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H dtaxpovikn aéla tng
VALLETILPLONC OTNV QVTIMETWTILON
tou Swantn. ADA,EASD 2009
evidence based medicine

AP ITEQPTI10O2 |. KOYPTOIAOY
[MTAOOAOIO2 — AIABHTOAOIO2
KAINIKH «Al'O2 AOYKAZ »
24° 3YNEAPIO AEBE 25/11/2010




A1aBNTNG : €éva HEYAAO 1ATPIKO Kl

KOIVWVIKO TpoBAnua

Lo diafrytn Tomov 2 opeirovral o 85-95% twv 2025
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H MEIQ2ZH THZ FAYKOZHZ NAAZMATOX
2YNENATFETAI AITOTEPEZ ENINAOKEZ KAI

MEIQMENEZ AANANEZ

KooTto¢ avd aoBevi HEIWHEVO TTEPICCOTEPO ATTO TO HICO OF TPId £TN OTAV
UTTAPXEI KOAOC YAUKOIHIKOC EAEYXOC

M = BpayutpoBeTpEC ETTMTAOKEC

= MakpoTTpOBEOUEC ETTMTADKE
S O poTTpOBETlES 9
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EATTAC EAgyYOC Kahbc Eheyyoc
vAukGInC VAUKGENC

—69%

KooTtoc avd aobBevh (USS)




Poor glycemic control compared with
other cardiovascular risk factors

Hypertension Hyperlipidemia Type 2 diabetes
Controlled Controlled Controlled

Uncontrolled Uncontrolled Uncontrolled

cource: MHAMNES |

5 httpdwennn, cdz. gov/ncha’about'majornhanes/nhidata htm. Last accessed 25 January 2007
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KUpleg maBo@uoioAoyIKEG
olarapayxEg ZA Tumtou 2

AucAsiToupyia B KUTTGPOU
Glucagon

Insulin
(B cell) OTNV IVOOUA

MpooAnyn

H1raTtikn
TTapaAywyn

YTrepyAukaipia /




MEIZONEZ YINOKEIMENEZ
NMAOOAOIIKEZ KATAZTAZEIZ

MaOoyéivera XAT2

£
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AaBntng =
YTepyAuKalpla
Ao
[ LAARENT Y
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“l‘lagé)\o TIOU I} IVOOUAIVOAVTIOTACT) AMAVTATAl OE
oXedov 6Aoug Toug aogdeveig pe Srafnrn Tummou 2,
N EAASIYHATIKE EKKPION IVOOUAiIVNG Eivan auTh
ToU gVOUVETAI TEAIKA YIA TV ENQAvION
umEpyAukaipiag kai yia tnv e$€AIEn Tng vooou....

0 EAAsIgNA OTNV EKKPIOT IVOOUAiIVNG
Mpooappoyr amé American Diabetes Association Diabetes Care 2004;27( G‘UVGUﬁ!tTﬂI HE THV q“péo,'POp“ tKprn
Beers MH, Berkow R, eds. YAukayovng

Mevek Manual of Diagnesis and Therapy, 17th ed. Whitehouse Station, NJ De Prato
Laboratories, 1999. et al, 2004




Karnyopieg Aame TOU OTOHATOG

avTIo1aBNTiIKwyv
> Atyouavidia P Metformin
» Souhdovuloupiec PGlybencleride, Glicliazide
Glipizide, Glirnepiride
> AVaGTOAEILC o.-yAuKooLb 0o WV » Acarbose Mitlitbl. VO.libOSQ
» MetyAwibec » Repaglinide, Nateglinide
» N\taloveg e . Piogh

» AvaotoAeic DPPV-4 * Sitagliptin, vildagliptin, saxaglipti



KuUpla onpeia dpaong avridiafnrikwyv

QUAPHAKWYV

Thiazolidi

nediones*

DPP-4
inhibitors?

