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2Toxoc: H kara 1o duvaTov
apioTn HETABOAIKN
pUOUION HE TIC AIYOTEPEC
UNOYAUKGAIHIEG




MeyaAuUTEpPOC KivOuvoc OavaTou yia acOeveic pe ZA kai
EVav Nnapayovra Kiviuvou EvavTi GTOH®WV HE TPEIG
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Risk factors

*Serum cholesterol >200 mg/dl, smoking, systolic blood pressure >120 mmHg
Adapted from Stamler J et al Diabetes Care 1993;16:434-444.
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ZA ka1 abnpwparwon

¢ MpwigoTepn
¢ ZUYVOTEPN
¢ MePICOOTEPO EKTETAUEVN, S1aXuUTN

@ Mg XEIPOTEPN NPOYVWON



AnoTteAécpara MeAETOV EVTATIKNAC Bepanciac

‘Ovoua DCCT UKPDS KUMAMOTO |STENO 2
HEAETNG
HbAlc 1 2% 1 0.9% 1 2% 1 0.5%
Aup/0sia 1 63% 117-21% 1 69%
NepponaOeia 1 549 1 24-33% 1 70%
Neuponabsia 60% - -
Newponéoec |
Makpo- 1 41% 1 16% -
ayyeionadsia




HbA, levels achieved in the conventional vs
intensive groups of major trials
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Relative Risk

DCCT: Relationship of HbA, _to risk
of microvascular complications

e Retinopathy

Nephropathy

Neuropathy

HbA, (%)

Skyler. Endocrinol Metab Clin 1996;25:243-254
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UKPDS 80, N Engl J Med 2008;359:1577-89
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G Death from Any Cause
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UKPDS: 10 &Tn pe peinon HbA1c xara 0,9%

8,5 £Tn XWPIG

1997 2007

TeAika onyeia RRR 12% 9%
zA p 0,029 0,04
Mikpo- RRR 25% 24%
EMINAOKEG D 0,0099 0,001
Epgp. Muok. RRR 16% 15%
D 0,052 0,014

OvnroTnTa RRR 6% 13%
P 0,44 0,007

UKPDS 80, N Engl J Med 2008;359:1577-89







MeAéTn STENO-2

® AiaiTa ka1 acknon
® HbAlc < 6.5%

® AvTIgeTONION UNEpTaong. Al < 130/80
mmHg. 1n emAoyn AMEA

® MikpoAsukwpatoupia: NMpoodnkn AMEA n AT1
ANOKAEIOTEC aveEapTnNTWG All

® AucAimdaipia: AtopBaocTarivn yia au§. XoA. 1
HIKTN ungepAImoaiia, QIunpaTeg yia aus. TpiyA.

® Aiakonn KanviopaTog
® Xopnynon aonipivng



ZXETIKOG KIVOUVOG ELPAvIOTNG eMMAokwyv A

ZXETIKOG Kivduvog

EminAokn (95% CI) Tiun P
NepponaOeia 0,39 (0,17-0,87) 0,003
Au@iBAnoTpo- 0,42 (0,21-0,86) 0,02
g10onabeia
Nevponabeia 0,37 (0,18-0,79) 0,002
auTovoHou N2
Nepipepiki) 1,09 (0,54-2,22) 0,66

veuponabsia

2,5

o
0,0 0,5 1,0 1,5 2,0
EvTaTikonoinuevn ZUHBATIKA
Oepaneia Oepaneia

Gaede et al, N.Engl.J.Med. 2003, 348: 383-393




g Composite Endpoint of Death from CV Causes,
: Nonfatal M1, CABG, PCI, Nonfatal Stroke,
Amputation, or Surgery for PAD: STENO-2
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Geede P et al. N Engl J Med 2003;348:383-393.



Steno-2. Number needed to treat (NNT)

® ApiOuoc acBevmv pe ZA TUNOU 2 Kal
HIKPOAEUKWHUATOUPIA MOV Eival anapaiTnTo va
OepansuBei yia 13 xpovia yia va anoPpeuxei Evac

e OavaTog 5 aoBeveic
- Kapdiayysiakog 6avatoc 8 aoOeveiq
» Meilov kapdiayyeiako eneicodio 3 AOOEVEIG
» EEENIEN o vepponadBeia 5 aoBeveic
e AipokaBOapon 16 aoBeveic
e Oepaneia au@/0zciag pe laser 7 aoBeveig

Gaede et al, N Engl J Med 2008;358:580-91



O oToxoc Tnc HbAlc < 7,0%
OEV NPENEl va
gykaTaAs1pOei, 01011 Oa
Xalouv Ta opPEAN ano Tnv
BeATIOON TOV
HIKpOAYYEIONAONTIK®V
ENINAOK®V
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ANANZ: TTpOyVWOTIKOG OEIKTNG KAPOIAYYEIOKWYV

ETTEICOOIWYV OE ACUUTITWHATIKOUG O1afBNTIKOUG aBeveig

Event-free survival
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0.8 0=0.03
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Valensi et al., Diabetes Care, 2001



== With nephropathy
= Without nephropathy

Stroke (%)

| | 1
14 16 18 20
Duration of diabetes (years)




