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¢ BaOpog YAUKAIHIKOU EAEYXOU
¢ YnoyAukaipgika eneicodia

¢ Kapdiayyeiakog Kivouvog
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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
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Tier 1:  Well validated therapies
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Reinforce lifestyle interventions every visit and check HbA,; every

3 months until HbA,. is <7% and then at least every 6 months.
The interventions should be changed if HbA,- is 27%

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]
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ADA-EASD Consensus Algorithm for T2DM
The ADA/EASD algorithm’s goal is to achieve and maintain HbA1c levels of <7%.  The well-validated core therapies represent the preferred route.
Tier 1: well-validated therapies
Step 1: lifestyle intervention and metformin
Lifestyle interventions remain an underlying theme for the management of type 2 diabetes mellitus; however as most individuals fail to achieve goals with lifestyle intervention alone, metformin should be initiated concurrently at diagnosis. 
Step 2: additional medications 
If lifestyle intervention and maximal tolerated doses of metformin fail to sustain goals, another medication should be added within 2–3 months of the initiation of therapy or at any time when HbA1C goal is not achieved.  The consensus is to choose either insulin or a sulfonylurea (SU).
 Step 3: further adjustments 
If lifestyle, metformin, and a basal insulin or SU do not result in glycaemic control, start or intensify insulin therapy: insulin secretagogues (SUs or glinides) should be discontinued, or tapered and then discontinued, since they are not considered synergistic with insulin. 
Tier 2: less-well validated therapies
In selected clinical settings, the second tier algorithm may be considered. When hypoglycaemia is particularly undesirable, the addition of exenatide or pioglitazone may be considered (rosiglitazone is not recommended). If weight loss is a major issue and HbA1c is close to target (<8.0%), exenatide is an option. If these interventions are not effective in achieving target HbA1c, or are not tolerated, addition of an SU could be considered. Alternatively, tier 2 interventions should be stopped and basal insulin started.
Reference
Nathan et al. Management of Hyperglycemia in Type 2 Diabetes Mellitus: A Consensus Algorithm for the Initiation and Adjustment of Therapy. Diabetes Care 2008 [Epub].
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¢ EnITEUEN YAUKAIHIKOU OTOXOU

¢ KaAUTEPA TEKHNPIWHEVEG EPYACIEG
¢ MNMePIOCOTEPO ANOTEAECHATIKEG

¢ MEIWMPEVO KOOTOG
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Natural History of Type 2 Diabetes
This time slide shows changes in glucose uptake and beta-cell insulin secretion beginning in the prediabetic states of obesity and impaired glucose tolerance (IGT). 
Typically, type 2 diabetes begins with obesity and a period of impaired glucose tolerance before symptomatic diabetes is diagnosed. Ultimately, type 2 diabetes can reach the stage of uncontrolled hyperglycemia when beta-cells fail to produce insulin.
The top chart shows the changes in fasting and postprandial plasma glucose and at the bottom are the changes in insulin function and insulin resistance.
In the prediabetic state, insulin secretion rises to compensate for insulin resistance. During obesity, and even in the early phase of the IGT, hyperinsulinemia sufficiently controls plasma glucose levels to keep postmeal and fasting glucose at the normal level, below 125 mg/dL. (DeFronzo, 1992)

--- your beta cell fxn
As you get more diabets  the b cells fail
F the beta cells do not fail then you might not get diabetes
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AtaTpopn

¢ MNa kavovikoU Bapoug
->1000epuIOIKEC OIAITEC

¢ Na ungpBapouc —NaxuoapKouG
- diaITec aduvaTiopaTog



AvnidiaBnTika dioxia

Meioon
HDbA -
Aywyn (%) MAeovekTRHATA MeiovekTRpaTa
MeTpopHivn 1.5 XapnAo k0oT1oG, dev FaOTPEVTEPIKO, YAAAKTIKN
au&avel To Bapog o&cwon
ZoUuApovuloupi 1.5 XapnAo k0oTOG AUEnon Bapouc,
£G unoyAukaipia
FAITaloveg 0.5-1.0 BeATIOVOUV AUEnon Bapouc uwnAo
AIMISAIgIKO NPOoWiA KOOTOC, KOTAKPATNON UYP®V
AvaoTOAEiG a- 0.5-0.8 Aev auiavel To Bapoc lAoTPEVTEPIKO, UPNAO
vAukoo18daong KOOTOC, 3(POPEC/NHEPT
GLP-1 0.5-1.0 Mseinon Bapoug EVEgINN, vauTia, uPpnAo
KOOTOG, HIKPN EMNEIPIa
FAIvideg 1.0-1.5 Mikpn diapkeia Y@nAo k0oTOG,
dpaong 3popig/npépa
MpapAiviTion 0.5-1.0 Mseiwon Bapoug EvEgipn, uPnAo KOOTOG,