GLP-1

1I0TOG
> ¢ .
\ ‘ Sodium glucose
\
0
\

‘. MNaykpeag

Metforminl

- f -
AT dng

transporter-2
inhibitors®

d

~
\ Glucose 3= Neppdg

‘Evtepo

a-glucosidase

agonists?

Sulphonylureas and
meglitinides?

inhibitors?

1Adapted from Krentz A and Bailey C. Drugs 2005;65:358-411. 2Ahren B. Expert Opin Emerg Drugs 2008;3:593—-607.
3Todd JF, et al. Diabet Med 2007;24:223-232. “Nattrass M, et al. Baillieres Best Pract Res Clin Endocrinol Metab

1999:13:309-329. °Jabbour S and Goldstein B. Int J Clin Pract 2008;62:1279-1284.



MovoOeparmneia HE ATO TOU CTOHATOG
avTidiafnrika:
MeéyioTn emidpaon ortnv HBA1C

Nateglinide

Aralbose I
Repaglinide

Rosiglitazone

Pioglitazone

Glimepi e
'BfRaz i

Glipizide GITS I

Metformin T

0 -0.5 -1.0 -1.5 -2.0
Reduction in A1C (%)

Diabetes Care. 2000;23:202-207; Precose (acarbose) package insert; Drugs. 1995;50:263-288;
J Clin Endocrinol Metab. 2001:86:280-288; Diabetes Care. 2000;23:1605-1611; Diabetes Care.
1996:19:849-856:; Diabetes Care. 1997:20:597-606; Am J Med. 1997:102:491-497




ANAMENOMENH MEIQZH HbAlc ME TIZ
AIAOPOPEZ ANTIAIABHTIKEZ OEPAINEIEZ

OepaTtreia Meiwon A1C

» AiaiTa Kol doknon 0.5-2.0%

» ZoUAPOVUAOUPIEC 1.0 - 2.0%

» TAIvideg 0.5-1.5%

» MeT@oppivn 1.0 - 2.0%

> AkapBoln 0.5-0.8%

> DDP-4 0.5-0.8%

» TAITadoéveg 0.5- 1.4%

» E&evaridn 0.5-1%

» lvooulivn 1.5-53.5%

Consensus statement Diab.Care 2008



loTopixy) Avadpopn

YTroyAukaigdiKl SpAdon CoOUAQOVAMISIKWY TTOPAYWYWYV avakaAu@onke katda 1o B’

NMaykoéopio réAepo (Loumbatier, Montpellier). ATré 10 1955 dpXI10€ N KAIVIK
XPNOIHOTTOINON TWV COUAQOVUAOUPIWY, HE TTPWTN TNV KapBouTauidn.

To evepyO UTTOYAUKAIMIKO TUAMO ouvioTaTAl ATTO pIa OOUAQOVUAIKR Opada,
ouvOeOENEVN ME OUPEIDN.

0
General Formula: R,—@—S OINH|(|INH— R,
First Generation Analogs R, R;
Carbutamide 1955
Tolbutamide H; C- LsHog
| 1956
Chlorpropamide Q.- -CHy 1957

Tolazamide . HyC- 1966

-{)
Acetohexamide H;CCO- —<_> 1963

Goodman & Gilmans. The pharmacological basis of therapeutics Int Ed, pp1508,
A. Kapapntoog AiaBnroAoyia 2000



loTopikr) Avadpopr) - COUAPOVUAOUPIES
2n¢ xanl 3" yevidg

0
I

General Formula: R,—@—SO:M'ICNH— R,

L LA A WIET PG WA RILATE T8 PR R

cl
Glyburide amn _<:> ¢
> (Glibenclamide) QC HCE: ) EAAGOa 1970

OCH;

