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T1 €ival o cakyapmwonc d1iaBnrng???

O cakyapwdnc d1aBATNG €ival HeTABOAIKRA diaTapayn
n onoia xapakrnpilerar ano avénon 1nc¢
OUYKEVTPWOINGC TOU OaKXdpou OTO aila
(unepyAukaiuia) kair ano diarapaxn Tou
HeTaBoAiouou Tnc yYAukodlng, Twv Ainidi®wv Kal TV
NnPWTEIVWYV, EITE WG ANOTEAECHA EAATTWHEVNG
EKKPIONG IVOOUAIVNG EITE AOYW®W EAATTOWONG TNG
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O Zakxapwdnc diaBnTng

* ETEpOYEVNC
* KAnpovouikn
* MoAunapayovTikn Kai

* MoAuyoviOoiakn vOOOG

OBETED |




Body lacks insulin or is
unable to use insulin
effectively

Diabetes

Pancrea

Muscle
and Fat
ells

Can't Produce
Enough Insulin
Can’t Use Insuli

Effectively




Every 10 seconds... 3 people develop
diabetes

Diabetes: A global emergency O T e
Estimated number of people with diabetes worldwide
and per region in 2015 and 2040 (20-79 years) SOH._. Q.
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Ta&ivounon Zakyapwon

AiaBnTn
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Ta&ivopnon cakxapwdoug diaBnTn

> ZA TUnou 1 (IvoouAivoeEapTwuevoc n Neavikoc 5-10%)

a) Autoavoooc f3) IdionaBnc (onavioc)

> ZA TUNouU 2 (un IvoouAivoeEapTwpuevocg N EvnAikwy
90- 95%)

> A KuRoewg (0,15-15% - Eupmdnn 4-7%)

> AAAOI €181KOI TUNOI



Ta&ivopnon Zakxapwdn AiaBnTn

" €101k01 TUNO1"’

o [eveTIKA cuvOpoua nou oxeTidovTal PE TN
A€IToupyia Tou B-kutTapou (Zuvdpopa MODY)

e [eveTika ouvdOpopa nou oxeridovTtal Ye Tn dpacn

TNC IVOOUAIVNG

¢ Mabnoeic Tng e€wKpIvVOUC Hoipac TOU NAYKPEATOC

(NnaykpeaTiTiC, TPAu
e 2akxapwodnc d1apNTn

UATIONOC, veonAaaoia KAnN)
C NOU OPEIAETAI O PpApUAKA

e 2akxapwodnc d1apNTn

C o€ evOOKpPIVONaBbeleg

o AA\Q YEVETIKG ouvOpoud



AAAa €10n Zakyapwdon AiaBnTn

» LADA (latent autoimmune disease of
adults) 10% Tou ocuvoAou Tou ZAT2

» MODY (maturity-onset diabetes of the
young) 1-2% Tou ouvOAou Tou ZAT2

» Gestational diabetes

» Stress-induced



Alakpion peTa&u Tunou 1 kail Tunou 2

> Mepikec popec OUOKOAN

> 'Evapén kal nmopeia TnC vooou UNOpPEl vda
NOIKIAAEI KAl OTOUC 2 TUNOUC

> Eviote AKO kai o€ Tunou 2

> EvioTe Tunou 1 owiuncg evapénc kail
Bpadeiac nopeiac



ZUMNTOHATA NOU odnyouv
otn diayvwon ZAT1

> MoAudiyia , EnpooTolia

> MoAuoupia

> MoAugayia He anoToun anwAgia Bapouc
> AloOnua aduvapiac kal Koupaong

> HUIKOpaTwdn karaoTaon — KOHA



ZUMNTOHATA NMOU 00Nyouv
otn diayvwon ZATt2

> MoAudiyia , EnpooTopia

> MoAuoupia

> MoAuayia pe avénon Bapouc ocuvnOwg
> ZUXVEG AOINWEEIC

> 0apuBoc opaong

> AioOnua koupaonc

> ZUMNTOHATA d1aBNTIK®WV ENIMAOK®WV

> ZNpo OEPHA HE KVNOHO



Criteria for the Diagnosis of Type Diabetes

Plasma Glucose Level [Img/dL]