3popeG/nUEpa, HIKpN
EpNeIpia




Mnxaviopog dpaonc Twv d1a0ecIpwWV
dappakwyv yia Tn Oepansgia Tou T2DM

Avaloyo Tou GLP-1 (eevaridn evéoiun)

BeATiwvel TRV €KKPION IVOOUAIVNG TTOU £€apTATal ATTO TN DPP-4 avaoTo)\aig

YAUKOQN, KaTaoTEANAEI TV €KKPION TNG YAUKAyOvNG,

EMPBPaduvel TN YAOTPIKN KEVWON

Mapareivouv Tn dpdon Tou GLP-1, digyeipouv TnNv
€KKPION TNG IVOOUAIVNG, KATAOTEAAOUV TNV EKKPION TNG
yAukayovng

Aryouavidn (peT@oppivn)

atrd 10 ATTOP KAl augavel TNV
TPAoANYN YAUKOENG

EAatTwver TRV TTapaywyr TG YAUKAZng

FAITadoveg
Auédvouv Tnv TpéoAnyn TNG

YAUKOCNG OTOUG OKEAETIKOUG PUEG
Kal EAATTWVOUV TN AITTOAUCH OTOV

20UAQOVUAoOuUpiEg
Au&dvouv Tnv €KKpIon TNG
IVOOUAIVNG aTTO TO TTAYKPEATIKA [B-
KUTTapa

MeyAITIvideg

Au&dvouv Tnv €KKpIon TnNG IVOoUAivng

atro Ta B-KUTTAPA TOU TTAYKPEATOG

NTTwdn 1016

* AvaoToAgig a-yAukooi1ddong
KaBuoTepouv Tnv attoppo@naon Twv
udaTavlpdkwy atrd TO EVTEPO