N EAANGOa 1976
Glipizidc Hsc—(c_)}_ CONH(CH,),— _<:>
N

Gliclazide | Hy C—

_m EAAGSO 1082
HJ
= o CONH(CHj)y =—
0 |

A. Kapauntoog AiaBnroAoyia 2000, 0.115




NMpoxaloupevn and YAuxoln Eéxxpion

IVOOUAivng
r)\U K(')Crl EpeBiopara ammo diapopoug
METABOAITEG, OPUOVEG KAl
GLUT?2 Na* VEUPODIOPIBACTES

\ m
Pancreatic = Ca?*

B || IP Cazt Voltage-gated
e \ Ca?* channel

cAMP Caz+

0Q ————.0

Kokkia IvooAivng




20UAPOVUAOUPIES: PNXaAVICHOC Spaonc

GLUT2 Sulfonylureas

KIR K*

)

Pancreatic C|3a2+ d
Voltage-gate
B Ce” 5 Ca?* channel
Cast

KokKia IVOOUAivNg




Yrmopovadeg unmmodoxEwyv
COUAPOVUAOUPIWYV

Y1rodox£ag couApovuloupiag opWONG OXNHATICHOC

SUR1: raykpeaTikd B-KOTTOPA, EYKEPAAQG

SUR2A: HUOKAPOI10, OKEAETIKOI MUEG
- SUR2B: Agiol pugg

Gribble FM. Diabetologia 2003;46:875-891, Ashcroft FM, Gribble FM. Diabetologia. 1999



: PNXAVICROS Spaong

2.0UAQPOVUAOUPIES

K+ ATP-
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Aiaulor K-ATP : PéAo¢ xai Karavopn

loroc/Ymodoyxeic

PuoioAoyiko OPATTEUTIKOC

B-kuTTapa / SUR1

Agiol pogg ayyegiwv
/| SUR2B

: AT1rokpion

gpEdioua gTO)X0C
Y1repyAukaiuia KAgioi1po diauAwv /
oT1o AlafnTn 12
YTrogia
=
YTtrocia MuoxaAaon
NeupodiafiBacTég > Ayyeiodla0ToANR




DaAPpHAKOKIVNTIK] COUA@OVUAOUPIWYV

Tolbutamide Chlorpropamide Acetohexamide Tolazamide

Tolbutamide Chlorpropamide Acetohexamide Tolazamide




DAPHAKOAOYIKA XAPOAKTNPICTIKA TWV
ATT0 TOU OTOHATOG UTTOYAUKOIHIKWYV

Glibenclamide Gliclazide Glipizide Glimepiride PetrayAividon

15-45

Metabolism Hepatic
oxidation
8% oupa

a1roBoARG 92%koTTpava

(mg)

EuéAikTn/
TTPOYEUMATIKNA



2ZUVEXNG TITWON AEITOUPYIKOTNTAC B KUTTAPOU
AVESAPTNTA PAPHAKEUTIKNGS aywyng(UKPDS)

Progressive Loss of p-cell Function —#— Sulfonylurea (n=511)
Occurs prior to Diaghosis —A— Diet (n=110)

—&—- Metformin (n=159)

=
=
c
8
sl
(4]
c
=
L
3
f.lﬁ
o

0 | T T
-5 0 1 2

Years since Diagnosis

T20M=type 2 diabetes mellitus
*B-cell function measured by homeostasis model assessment (HOMA).
Adapted from UKPDS Group. Digbefes. 1895, 44: 1249-1258,




UKPDS: AmmoTeAeopuankoTnTa Si1apopwyv

Ospameiwyv oty peiwon tng HbA,. < 7%

lvoouAivn :
> Voo ;
aoBevwy | ZOUAQOVUA. - !
l
|
I
- |
lvoouAivn -
I
[axuoapkol > OUAQOVUA. < :
|
- l
~ l
0.0 05 1.0




A traditional stepwise approach leads to
unacceptable delays in changing therapy

« Even with treatment, 61% and 63% of patients in Europe and
the USA, respectively, did not achieve recommended
HbA,. targets'
QAD +

