME (years)




PuOuocg ‘Evapénc IvoouvAivoOepameiag

Kaplan-Meier TToco0T16 cUMBapdTWyV £EEAIENG O€ HOVINN XPARON IvoouAivng

0.25

0.20

0.15

0.10

0.05

0.0

N o¢
KivSuvo

N ouuB.: 3-€TRAG UTTOAOYIOMOG:
e Dlacebo 362 /1737 22.0%

e Dioglitazone 183/1741 11.1%

HR 95% ClI p value

pioglitazone 0.469 0.392,0.56 <0.0001

vs placebo
3478 3346 3198 3075 2955 2824 446 (137)
] ] ] ] ] 1 ]
6 12 18 24 30 36  PNRVES

Mg Tnv moyAitalovn éxovpe KaBvoTépnon oTnv évapén 1ng
IVOOULAIVOOepameiag Kata 50%



MeAETn PERISCOPE: H moyAitalovn ameTpewe TRV €€EAIEN TG
oTEPAVIAIag aOnPOooKANPWONG HE OTATIOTIKA oNHAVTIKA Siagopd
Evavtl NG YAIpemPidng (18/unvn aywyn)

0.9

P <0.001 ® Glimepride (n=181)

0.7 1 B Pioglitazone (n=179)

0.5 1

0.3 1

0.1 1

Ekatoortaia MetaBoAn Tov
‘'Oykou Tov ABnpouarog (%)
=

P=0.44

[
o
w

FAIEmIEISN MoyAitalovn

Nissen et al. JAMA 2008; 299 1561-1573



PuOuocg Eypaviong Kapdiayyeiakov
£MEIo0SI®V KATa TNV SIAPKEIA TNS HEAETNG

Kaplan-Meier event rate (pubuog eupaviong emeicosdicov)

0.25 1
N oupB.. 3-€TG uttoAoyIoNOG:

000 4 = placebo 572 /2633 23,5% ——
e TTIOYAITO(OVN 514 / 2605 21,0% //

0.15 1 /

0.10 T~ /

0.05 - — HR 95% CI p value
// pioglitazone 4 954 802, 1,018 0,0951

vs placebo

0.0 -
N o¢ Kivéuvo |5238 5018 4786 4619 4433 4268 693 (228)

0 6 12 18 24 30 36 HNVES

H mioyAitalovn peicovel Kata 10% 1o OXETIKO KivOLVO £UPAVIONG VOGS
KapSdiayy&elakoL emeicodiov




KautroAeg empBicoong HeTa voonAcia yia KapSIiakn avemapKkeia Kal
Oepameia pe YAITaloveg N YN €LAICONTOTIOINTEG OTNV IVOOLAIVN

16. 417 aoOeveic IAT2 ye Kapdiakn Avemrapkeia
2.226 o€ TZD, , 12.069 o€ eKPITAYWYA N IVOOLAIVN

— Mn-gvaiocOnromointég TZD
n=12069 n=2226

-
L =]

0.8

Adjusted HR=0.87
P<0,0001

=
~]

Ernoia 6vnoiyornra:

| MeTpoppivn : 24.7%

FAitaloveg : 30.1%

HN evaloOnToTOINTEG: 36.0% (p=0,001 cLYKPIVOUEVA UE AuUPOTERQ)

-
3
)
>
w
-0
b
o)
o
o)
o
-

=
=y

50 100 150 200 250 300 350
Xpovog (npépeg)

Frederick A. Masoudi et al. Circulation. 2005;111:583-590



10yYKpion MoyAiralovng kai PooiyAiralovng

CV deaths +
nonfatal AMI + stroke

All deaths +
nonfatal AMI + stroke

Test for heterogeneity
(Without PROactive) p=0.07

15 1 1.2
Relative risk

Presented by D Graham. Joint Meeting of the Endocrinologic and Metabolic Drugs Advisory
Committee and the Drug Safety and Risk Management Advisory Committee, 30 July 2007



MoyAirtalovn + MeTpopuivn: AIAPOPETIKOI
Kal TpooOeTikoi Mnxaviopoi Apaong

I"_'-'-'_- e

,//
Noyarazovn T
- ZTO)'(F-l')SI apeoa v \ * Meivel Kupiwg TNV
aviiotaon omv \ mapayoyn YALKOZNG
IVGOULAIVN | ~ aiparog amd 1o Amap
- AU§<'JY£I ™ )gPﬁU n OPICUEVES IVOOVLAIVO-
YAvko¢ng aiuarog, © £LaioONTEG EMEPATEIS

KLPIWG ATTO TOLG
HOEG

Inzucchi SE. JAMA 2002; 287:360-372.