DDP-4=81mremmOUAIKA TTETITIOA0N-4; GLP-1=11€TTi®I0 TTOU AOoIAdel pE T YAuKayovn-1; TRDM=cakyxapwdng diaBrtng TUtrou 2
Mpocappoyn amé Cheng AY, Fantus IG. CMAJ. 2005; 172: 213-226.
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Φαρμακολογικοί Στόχοι των Διαθέσιμων Φαρμάκων που χρησιμοποιούνται στη Θεραπεία του T2DM
Ο αριθμός των αντιυπεργλυκαιμικών φαρμάκων για χρήση είτε μεμονωμένα, είτε σε συνδυασμό είτε με ινσουλίνη έχει αυξηθεί πρόσφατα και περιλαμβάνει παράγοντες με πολύ διαφορετικούς μηχανισμούς δράσης.1  
Ο κύριος μηχανισμός δράσης των διγουανιδών (π.χ., μετφορμίνη) είναι η ελάττωση της παραγωγής της γλυκόζης από το ήπαρ κυρίως ελαττώνοντας τη γλυκονεογένεση και σε μικρότερο βαθμό αυξάνοντας την πρόσληψη της γλυκόζης από τους σκελετικούς μύες.1
Οι σουλφονυλουρίες (SU, π.χ., γλιμεπιρίδη, γλυβουρίδη) και οι μεγλιτινίδες (π.χ., νατεγλινίδη, ρεπαγλινίδη) διεγείρουν την έκκριση ινσουλίνης από τα β-κύτταρα. Οι SU προσδένονται σε ειδικό υποδοχέα της κυτταρικής επιφάνειας και προκαλώντας μεταβολικές αλλαγές που προάγουν εξωκύττωση των κυστιδίων που περιέχουν ινσουλίνη. Οι μεγλιτινίδες προσδένονται επίσης στον υποδοχέα SU με παρόμοιες επιδράσεις αν και με σχετική άμεση και βραχεία διεγερτική επίδραση.1  
Οι αναστολείς της α-γλυκοσιδάσης (π.χ., ακαρβόζη) δεν έχουν ως στόχο κάποιο ειδικό παθοφυσιολογικό έλλειμμα στο σακχαρώδη διαβήτη τύπου 2. Κυρίως δρουν αναστέλλοντας την α-γλυκοσιδάση και άλλα ένζυμα των ψηκτροειδών παρυφών του εντέρου που είναι υπεύθυνα για τη διάσπαση των ολιγοσακχαριτών και των δισακχαριτών σε μονοσακχαρίτες που είναι κατάλληλοι για απορρόφηση.1
Οι θειαζολιδινεδιόνες (π.χ., ροσιγλιταζόνη, πιογλιταζόνη) δρουν αυξάνοντας την ευαισθησία στην ινσουλίνη ειδικά σε περιφερικούς ιστούς. Προσδένονται σε ειδικούς πυρηνικούς υποδοχείς στα λιπώδη και στα μυϊκά κύτταρα προάγοντας την έκφραση διαφόρων γονιδίων που εμπλέκονται στο μεταβολισμό των υδατανθράκων και των λιπιδίων.1   
Το πεπτίδιο που ομοιάζει στη γλυκαγόνη-1 (GLP-1) είναι μια ινκρετίνη που εκκρίνεται από κύτταρα του εντέρου ως ανταπόκριση στην πρόσληψη τροφής, προάγοντας τη δραστηριότητα των παγκρεατικών νησιδίων. Αντίθετα με τους άλλους παράγοντες που περιγράφονται εδώ, τα ανάλογα του GLP-1 (συμπεριλαμβανόμενης της εξενατίδης) δεν είναι διαθέσιμα για χορήγηση από το στόμα και πρέπει να ενεθούν.2 
Αναστέλλοντας την διπεπτιδυλική πεπτιδάση-4 (DPP-4), οι αναστολείς της DPP-4 όπως η βιλδαγλιπτίνη παρατείνουν τη δράση του GLP-1 για να διεγείρουν την έκκριση ινσουλίνης και καταστέλλουν την έκκριση γλυκαγόνης ως ανταπόκριση στη γλυκόζη.2

Βιβλιογραφία
1.	Cheng AY, Fantus IG. Oral antihyperglycemic therapy for type 2 diabetes mellitus. CMAJ 2005; 172: 213-226. 
2.	Drucker DJ, Nauck MA. The incretin system: glucagon-like peptide-1 receptor agonists and dipeptidyl peptidase-4 inhibitors in type 2 diabetes. Lancet 2006; 368: 1696-1705.  
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Risk of Cardiovascular Events and All-Cause Mortality in
Patients Treated With Thiazolidinediones in a Managed-
Care Population (Circ Cardiovasc Qual Outcomes 2010;3;538-545)

Table 3. Event Rates of GV Outcomes and All-Cause Death in Table 5'_ Cox Proportional Hazards Models for H'S_k of
Matched Patients Composite Event_uf Interest (AMI or Acute Heart Failure or
All-Cause Mortality)
Matched

Event Rates of AMI Hazard Ratio P
or AHF or Death Rosiglitazone Pioglitazone Total (95% CI) Value
No. of Dﬂuentﬁ with 602 {415%} 599 {414%] 1201 {415%] Matched pﬂtlentﬂ 1.03 {[]91 - 15} 0.666
AMI/AHF/death, n (%)

Age 65+y 0.97 (0.83-1.12) 0.643
No. of AN % 121 21 All patients 1.00 (0.90-1.11 0.981
Mo. of AHF 265 243 508 patien 0o (0. 1) '
No. of AMI and AHF 24 18 42 Patients were excluded 60 UH}I‘S after

the end of index therapy

Mo. of deaths 217 217 434

Matched patients 0.97 (0.74-1.26) 0.823
Event rate of AMI 26.38 25.76 26.07
1000 person-years All patients 0.87 (0.68-1.11) 0.264
Event rate of AMI per 6.18 6.74 6.46 Patients were excluded at the
1000 person-years end of Index therapy
Event rate of AHF per 13.23 11.86 12.54 Matched patients 0.88 (0.64-1.20) 0.413
1000 person-years

Age 65+y 0.69 (0.46—1.02) 0.072
Event rate of death per 11.44 11.22 11.33

AHF indicates acute heart failure. Pioglitazone was the reference group.
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Pancreatitis, pancreatic, and thyroid cancer with
glucagon-like peptide-1-based therapies

THURSDAY, Sept. 22 (HealthDay News) -- People with type 2
diabetes taklng the drugs Januvia or Byetta might have an
Increased risk of developing pancreatitis and pancreatic cancer,
a preliminary study suggests.