Diet and OAD DAD 0AD CAD + rmultiple daily
exercise monotherapy  yptitration combination basalinsulin insulin injections

10
= 9
o
% g
B HbA, =7.0%
__________ HbA, =6.5%
6

Duration of diabetes

Adapted from Campbel® 1. Lighl A, et & Disbetologiz 2002455238
2. Saydah SH, e al JAMA 2004,291:335-42
3. Carnpbell M. Br J Gargliod 2000;7:625-31




EVTAaTIKOC EAEYXOC YAUKOIHIAG HE
OUVOUUOHO (PAPHAKWYV

Diet and 3
exercise OAD
monotherapy OAD
0 combinations

/ ”\’ OAD
up -titration

10 OAD + basal
insulin
Y, OAD + multiple daily
;@ 9 insulin injections
3 20
Sl
&l
/ ACTION
POINT:
Coporbe s i R A S T o <ol e N e SR T INLININSS - HbA,. = 7%
=g '
"""""""""""""""""""""""""""""""""""""" HbA,. = 6.5%
6

Duration of diabetes



AATOPIOMOZ IN'lA TH PYOMIZH THX
FAYKAIMIAZ
2TO AIABHTH TYNOY 2 TQN ADA/EASD

YyYIEIVOOIaITNTIKN
napeppacn + HETPOPHIVA

NMpooOnkn Bacikng MpooBnkn MpooOnkn
IVOOUAIVNG coUAgovuloupiag YAITaZovng
MO ANOTEAECUATIKT) NIYOTEPO aKpIfBn OX! unoyAukaiyia

ADA Clinical Practice Recommendations. Diabetes Care 2007



10 BHMA 10

AAT OPIOMOX (ADA-EASD)

Abbay Tponou Gudg *MeTpopum
E
Bagiwr ivoouhkivn

30 BHMA

Ahayt pdnou fung +Morpapuivn
¥

Bomwr neouuh v

Diabetes Cara Ygl 31, 12, Dac 2008



AAIOPIOMOZX (ADA-EASD)

KaAd agloAoynuéveg Beparreieg

AMAayr) Tpdnou wng +MeTpoppivn AlAayr) Tponov Zwig +MeTpoppivn
+ +
Bao Ivooulivn Evraniconoinpévn wo;\u)\l @zpancia
Alhayr) TpdNou Zwig +MeTpoppivn
4
ZouApovuloupia
20 BHMA 30 BHMA
AiyoTepo KaAd aglohoynpéveg Bepatreieg
i
1
1
i
: AN\ayii Tpénou Zwiq +MeTgoppivn ANyt Tpénou wic +MeTgoppivn
i + +
i zeee> | MoyAraZovn | ;> | NoyAmalovn
i : <Oyt unoyAukaipia 'x‘ : +
I “Qidnuia/KA Sl .
i P : Zouhpovuloupia
L. .
g
AMayh Tpénou Qi +Metpoppivn | :
E * AN\ayi) Tpdnou Jwig +Metgoppivn |
2eaeed | GLP-1 AayavioTigh SERERLTD 2 I
~Oxt unoyAukaipia .
Sheia Bapoue Baagikr) vaoulivn
aral Diabetes Care, Vol 31, 12, Dec 2008




AAIOPIOMOZX (ADA-EASD)