Stage of Fasting Plasma OGTT
Glycaemic Control Glucose (2-hr Postload Glucose)
Normal <110 < 140

IFG

or >110-< 125 > 140 - < 199
IGT
Diabetes > 126 > 200

Plus symptoms of diabetes (polyuria, polydipsia, unexplained weight loss)



MgOoodo1 Alayvwong ZA

> H yAukoln nAaopaTog vnoTeiag npoTiPaTal yiaTi €ival
€UKOAN, ypnyopn, Xwpic uwnAO KOOTOC Kal KAAUTeEpa
anodekTN ano  Toug  €&etalopEvouc. EninAcov
xapakTtnpileTal ano MPeyaAuTeEpn e€navaAnyiyoTnTa o€
ouykpion HE TNV OGTT

> H Tuxaia Tign yAukodnc nAaopaTtoc, Xwpic TNV napouacida
CUNNTWHATWV OEV TEKUNPIWVEI TN O1AYVWON

> H OGTT nAapapEVEl 0 «XPUCOC Kavovac> yida Tn
d1ayvwon, OHWG & ouvioTaTal WG EEETAON
pOUTIVAG



EvOci&eic yvia OGTT

> HAIkia > 45 xpovia
> AUu&non cwpuaTikou Bapouc (BMI> 25 Kg/m?2)

> [eveTikn npodiabeon (ouyyeveic 1ou Babuou
e A TUNOU 2)

> KaBioTikn dwn

> MponynOeioca IGT n IFG

> IoTopikO cakxapwdn d1aBnTn KUNoNCG
> Yneptaon (AN > 140/ 90mmHQ)

> HDL < 35mg/% n/kai TpiyAukepidiwv >
250mg/%

> IoTOpIKO KapdlayyeIiakou VOO HAaToC




Definition of Diabetes

el
Indicator American SI
(mg/dL) (mmo/L)
Normal 65 - 99 3.6 - 5.5
Glucose -
Fasting
DM > 126 >7.0
Random (with DM > 200 >11.1
symptoms)
OGTT (2 hr) DM > 200 >11.1
HbAlc DM > 6.5%




Screening for and Diagnosis of GDM

» Perform a 75-g OGTT, with plasma glucose
measurement fasting and at 1 and 2 h, at 24-28
weeks of gestation in women not previously
diagnosed with overt diabetes

» Perform OGTT in the morning after an overnight
fast of at least 8 h

» GDM diagnosis: when any of the following plasma
glucose values are exceeded

Fasting =292 mg/dI
1 h 2180 mg/dl
2 h =153 mg/dl

Detection and Diagnosis of GDM. Diabetes Care 2011



ETEPOINENEIA ZAKXAPQ2AH ATABHTH

Tunou 1 Tunou 2
KaTtaoTtpo@n Tou AiTioAoyia AucAeIToupyia Tou
B-KUTTAPOU B-KuTTApOU Kal
IVOOUAIVOoavTioTaon
NEa aToua Xwpic daivoTrunoc MeyaAnc nAikiag
naxuoapkia - AaToua Kai
KETOEEWON naxuoapka
AndAuTn £vdeia AsgiToupyia Tou  ppy kg
IVGOUAIVNC B-kutTapou UMEPIVOOUAIVAIYia
Napouoia AvoooAoyikoi  Anoucia
aQuUTOAVTIOCWHATWYV OEIKTEG aQuUTOAVTIOCWHATWYV
HLA avTiyova reverikoi Anouoia avTiyovwy
OEIKTEC HLA
(O) C-nenTidio Nai

(d1eyepon)



Zakxapmwonc AiaBnTnc Tunou 1

> MpwTtapxikn BAABN: anouacia eKKPIoNG
IVOOUAIVNC

> KAIvikn ekdnAwon: 90% kataoTpo®n TwvV B-
KUTTApWV.