H moyAiralovn mpooTiOéuevn o€ HJovoOeparnmeia pe
HETPOPHIVN N ooLAPoVLAoLpIa diatnpeei Tn HbAlc <7%

— Actos+ Met B Closash

Baseline 6 12 18 24 30 Final visit Baseline 12__ 18 24 30 Final visit
Visit (months) Visit (months)

Diabet. Med. 26, 1242-1249 (2009)



Méon petaBoAn tng HbAlc (%) aTtrd

TO 2ZnMEio Ava@opdc
ERSopGda 16 ERSopdada 20
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H PIO 15 mg/MET 850 mg BID PIO 15 mg BID MET 850 mg BID

MNA=Npwiun Atakorr, LS=EAaxiota tetpaywva, MET=petdoppivn, PIO=moyAtalovn.
*P<0,0001 €vavtl tng Ogpaneiog Zuvduvaopol PIO/MET otabspwv S0oswv.



Tuvévaopog OealoAidivediovng +
MeTtpopuivn: Meiopevn OvnoipoTnta

8.872 aoBeveig IAT2 pe OEM Kal e§ITAPIO JE LITOYALXAIMIKA AYWYN,

€€ avtov 819 pe TZD, Kal 139 pe apgporepa
1.00 4
= : Xwpig Tapdyovra euaiodBNTOTTOINCNG TNG IVOOUAIVNG
: e - wmmmmam O¢1aloAIdIvEDIOVES
Ry ' MeT@oppivn
0.95 =emsm=-- TEEEES Kai Ta 300

-C -
3 ..
NS .- I O T T T T O T
>
w - .
> 0.90 % EEE
-3 “oma L
> .-‘.
w -
D bl R
o ...
O -
5 0.85 o
— Y
o) -
O
@)
O
C 0.80 ' . . . . '

50 100 150 200 250 300 350

Huépeg amo e§itnpio

Inzucchi et al, Diabetes Care 2005; 28:1680-1689.



KaAuUTepn CUNHOPPWON TWV ACOEVWY PE TNV
avTIOIaRNTIKA aywyr TOUug

71% twv aoBevwv 54% twv
o€ povoBeparmeia pe aoBevwy

netdopuivn f

77% wwv

aoBevwv

AAAayn G€ cuVOUAGHO

IpocOnKn 6eUTEPNG .0
, QVTLSLOBATIKIG AYWYNG ouppopdwOnKav
ocouAdovuloupia - LE TNV aywyr

ouppoppwONKav pe _. ToUC
TNV oywyr Toug '

otabepnG 6000A0yLaG

cuppopdpwOnkav
| ME TNV aywyn Toug

CLINICAL THERAPEUTICSVVOL. 24, NO. 3,2002

E¢ao@alioTte peyaAuTepn peiwon tng HbAlc
QUEAvovTag TNV CUMHMOPPWON TWV aocBevwy

AUOEnon tng
cuuuopdwong

Twv alocBevwv
Kortd 30%?2

(p<0.0001)

Diabetes Care 25:1015-1021, 2002



Competact™: NMpoguAa&eig

MoyAiralovn MeTpopuivn

e Kartakpatnon Yypwv e [alakTikn O&Ewon

e Oibnua e [lapakoAOLONGCN VEPPIKNG
e ALENON BAPOLG AeIToLPYIag

e Qoppnéio e YTTOEIKEC KOTAOTAOEIC

e AILATONOYIKEG EMEPATEIC e XeIPOLPYIKES SIASIKATIEC

o HMATIKEC EMEPATEIC o KatavaAwon aAKOOA

e YToyAuXaluia ° E§c109£v'nuévr] NTTATIKN

o OQBOANUIKES ETISPATEIC AETOLPYIA

e XOpPNynon oKIaypPAPIKWY
OoTteommopwon ?

Competact NMepiAnyn XapaktnpioTiKwy Mpoidvtog .



MpoTelvOpEVOG aAyopIOuog avTidSiaPnTikng
Ay®yng ota aroua ue IAT2 & Itepaviaia Nooo

HbAlc > 7,0%

_________ MeTpopuivn HbALC < 7,0%

HbAlc > 7,0%

_____ MoyAitalovn HbALC < 7,0%

HbAlc > 7,0%

+ woovlivoskipirayeyo
AVUTTOAEAS C-YALKOTISATNC

avacTtoAeac DPP-4 n GLP-1

HbAlc < 7,0%

HbAlc > 7,0%

————— > |voouAivn

________ »

Silvio E. Inzucchi and Darren K. McGuire, Circulation 2008;117;574-584



()

O aAnTng mpoomabEi
ATTEYVWOHEVA VA OWOEl
TOV KOAOVTLUHEVO KLPIO

OTIPGWXVOVTAG TOV Yia Va

ATToPLYEI VA TOL £POEI

KATAKEPAAA TO TTIAVO

O aAnTtng ©&Ael va pi&en
KATm Kdl va KAEWYEl TOV
KAAOVTLUMEVO KLPIO



65% TV S1aPNTIKOV Oa amoPidoel Aoyw
AYYEIaKoL £mEIocdiov

(EM, AEE)* | |
' "EoyAuxaipia | \
4N / @»\'
| 14
' $  Ayyeioka
(o)

YLUPAuaTa
Lakxapwéng Aiapnrtng Tomov 2

*Grundy SM et al. Circulation. 1999;100:1134-46.
*Diabetes Facts and Figures. American Diabetes Association, 2000
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