KaAd agloAoynuéveg Beparreieg

1o BHMA

g %

+

Baowxr) ivooulivn

»_.aayn Tpénou Zwing +Nﬂm~~§

AiyoTepo KaAd aglohoynpéveg Bepatreieg

AlAayn Tpénou Zuig +MeTpoppivn

+

\l‘_ povuloupia '/ ord|

20 BHMA

ANayry Tponou {wiig +MeTpoppivn
+

MoyAraldvn

<Oyt unoyAukaipia s

~0idnpa/KA
«OaTika kaTaypara

ANayn Tpénou Zwig +MeTgoppivn

+*

GLP-1 AQyawviaTég b
~Oxt unoyAukaipia
analeia Bapoug
Nauria/eperég

Alayt) Tpodnou Zaig +Merpoppivn
+
Evranikonoinuévn wo;\u&l Ozpansia

30 BHMA

ANayr) Tponou Zwiig +MeTgoppivn

+

MoyAralévn

+
ZouApovuloupia

AMayri Tpdnou Juig +MeTpoppivn
+
Baagikr) vaoulivn

Diabetes Care, Vol 31, 12, Dec 2(



lfNpoioTopia
COUAPOVUAOUPIWY

 The UGDP study

- 1970



University Group Diabetes
Program (UGDP)

Kapodioayyeiakn OvnrornTta (%)

Placebo 4.9
Tolbutamide 12.7
Insulin fixed dosage 6.2

Insulin adjusted dosage 5.9

(Meinert et al. Diabetes. 1970;19(suppl 2):789-830



University Group Diabetes Program

20 Part B. Cardiovasculor Causes

IVAR
ISTD

PLBO

GUMULATIVE MORTALITY RATE

YEARS OF FOLLOW-UP



«loropixn» Tiepiodoc:

Effect of intensive treatment with

sulfonylureas/insulin
in prevention of CHD in T2DM

the UKPDS...
1998



2 ouApovuhoupiec/ivaouAivy kar EMukrDds)

33 Lancet. 1998,352:837-853.)

4071 _ 2Upparikn Bepatreia (896)
— Chlorpropamide (619)
~ 30 1 — Glibenclamide (615)
= — Insulin (911)
=
= |
5 20
c
Q
©
= 10 -
O
N
O -

0 3 3] 9 12 15
Years after randomization



2 XETIKOG Kivouvog 1° EM avaloya

HE avTIoIaBnTIKN Oepanmreia

OR 2.32
[1.48-2.64]
2.5 OR 2.08 OR 1.36
[1.77-2.45] [0.93-1.99]
2 OR 1.37
[0.84-2.22] LIC
1,5- | M Glib
1 B Tolb
H Glicl
g e
.2 M Glimp
0

C Glib Tolb Glicl Glimp

(Johnsen SP, et al. Am J Ther. 2006;13:134-140.)



Ovnréomra 30 nuepwyv pervd EM avaloya
HE TV avridiafBnnikny Ocpancia

OR 1.29 OR 1.0
[1.00-1.67 [0.53-1.90]
124

B S v |
. B Controls
: B Glib/Tolb
0.4 B Glic/Glim

0.2 B P S BT il

0 y y ey

Controls Glib/Tolb Glic/Glim

(Johnsen SP, et al. Am J Ther. 2006;13:134-140.)



2ZTE@aviaiol Oavarolr avaAoya peE 1o €idog Tou
EKKPITOYWYOU OE CUVOUAOHO HE HETPOPHIHNVN
(Florence Register)

1 Gliclazide/

Glimepiride
E OR 2.09
£ on- [1.07;4.11
| Glibenclamide

Time {(Mmonths)

Monami M, et al. Diabetes Metab Res Rev 2006:2:477-82



Mnxaviouoi opaong yAINeEmIpIionS

AAAS

Glimepiride

Glimepiric

szf

Sulpho

___Receptor

So What ??