> H na@oyeveia tou ZA 1 anoTeAel eva
eEAIPETIKA NOAUNAOKO (PAIVOUEVO

e [eveTikn Npodiabeon

e [epiBaAAoOVTIKOI NAPAYOVTEC

e AVOOOAOYIKOI NAPAYOVTEC



Type 1 diabetes

»Type 1 diabetes is a chronic autoimmune disorder
occurring in genetically susceptible individuals

e Immune system is triggered to develop an
autoimmune response against
- Altered pancreatic b-cell antigens

— The body’s immune system destroys pancreatic b- cells, the
only cells in the body that make the hormone insulin that
regulates blood glucose

» Risk factors for type 1 diabetes may include:

= Genetic
= gutoimmune

= environmental factors



Stages in Development of Type 1
Diabetes
_ GENETICALLY AT RISK _

MULTIPLE ANTIBODY
POSITIVE

LOSS OF FIRST PHASE
INSULIN RESPONSE

Progressiv
e

loss insulin
release

GENETIC INSULITIS
PREDISPOSITI BETA CELL INJURY
0 ])

Normal insulin
release
Overt immunologic “PRE"-
abnormalities DIABETES

BETA CELL MASS

-]

|

NEWLY DIAGNOSED DIABETES _




FT’ENETIKH NMPOAIAOEzH

> 2uoxeTion Tou 2A 1 pe 1o Meilov
2uotnua IoTooupBarornTag Tagng 11
(HLA) kai _a_o_qmno ue Ta n_<j<o<n_ DR
Kal UD\ Ta OMoiad €XOUV AVIXVEUTEI O€
nooooTo 93-95% oTouc diaBnTIKouC
Tunou 1

> HLA- DR3 kai HLA- DR4 =» dsikTeC
uypnAou KIvOUVouU

> H nAsiovoTnTa Twv d1aBnTIKWV ATONWYV
uwnAoU KIVOUVOU (PEPEI TOUC
anAOTuUNouC
» DR4, DQ8 (DQA1 *0301, DQB1 *0302)
Kal
e DR3, DQ2 (DQA1 *0501, DQB1 *0201)



Genetic Analysis of Adult-Onset
Autoimmune Diabetes

e DR3 associated with GAD antibody
positivity of adults with Type 1
diabetes but absence of IA-2
autoantibodies

e DR4 associated with IA-2
positivity and younger age of onset
as was DR3/4 heterozygotes.

Howson J.M.M,,et, al., the ADBW-END Study Group, Diabetes,
2011



NMEPIBAAAONTIKOI NAPAIONTEZ

H uon Tov nbavwv nepiBaAAovTiK®V
napayovrowv nou npokaAouv ZA Oev eival
YVWOTH.

> IoyeVEIC AOIHWEEIC
(Coxsakie, napwTiTiC, Epubpa)

> To&lkoi NAapayovTEC (NiTpolapiveg,
ayeAadivo yaAa)
O1 napayovre¢ autoi Oswpeitalr OTI
nupodoTtoUv TNV avantuén auToavoowyv

HNXAVIOH®WV Kdl €nakoAoubn karaocTpoPpn
TOV B-KUTTAPWV



O POAOZ TN IQN

TouAdaxioTov 3 PNXaviouol EXxouv NpoTabel OXETIKA
ue
TN CUPMPETOXN TWV IWV OTNV dITiIoAoyia Tou ZA