HbA1c OTIC PEAETEC
MeAETn ZTOXOG EnITeEUXOnke
DCCT (1993)B <6,05% 7,1
UKPDS(1998),(rc) <108 mg/dl 160,2 mg/dI
STENO 2 (2003) <6,5% 7,6%
ACCORD (2008) <6,0% 6,4%
ADVANCE (2008) <6,5% 6,4%
VADT (2008) <6,5% 6,9%
BARI 2D(S,2009) <7,0% 7,0%
BARI 2D(P,2009) <7,0% 7,5%
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MeAéTn ACCORD

¢ 0 au&npevoc Kivouvog Bavartou
naparnpnonke oroug acOeveic (opada
EVTATIKNG OEpAn&iac) oTouc onoioug

® H HbAlc nrav >7,0% ka1 o1 <7,0%

® H HbA1c d€v eAaTT®ONKE ano Tnv

apXIKn TIYN katd Tnv diapkeia Tou lou
XpOVOU

¢ H avaAuon 0gv npoodiopilEl TIC AITIEC
TOU au&nuEvou Kivouvou



IaTpikn BACGICHEVN OTIC
anodsi&sic (Evidence
Based Medicine)
EvavTi KAIVIKNC EUNEIPIAC



AvTIOTAOEITE......

M. Katoapoc
KaTa Zadoukainv’’



A&loAoynon anodsiEewv kata ADA

Recommendations are assigned ratings of A, B, or C, depending
on the quality of evidence.

Expert opinion (E) is a separate category for recommendations
in which there is as yet no evidence from clinical trials, in
which clinical trials may be impractical, or in which there is
conflicting evidence.

Recommendations with an “"A” rating are based on large well-
designed clinical trials or well-done meta-analyses. Generally,
these recommendations have the best chance of improving
outcomes when applied to the population to which they are
appropriate.

Recommendations with lower levels of evidence may be
equally important but are not as well supported. The level of
evidence supporting a given recommendation is noted either as
a heading for a group of recommendations or in parentheses
after a given recommendation.



AvaykKn yia HEAETEG

¢ ZWOoTO OXEOIAOHO
¢ Xwpic Tnv napeppBaon
(PAPHAKEUTIKNG ETAIPEIAC

¢ Ikavn oraTioTikn duvaun (9.000
aoOEeVEIC)

¢ Alapkela peAeTng: 10 €mn
¢ NMpwTOYEVNG NPOANYN



Diagnosis |

!

| Lifestyte Intervention + Metformin |

Add Hmal 'IHEI.:I"I'l Add Sulfonylunes Add Glilazone
MEI:FITB-::I:IW - Least expansive - No hypaglycemia
e}~ e e el Crer D] b e e
[ intonsity Insulin® | [Add Gitazone® | Acd Basal insulin® | | Acd Suifonyturea

NoJ . Catcar > —[Yer T
Add Basal or Intensify Insulin®
'.‘_.___._,_n—'

: Intﬁnslw-n insulin + Matformin +/- Glitazone J

Pl Bl o

Nathan DM, Buse JB, Davidson MB, Heine RJ, Holman RR, Sherwin R, Zinman B: Management of hyperglycemia in type
2 diabetes: a consensus algorithm for the initiation and adjustment of therapy: a consensus statement from the American
Diabetes Association and the European Association for the Study of Diabetes. Diabetes Care 29:1963-1972, 2006



Tier 1: Well validated therapies

Lifestyle and Lifestyle and met +
met + basal insulin intensive insulin

Lifestyle and
met + SU?

Lifestyle and
met + pio

Lifestyle and met

r—> . >
: prSeariia | | + pio + SU?
: Bone loss ; ‘¥:
! I
: Lifestyle and met ,‘:
L-» + GLP-1 agonist® ST Lifestyle and

No hypoglycaemia
Weight loss
Nausea/vomiting

met + basal insulin

aSUs other than glybenclamide (glyburide) or chlorpropamide. PInsufficient clinical use to be confident regarding safety.
Met=metformin; Pio=pioglitazone; SU=sulfonylurea
Nathan et al., Diabetes Care 2008 [Epub]



AAyopi0uoc: ogipa 1n

¢ EniTeuEn YAUKAIHIKOU OTOXOU

¢ KaAUTEPA TEKUNPIWHUEVEC EPYUCIEC
¢ NMEPICOOTEPO ANOTEAEOHATIKEG

¢ MEIWHEVO KOOTOG

DIABETES CARE, VOLUME 32, NUMBER 1, JANUARY 2009

EAA. AIABHT. XPONIKA 21, 4: 239-266, 2008




H evraTikn Oepansgia anoTeAEi
TOV KAGAUTEPO TPONO
AVTIHETOMIONG TOU
Zakxapwon Aiapnrn

210X0C: H kara To duvarov apioTtn
HETABOAIKN pUOUION HE TIC
AIYOTEPEC UNOYAUKQAIHIEG




ZUHnNEpaocpHaTa

® AVAOKONNIKEG, NPOOMNTIKEG HEAETEG Kal N
eMONMIOAOYIKI avaAuon Toug dEiXvouv OTI O
oToxoG TnG HbAlc pnopei va gival 600 nio
KOVTO OTIC (PUCIOAOYIKEC TIHEG

¢ MNpwiun emOeTIKN Ogpaneia oTov ZAT2

¢ ZTtov ZAT1 0 KivOUVOC UNOYAUKQIHIAG EXEI
eAATTWOEI

0 gTOXO0G YIa TNV NMAEIOVOTNTA TV
CITO|.I(0V npsnsl va givas

HbAlc <6,5%



Evyapioro yia
Y TPOGOYH GOG
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