V Anovuocia urtopovadac 65kDa oto kapdloayyeloko cuoTnHO

Aodaléotepn n xopnynon os atopa vPnAov kopdlayyetakol Kivéuvou



Movadikog TpoTmog dpaong

2UVEXOMEVOG HNXAVIOHOG 0N &
off

* AIOQOPETIKA ONUEia oUVOEONG OTOUG
utTod0oXEig TwV B-KUTTApWYV

* 2,5 @opég peyaAuTepn ouvdeon HE
TOUG UTTOO0XEiG TOU KavaAiou KaAiou K
ATP TnG KUTTOPIKNG HEUBPAVNG

» 8-9 popég TaXUTEPN ATTOOUVOEDT
a1rd TOV UTTodOoXEN

Sulfonylurea

SU
Receptor

Other Sulfonylureas

Glimepiride

Sulfonylurea
Receptor

K+

R-cell
membrane

K+ | Katp channel

ATTIOTEAEZMA : 24 Gpeg yAUKAIPIKOG EAEYXOC HE HEIWHEVO PITKO UTTOYAUKQIUIOG




KaraoroAn ekxpiong ivooulivng Kara
Tnv aoxknon. FAuempion vs
vAIBevkAauion

Hl NoOoO Exercise BB Exercise EB No Exercise B EXxercise



EmTuy)Xavel EAeyXo YAUKAIUiag HE AIYOTEPN
TMOCOTNTA IVOOUAiIvVNG

1057
8_
EvSoyevn ekpion ¢ Gliclazide
IVOOUAivNng Glipizide 180 p gkg Glimepiride
(nu/ml) 4= 180 1 glkg PO (n=14)
PO (n=13) 90 p g/kg
PO (n=16)
0.07 0.03
PI.BG PLBG
Meiwon yAukélng
oTo aipa (%)
[i55=
207
25—  Ta upnAd eningda 1voouAivng e aAAeg couApovuloupieg gival ungvBuva yia

Mpowpn dsuteponabdn aocToyia
YWYnAo kivduvo TnG unoyAukaigiag
KapdiayyelakEG eNINAOKEG

Diabetes Research & clinical practice 28 suppl. (1995) S115- S137



H FAipempidn anoxa®iord tnv @uoiocAoyixi

aneAcvOépwon Ivooulivng

METOYEUMATIKA:
25% augnon
IVOOUAIVNG YEUUATOG

VvNOoTEia:
Aev TTapatnenonkav KAIVIKG ONPAvVTIKES
QUENOEIC TNG IVOOUAIVNG vNOTEIiag

80m

N w B
o o o
] ] n

Insu in Secretory Response (LLU/mL)
=
S

"
Nondiabetic Patients _

2
Patients with type 2 diabetes :

Pamaryl once a day _
i |

Mealtime qp‘

Pamaryl helps regulate R-cell secretion of insulin under appropriate physiological

conditions including dietary pattern and activity leveli-4.6:

aoknon: N
PEpvel TNV ATTAVTNON OTNV AOKNON TTI0 KOVTA  ~T 5 o e o 7 ¢
OTO QUCIOAOYIKO Ry

R Annals of Pharmacotherapy 1997;31:671-676.

Gabriel. E . Sonnenberg



MOAVOAOYOUHEVEG ESWTTAYKPEATIKEG
Opaoceilg YAIHEMIPIONG

UEvaiodntoTtrointiki dpdon TG IVOOUAivng
aucavel Tn dpdon TNG IVOoOUAivnG 0TOUG
UTTOOO0XEIC TNG MEMPBPAVNG

LIvoouAIvouIuNTIKO ATTOTEAECUO
aucAvel ToV ApIBUO TwV UTTOOOXEWV HETAPOPAC
NS MAUkGInG (GLUTA4)

U Aoukayovo
[MpokaAei eEAATTWHEVN ATTEAEUBEPWONG YAUKAYOVNG

HE ATTOTEAECHA TNV

AIJETTIPIONEE o N
i Plazma
\’/ mermbrans
& G|L.I{{:-S'E'.'
Lowy denszity % g
misroseme a ; i
k } £ _.'E

.