1. O1 10l ynopei va _._Donn_>>oc< Ta B-kKUTTApPA
KAl va Td KATAOTPEWYOUV ME otmqocn
KUTTAPOAUTIKOUC MNXAVIOHNOUC

2. Oa t:ooocqg< m_.__QJnv va €nITaxuvouv Tnv
evapén Tng <oqoc _._Doo<o<3n TNV _830.8063
TWV B- _chn_ne< UE TNV au&non Tng dpaonc TwvV
KUTTAPOKIVWV

3. 'Exel npoTtaBei eniong OTI Ol 10i NPOKAAOUV
TNV €vapén Tnc autoavoonc dlEpyaciac €iTe UE
" "AUECO UIUNTIONO ~ AuToavTIYOVWV EITE
ennpealovTac Tn pubuion ToOUu avoooAOYIKOU

ouUOTNMATOC



ANOZOAOIIKOI NAPAIONTE2

O ZA 1 sival anoTeAeoua
avoooAoYIKNC dlepyaoiac
> XUMIKN
> KUTTApPIKN

auToAdvoOon KAaTaoTpo®n Tou B-
KUTTApoUu




AYTOANOzIA 2A 1

H autodavoon ¢guaon TNG VOOOU EXEl
TEKUNPIWOEI ano:

> Avixveuon autoavTiowuatwyv (a&onioTol
NPOYVWOTIKOI OEIKTEC)

> MeTaBoAEC TOU AVOOOAOYIKOU CUCTAUATOC
(UnoouadeC TwV T- AEPUPOKUTTAPWYV)

> AINBnon Twv NAykKpeaTikwy vnoI1diwv ano
CD8, CD4 T- AeypokuTTapa Kal yakpogaya

> 2uvunap&én aAAwv autToavoowyv VOONHATWV



AYTOANTIZQMATA

AvTi-ivoouAivika avTicoparta (IAA)

v A1 16-69%

v’ Zuyyeveic 1ou Babuou 2-4%

v [evikOC NANBUCHOC 1.5-3.9%
AvTi-vnoidiaka avricopara (ICA)

v A1 60-90%

v’ Zuyyeveic 1ou Babuou 1-9%

v [evikOG NANBuopog 1.4-5.3%

AvTioopaTa evavTti TG anokapBouAaong
TOU YAouTapuivikoU o&soc (GAD)

v 2A1 22-81%
v’ 2uyyeveic 1ou Babuou 5-13%
v [evikOG NANBUCPOG 1.4-5.3%

AvVTIOOHATA EVAVTI THC PWOPATAONC TNC

TUupooivng (IA-2ic)
v A1 48-80%
v Juyyeveic 1ou Babuou 2-5%
v ['evikOC NANBuUGpOCg 1.5-2.4%



2AKXAPQAHZ ATIABHTH2
TYNOY 1

'Eva aTouo JE YEVETIKN nNpodiaBeon

EKTIOETAI O€ KANoI0 MePIBAAAOVTIKO VEYOVOC,
npayua nou eMITpenel TNV avantué&n
auToavooidc U ANOTEAECUA TNV KaTaoTpoPn
TWV B-KUTTAP®WV UEXPIC OTOU AUTA UNOCTOUV
BAGBn o€ TETOIO BABUO Mou NpoKaA&iTal
aveENApKEIa Napaywyng IvoouAivng Ue Tnv
m:oxo>ocms ::mm<>==9E Kal KAIVIKN

vapé&n tnc VOOoou




NMEPIBAAAONTIKOI
FEENETIKH NMPOAIAOGEzH MAPAFONTES

4 ANOz2OAOI'IKH ANANTHzH 7

“NMaBoyeveon”  ‘'MpooTacia’

IL-2
—— IFN-y IL-4
._.Z_uum IL-10

/ \

‘/ @ ZAKXapwong

~ AaBnTng
" TUnNou 1







Role of T cells &

Role of cytokines



IL-12

Th1 dominated
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Death
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NaBopuoioAoyia: Zakxapwonc
AilaBnTnc Tunou 2

