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After adjusting for baseline characteristics and management of ACS,
diabetes was associated with a 78% higher mortality in UAINSTEMI and
40% higher mortality in STEMI than the absence of diabetes

Donahoe SM, ot al. JAMA. 2007 :298:765-T75.
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Umpiemez GE, et al. J Clin Exndocrinol Miatah. 2002;87:978-952.



Meoa ookyapa voonAeiog aobevwy pe OEM voonAsuojevwyv o€
kapo/kes MEO kail end points PETA TO Ep@payla: YImopyer U=

Shiaped GUCYETION;
TIMI Study

®» De=ath

F = 0.001 for each endpoirg 7 Desth orrecument b

Dezth, recurent bl or CHF
14 - 120

=t
-

03 0.0 10.2

Endpcirt =t 20 days (%)
=

o MR @m0

=51 E“I—EIEI 1I:II:I—125 125—1-1!3 “IEEI—“IEIEI =1

EBlood glucose lewel [rgidL)
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Metabolic stress response
+ Stress hormones and peptides

+ Glucose
+ Insulin j

¥

Immune dysfunction + FFA +Reactive O; species +Platelet aggregation
+ Ketones f

+ Lactate + Transcription factors +tPA activity

+ Seconda

Infection dissemination mediators +PAl levels

Cellular injury/apoptosis
Inflammation
Tissue damage
Altered tissue/wound repair
Acidosis
Infarctionfischemia

Prolonged hospital stay
Disability
Death

Prakash Deedwania et al, Circulation 2008;117:1-8



D OldBNTIKOG ENPPAYHATIOG OTHV KAPOIOAOYIKN MEO
Ta epwTnuOTIKA

< Yapxouv d1a@popeg oTnV KapdioAoyikn
QVTIMETWTTION TWV ENPPAYHATWYV MUOKAPOIOU OTIG
MEO® petagu diaBnTikwyv Kal pn; Yrapxouv diapopEg
OTIG KATEUOUVTAPIEG OONYIEG;

“* Moieg o1 dilaopég oTnVv avTiyeTwTTion Twv STEMI
Kal non STEMI diaBntikwyv aocBevwy oTi¢ MEO;

< Eival ocan Ta evidence utrép auoTnpnS YAUKAIMIKAG

pUBuIoNg Twv diapnTiIkwy pe E.M oTig MEO; Noia
gival Ta OpIO AUTAG TNG AUCTNPNG VAUKalpu(ng
pPUBMIONG KAl TTO0O0 AC@AAR gival;

< Ta GIK dlaAUpaTta €xouv Beon kal 0peAog oTNV
OVTIMETWITION TOU EN@pPaAyHaTia diaBnTikou
ao0evoug;

AlaBnToAoviko Kevipo TClaveiou I.N. lNMeipaia
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