GAOLKOYDIIOT VODDALIME



NMAeOVEKTNHATO YAIHEMIPIONG EVAVTI
AAAwWV COUA@OVUAOUPIWY

e Mia d0on nuepnoiwc

e [MoAU yaunAocg Kivéuvoc UTtOYAUKOLLLLOLG

e AocdaAEoTEPN OTN MAPOUGCLA KOPSLOOYYELOKAG
vooou(SU-receptor —ve)

 H mepidpepikn 6paon «eEOLKOVOUEL» EVOOYEVI LVGOUAiIvVN

e AodalEoTEPN OTN XPNON ATIO LOKOUMEVA ATOMOL



AAIOPIOMOZX (ADA-EASD)

KaAd agloAoynuéveg Beparreieg

AMayi Tpénou Zwig +MeTgpoppivn AMayi Tpdnou Zwiig +MeTpoppivn
Hen epvmon: :wm\ GouAivy :wwmnunntvn lvo;wmmh
AlAayr) Tponou — :
N E AlAay Tpdnou Zwiig +MeTgpoppivn
MeTpopyivn E :omwmwpiu
1o BHMA E 20 BHMA 30 BHMA

NiyoTepo KaAd aloAoynpéveg Beparreieg

ANayry Tponou {wiig +MeTpoppivn

mmmmm

+
g+==> | MoyAraZovn
: <Oy unoyAukaipia
¢ -Qidnua/KA
. 00Tk KaTdyyaTa

ANayn Tpénou Zwig +MeTgoppivn S

5 * ANayri Tpdnou Zudg +MeTpoppivy
2:eaed | GLP-1 Aaywwviotigb + ‘
<Oyt unoyAukaipia .
~analeia Bapoug Ib""_ e — _I
Nauria/eperég

Diabetes Care, Vol 31, 12, Dec 2008



2OYADPONYAOYPIA - TAITAZONH

» 10 amoteleauaTIKn >
»'pnyopo amotéleca >
» Oy otdnua, ovopio, KopOtokn >

OVETAPKELD, CTUAVTIKY] avENGTM BApOVG

> Aev amoTeiTon TOKTIKOS NIATIKOG EAEYYOC >
»> Xounid K06TOC >
» Oyl 06TIKA KOTAYLOTOL >

>

» [Ipoxadovv vwoyAvkKaiuieg



AATOPIOMOZX (ADA-EASD)

KaAd aglohoynuéveg Bepartreieg

AMays) Tpdnou Zeng +MeTpoppivn AMayn Tpodnou Zwig +Merpophivy
+
Mz ) Sidyvaon: *
Bacikh woouhivn Evramconoinpévn IWXIMI 8zpancia
AlAayr) Tponou e
! Alayi Tpénou Zwig +MeTgpoppivn
+ : .
MeTpoppivn i ZouApovuhoupia
10 BHMA i 20 BHMA 30 BHMA
AiyoTepo KaAd aﬁlo)\ovnpévagl OepaTreieg
] AMayr Tponou Lwiig +MeT@oppivn AMayr) Tpdnou Juxig +MeTpoppivn
: + +
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NMPOBAHMATIZMOI

Eival ikava va ototnpovv Tig 0pacels Tovg
LOKPOYPOVIU;
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2OYANOPONYAOYPIEZ - AKAPBOZH

2" ypappne. Koia alrohoynuéveg
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ITw amotereopnaTIKES

Xopriynon pic popa

Xaunio K06Ttog

MnOoapvES YOOTPEVTEPIKES
owaTapayég

IIpokaAovv VTOYAVKOINIES KL
avénon Papovg

Agv Tepriopfavetal otov
aiyopiOuo

AVYOTEPO OTOTEAEGUOTIKN

Xopnynon o€ KGO yevuo

Yynio K06TOG

IIpokoAel YOOTPEVTEPIKES
oLaTUPOyES

AEV TPOKUAEL VTOYAVKOLIIO GE
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Ocpameies.