ETEPOYEVAC diaTapaxn

» AlaTapay
IVOOUAIVI
IVOOUAIVH

JEVN mxxo_q:
¢ (avenapkela

G)

» Alatapaypévn dpaon
IVOOUAIvNG (avTioTaon otnv
IVOOUAIVN)

IVOOUAIV

IVOOUAIV
n
e

;% xom\\ﬁ‘\\\\



duoikn €EEAIEN d1aBnTn TUNOU 2

Maxuoapkia IGT AlaBnTng AppubuioTog ZA

MakpoayyEIaKeG ENNAOKEG

FAukodn MeTayeupaTikn YAUKOZn

—-—>ﬂ-—Q—:—ﬂ—.—-°h H.Nm .................................... w ...............................................................

(mg/dl) ;cxoﬂ:m<:o4m_on

AvTioTaon
OTNV IVOOUAIVN
'‘EKKpION
: IVOOUAIVNG
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gIToupyia

Awapkeia diapntn (£€Tn) |N.o |u..o 0 10 N.o w.o

Mpooapuoyn ano Bergenstal RM, et al. Diabetes mellitus, carbohydrate metabolism and lipid disorders. Endocrinology. 4th ed. 2001



Loss of B-cell function occurs before diagnosis

100 7
.............. dc Hc
80 {4 0 e Diagnosis 50%
q\w ........
S — loss
=
S 60 -
)
=
=
M 40
A
20 T

c | | | | | | | | | | | | | | | | | | | | | | | | 1 1
-10 9 8 -7 -6 5 -4 -3 -2 -1 _ 1 2 3 4 5 6
Time from diagnosis (years)

Holman RR. Diabetes Res Clin Prac 1998; 40 (Suppl.):S21-S25.



Type 2 diabetes

e Characterized by chronic hyperglycemia

e Generally arises from a combination
of insulin resistance and
B-cell dysfunction

e Associated with microvascular M

and macrovascular complications . I

Definition, Diagnosis and Classification of Diabetes Mellitus and its Complications. Department of Noncommunicable Disease Surveillance,
World Health Organization, Geneva 1999. Available at: http://www.diabetes.org.uk/infocentre/carerec/diagnosi.doc



Insulin resistance and p-cell dysfunction
are core defects of type 2 diabetes

Genetic
susceptibility,
obesity, Western
lifestyle

Insulin

. b-cell
resistance

dysfunction

Type 2 diabetes

Rhodes CJ & White MF. Eur J Clin Invest 2002; 32 (Suppl. 3):3-13.



What is p-cell dysfunction?

e Major defect in individuals with type
2 diabetes

e Reduced ability of p-cells to secrete
insulin in response to hyperglycemia

08¢

DeFronzo RA, et al. Diabetes Care 1992; 15:318-354.




Insulin Secretion

£ <4=x 1st phase

i

2nd phase

|

0 5 Time (min) 100
»Q_COOmm W



Insulin resistance - reduced
response to circulating insulin

Insulin /,/W/// ,
_.mmmmnmsnm

7
E<m_.\ Z:mn_f@l Adipose
tissue

T Glucose output ! Glucose uptake J Glucose uptake
o2 ® ®
° 00.

\QL B
0% Hyperglycemia




What is insulin resistance?

e Major defect in individuals with type 2
diabetes

e Reduced biological response to insulin
e Strong predictor of type 2 diabetes
e Closely associated with obesity /é

IR

IAmerican Diabetes Association. Diabetes Care 1998; 21:310-314.
2Beck-Nielsen H & Groop LC. J Clin Invest 1994; 94:1714-1721.3Bloomgarden ZT. Clin Ther 1998; 20:216-231.
4Haffner SM, et al. Circulation 2000; 101:975-980. ’Boden G. Diabetes 1997; 46:3-10.



Central obesity contributes to
hyperglycemia

Obesity

k

_

Liver \ # Free fatty mnmn_w/r Muscle

\

Glucose

»W Glucose
uptake

output

Insulin Resistance

Hyperglycemia




O poAoc Tou AIN®OOUG 1I0TOU

YnepTPpOPIKOC "Evepyonoinon"

Yyin6 Ain@dng 10766 ducAeiToupyiko HAKPOPAVWV

oD >__._€m_._n 1 t KutTapokiveg pakpo@paywv
O ‘M,/,//\, (TNF-a, IL-6, CRP, n._>>mnv
r/Y/fY. ,/.W f :aow_mmE_ /
VNN, < / Yno&ia
o /ﬂ:/ Reticulun D.:a:Q: ‘
A wwnh, Yneptpooi ) Stress/ £5. Ainwdoug 1010 V R 7

t NF-xB

*FEVETIKOI NAPAYOVTEG
* AIATPOPIKEG CUVNOEIEG

\ y >§3&qz |
\ N Nékpoo /
+ AdTTOVEKTIVN IGTOOH oWV WE0R)ivn + ASINOKUTTUPOKIVEG
h t _u_u>h h
ZUOTNHATIKEG OPACEIG >:._o._.om=no._._._._.n SuoThpaTikég Spaceh@nNpooKAnpwo

'PE

4+ HOI ¢ KatavaAwon t >_._o_._._.805 B- ¥ Kapdiakn AsitoupyiaEvdo0OnAiakn

NAFLD YAukolng KUTTApWV t Kivduvog ioxaipiag JuoAeiToupyia
NASH v '‘Ekkpion
IvoouAivng
2AT2

Cusi K. Curr Diab Rep 2010; 10:306-315



Tooo n duoAsiToupyia TwV vNoi1diwVv 000 Kdl N avrioTaon
oTnVv IVOoUAivn cuhBaAAouv oTnVv Evapén kai Tnv eEEAIEn

nepiIBaAAovTik
oi napayovTeg

TOU T2DM
\><¢c<_m_<onJ 4 AvTicTaon N \ duoioAoyikn / 4 . )
rponocgans | | oy Aemoues Tav Yyiés
Kal IvoouAivn qﬂn<xuwnqon Naykpeag

IvoouAiv '
M duoioAoyik
p n avoxn oTn
Enapki¢ KataAAnAn YAukodn
‘ IVOOUAivn yAukayovn (NGT)
b AucAsiToupyia
. NAYKPEATIK®OV M :
MeiwpeEvVn . N UYIEQ
npooAnyn vnoidiev NAayKpeag
YAuko{ng —
4. AlaTapaypévn
>_._n_._.m.._...n_ GT
nNEPICOOTEPN .
IVoOuAivn yia n onoia
avTioTaduion moéavov
Vv eEelioosTal
. AvemapknJiepicosia q o€
n ) :
mﬂﬂmmmdwos VGoVAivyy YAukayovn T2DM
Ta B-
KUTTApa

- N\ /




CNS

Reduces
Crosses blood-brain
barrier
Increases
AT insulin
el secretion
Insulin . # Induces
Fyr- Pancreas  ingiin
secretion
Reduces
glucose
absorption
W_ﬂvowqmmwmmmw Promotes
glucose Muscle
uptake
~—aUP . Adipocytes
' ] '\k , - ~01 w = v

eInsulin lowers blood glucose concentration by suppressin

sensitive” tissues such as muscle and fat.
e Insulin also crosses the blood-brain barrier to enter the CNS, where it reduces food intake and consequently reduces

absorption of glucose and other nutrients into the body.
¢ Glucose-induced insulin secretion from the pancreas increases in proportion to body adiposit

expanding fat stores to induce resistance to insulin's glucose-lowering effects.