I amoTeELECNOTIKES

Xopnynon pia gopa

XaunAio K06Tog

IIpocoyn oe NA

IpoxkaAiovv vrOyYAVKOLNIES KOl
avénon papovg

e Agv meprioppavovror otov
aAyopiOpo

e  AlY0TEPO OMOTELECUUTIKEG

e Xopnynon o€ Ka0g ysoua

* Yynio k06T0g

*  Xopnyovvror o€ Nma-péTpro NA

IIpoKkaAoVV VTOYAVKOLHIES KO
avénon tTov Papoug



KateuOuvTnpieg odnyiegc ZA2 NICE 2009 (UK)

Guidelines avnidiaBnTiknc aywync
NICE 2009

= o Bnua: Metformin + Yyienwodiammnkn aywyn
| Eav A1C>6,5%
= 2° Bnua: -MNpooconkn Sulfonylurea n
-Ipooonkn avactohéa DPP-4 i TZDs (sav n
Sulfonylurea dev ival aQvekTr) I avTEVOEIKVUTOI
N UTTApXE! KivOUVOC UTTOYAUKQIPIaZ)
| EavA1C=75%
= 3° Bnua: 2Ttov ouvduaoud Sulfonylurea + Metformin
-MpooBnkn avactoAéa DPP-4 R TZDs
N GLP-1 pipnmko R
-MNMpoocBnkn Baoiknc moouihivng (NPH i Bpabo
avaihoyo) n O1paciknc voouAivng OIC
nuepnoiwg (Edav HbA1c= 9.0%)

BM.J 2009;338: 1668



American Association of Clinical Endocrinologists:
Algorithm for Patients with T2DM

Drug-naive patients
HbA1c 6.0-7.0% Metformin, TZD, secretagogues,
DPP+4 inhibitors, a-glucosidase inhibitors

HbA1c 7.0-8.0%
Secretagogue + metformin, TZD, or a-glucosidase inhibitor
TZD + metformin
DPP-4 + metformin or TZD
Secretagogue + metformin + TZD
Fixed-dose combinations
Insulin

HbA1c 8.0-10.0%
Address fasting and postprandial glucose levels

HbA1c >10.0%
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Patients currently
pharmacologically Exenatide may be combined with oral therapies in patients
treated not achieving goals

DPP-d=dipeptidy peptidazse-4; T20M=type 2 diabetes mellitus; TE0=thiazalidine dione
AACE Diabetes Mellitus Clinical Fractice Guidelines T ask Force. EpdocrPraet. 2007 ; 132 (Suppl 17: 1624,




OepameuTIKOG aAyopiOuog Kavadikig
AlaBnToAoyikng ETaipeiag

OcpamevTikdg alAyopiBpog orov LAIL{Guidelines)
Canadian Diabetes Association 2008
Khwikn exripnon ZAl

erwvoBio
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1. ®appoko 1" gmioync petd ™y Met@opuivy (0mTOTEAEORATIKOTNTA:
! HbAlc: 1-2% — ac@drer)

2. 20vovaonot: SU + Met@oppivny

SU + I'rtalovn

SU + Metgoppivn + I'rtalovn

SU + Metgoppivy + SIT (Januvia)/ SU + VIL (Galvus)

SU + Metgoppivy + EEgvation (Byetta)




O1 di1aBnTikoi 8&v gival 6Aol idiol

H ayoyn Tov Aweptn wpémer va e€oTopIKEVETOL
COUPOVO, IE TIC OVAYKES KOl TOV TPOTO CONS TOV
oLuPNTIKOV

Ala@opeTIKOI 000eVEIG. AIOPOPETIKOI TPOTTOI
CwNGS. AIAPOPETIKA PAPMAKO




NMNépav WG TWV aAyopiOpwyv o KaBe
I0TPOG £XEI TNV AMOAUTH €UuOUVNn TNG
XOPNYNOoNG KATA TNV Kpion ToU TNG

A€oV opONGg Kal aoc@PaAoug
POPHAKEUTIKNIC OYWYNG OTOV KGbe
aocBevn Tou
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