owing to the capability of




TpOMnol HE TOUG ONoiouGg OPHOVEG pUBHIfouV
TN YAUKOZNn NAQOHATOC HETA TNV NPOCANYN TPOYPNG

ﬂm—v—\ﬂp 14 [ 4 14
| . Agev glvoall LOVO N LVOOUALVN
/ IvoouAivn
ApuAivn FkpeAiv
GLP-1
F’Aukayovn
0 1 2 3 4 5 6

‘QpeC LETA TO YELHOL

Toft-Neilsen M-B et al. J Clin Endocrinol Metab 2001;86: 3717-3723
Cummings DE et al. Diabetes 2001;50: 1714-1719
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Zakxapwdng AiapfnTng Tunou LADA

sA1 <) LADA @) 572

'Eva nooooT0 eVvnAikwv, ol onoiol napouocialovrdl G

_._nqxo<._.mn ano 2A 2, oTnv _.:un<_._n._._xo._.:._.n
unokpuntouv HIa Bpadewg &£EeAAICOpEVN auTodavoon
d1adikaoia, opola UE autn Tou A1

Napopoia HLA yeveTikn npodiaBeon (DQ kai DR )
NMapouoia autoavTticwpatowv (GAD65 )

EniIBpaduvoONEVN KATACOTPOPN TWV VNOISIaK®V B-
KUTAPpWV

XapnAn napaywyn kai npwipn evapén ivoouAivng
HAikia 30-65 sTwv
Vv BMI

Diet =—p Oral Agents =———p Insulin




Extrapolation of the time of deterioration
of B-cell dysfunction

100

X 80}

c

9

—

S 60

P

< 40 }

Q

(qv]

-+

Q

= 20 F
0

-12 -10 -8 -6 -4 -2 0 2 4 6
Years from diagnosis

Adapted from UKPDS 16. Diabetes 1995; 44:1249



KAivika — AvoooAoyika - FeveTika XapaKTnpPIOoTIKA

2AT2 LADA 2AT1
HAikia Eévap&ng 30-90 35-75 0-35
ENiIkKparovoa >40 35-75 <20

) ) )

% EZuxvéTnc ZA 80% 10% 10%
GAD,ICA IA-2 OXI NAI (35%) NAI ( 64%)
ZUOCXETION HE OXI NAI NAI
HLA
AuTtoavogoia OXI NAI NAI
EVOOKPIVOV
AsiToupyia B- (PUCIOAOYIKN duoioloyikn | | =xed0v anovoa
KUTTAPWV HEIWHEVN

Exp Clin Endocrinol Diabetes 2001



Impaired
Fasting

Impaired
Glucose
Tolerance

Diabetes

\\

B 5 both

Prediabetes



Ailatapaydéevn Avoxn otn Nukodln (IGT)

¢ AuTa Ta aToua OEV £XOUV
dlapnTn

¢ 'Exouv upnAoTepN
yAukodn aipaTtog ano To

(PUCIOAOYIKO aAAG XWPIC
Kanoila dlayvwaoTikn a&ia

¢ [Nepinou 10 25% autwv
B8a avanTtu&ouv kaTa naoa
ni@avornTta o1apnNTn



Glucose Tolerance Categories

FPG

Plasma glucose a
(mg/dL)

200---+- -——
Diabetes
Mellitus
140~~~ 7~ T
126---4-

2-h PPG (OGTT)

Diabetes
Mellitus



Impaired glucose tolerance (IGT) -
usual development

Initial After 10 years
diagnosis follow-up
Q% '
q N | - | f
Individuals
with IGT
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415 million
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Rule of halves
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Changing Diabetes: Our mission is to reverse the “Rule of halves”

diabetes

thintnatetets
thintntetete

thinereeaeanes
thitteateataes
fritenetataees
pdadadidiil,
bbddadidiid,

fhitattnanapg ciagnosed

frenennteeees peeadataaenat

fheptpnenanaes petenenttene

renepneneneen pheteRabaRRReY

treneeeatntnts danatatatanapq receive care ”

FhRenReneetet dentantattatas AERRRRRERRIRNY Creatment "
fenenetntntes peratatetenen fenetnnatatng targets desired
frenaneeeeeeen dnenanatatatet deananeneeeent R
frenenetetntes pebabRtateRIR ReDRRERRDIDNE
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Type 2 diabetes is associated with serious
complications

Stroke
Diabetic P _NL to 4-fold increase
Retinopathy cardiovascular
Leading cause Bo:m_w:\ and
of blindness stroke
" -—-N n
in adults Cardiovascular
Disease

8/10 individuals with
diabetes die from CV
events®

Diabetic
Nephropathy
Leading cause of

end-stage renal
disease3* 1\

Diabetic
Neuropathy

non-traumatic lower
extremity
amputations”8

UK Prospective Diabetes Study Group. Diabetes Res 1990; 13:1-11. 2Fong DS, et al. Diabetes Care 2003; 26 (Suppl. 1):S99-S102. 3The Hypertension in Diabetes Study Group. J
Hypertens 1993; 11:309-317. *Molitch ME, et al. Diabetes Care 2003; 26 (Suppl. 1):S94-S98. 5Kannel WB, et al. Am Heart J 1990; 120:672-676.

6Gray RP & Yudkin JS. Cardiovascular disease in diabetes mellitus. In Textbook of Diabetes 2nd Edition, 1997. Blackwell Sciences. ’King’s Fund. Counting the cost. The real impact of
non-insulin dependent diabetes. London: British Diabetic Association, 1996. 8Mayfield JA, et al. Diabetes Care 2003; 26 (Suppl. 1):S78-S79.



Every 6 seconds, 1 person dies from
diabetes-related complications

Diabetes significantly increases the risk of...

s N _Heart Stroke
=\ disease by by > 2-4 fold
~ 2-4fold

7_ | ...180 patients

...133 patients | | will have an
will start );  amputation

/)

dialysis Y

...there will be 1104 new /
cases of diabetic
retinopathy, which can
lead to vision loss

1. International Diabetes Federation. IDF Diabetes Atlas, 6th ed. http://www.idf.org/diabetesatlas. Accessed on: 13 January 2014. Estimated based on
mortality data. 2. Adapted from CDC. National Diabetes Fact Sheet, 201 1. http://www.cdc.gov/diabetes/pubs/estimates11.htm#12.
Accessed June 2011; 3. Fong DS, et al.

Diabetes Care. 2004;27(suppl 1):S84-87.



“"Ticking Clock™ Hypothesis

The “clock starts

e ticking”

Microvascular

. .. At onset of
complications

hyperglycemia

Macrovascular
complications

Before the diagnosis of
hyperglycemia

WHO. Diabetologia 1985;28:615 ; Haffner SM et al. JAMA 1990;263:2893



Barriers to achieving good glycemic
control

Inadequate targeting of
underlying pathophysiology

Disease
Progression




NMaboguaoioAoyikn
NMpooeEyyion

.......... onNUavTIKO €ival va nIAEEETE avTid1aBnNTIKN
aywyn nou J01opOwVEI CUYKEKPIUNEVEG
nafoPuoIoAOYIKEC d1aTAPAXEC NOU UNAPXOUV OTO
DM kal mou €XoUV CUUNANPWUATIKOUC MNXAVIOUOUC
dpaonc

..... O1 BAoIKeC d1aTapyxEG, avrioraon oTnv
IVoouAivn (Qucg, nnap , AiInokuTTapa) kai n
NPOOJEUTIKN AVEMNAPKEIA TOV B-KUTTAPWV
ouUVUNAapXouv OXEOOV OE OAOUC TOUGC ACOEVEIC ME
di1aBnTn T2 kal npenel va avTigeTwniovral ENBETIKA
NPOKEINEVOU VA ANOTPANEI N CUVEXNC au&énon TNC
HbA1cC



EYXAPI2TS?

Change will come more easily if
everyone is involved