The study also found that Byetta (exenatide) may raise the risk
of thyroid cancer.

For the study, recently published in the journal

Gastroenterology, Butler's team used 2004-2009 information in

the U.S. Food and Drug Administration’s database on adverse

gvents, which are reported by doctors whose patients use these
rugs.

When compared to other treatments, the researchers found a
sixfold increase of reported cases of pancreatitis (inflammation
of the pancreas) linked to patients taking Januvia or Byetta; a
2.9-fold increase in reported cases of pancreatic cancer among
those taking Byetta and a 2.7-fold increase of reported
pancreatic cancers among Januvia users.

Gastroenterology 2011 Jul;141(1):150-6.




Pancreatitis, pancreatic, and thyroid cancer with
glucagon-like peptide-1-based therapies
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Figure 1. Odds ratio of tast vs control events for exasnaticdes, sitagliptinm,
and othaer therapies. The odds ratio of an advaerse report of pancreatitis,
Pancreatic and thyroid cancasr, or army cancaer associataed with exaenaticles
andcdsor sitagliptin therapy ws othaer thaerapiaes.

Gastroenterology 2011 Jul;141(1):150-6.




Metformin as an mimetic energy restriction agent for
breast cancer prevention

J Carcinog. 2011;10:17. Epub 2011 Jul 19

Metformin induces apoptosis of lung cancer cells
through activating JNK/p38 MAPK pathway and

GADD153
Neoplasma.2011;58(6):482-90

The effects of metformin on the survival of colorectal
cancer patients with diabetes mellitus

Int J Cancer.2011 Sep 12. doi: 10.1002



Oepancia ZAT2

¢ ®0Oivouoa AsiToupyia B-KUTTAPOU
¢ 01 aAAayEg oTnv Ogpaneia yivovratl
orav HbA1c>9,0%0

¢ H aAAayn o€ IvoouAivoOepaneia
viveral otav HbA1c>9,6%0



UKPDS: B-Cell Function Over Time
Obese Subgroup
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UKPDS 16, Diabetes 1995; 44:1249-1258



0 Zaxyapndnc AiaBnTnc Tunou 2
eEeAicoeTal kan 6a anaiTnBEi n
XOpNynon IVOOUAIVNG

Eival anoTeAecua QUOIKNG EEEAIENG ZA

Eival GOYXETN ME TO €i30C TNG
nponynoeicac Bepanciac




IvoouAivoOepaneia oTto ZA TUNOU 2

A)
IvoouAivnX1 + ocouA@ovuloupia

HET@OPHIVN
Av oyiun IvoouAivnX2 + peT@oppivn

=)

-AUO evEDEIC /24WPO (MiIYHATA ICOUAIVWV)
-Tpeig evéoeig /24wpo (2 piypata + 1 Taxeia lvo.)
-Teéooepig eveoelg (3 Taxeieg + 1 Bpadeia)




Apaceic IvVoouAivne oTov ZAT2

¢ EAaTTOVEI TNV YAUKOTOEIKOTNTQ,
BeATi®VEl TN pUOMION

¢ EAaTTOVEI TOV KApOIayyEIako
KivOuvo

¢ BEATI®WVEI HUIKEG OUVAUEIC

¢ Znaviwg npokaAei cofapn
UNOYAUKAIHIa

¢ MpokaAei piIkpR auEnon Bapoug



Avénon Bapoug

Meiwon yAukoloupiac

®oBo¢ unoyAukaipiag
Karakpdarnon uypwv
Ynep-0gpangia unoyAukaipiac

“"KAggipo ' oTnv npocAnyn TPOPng,
OTav Ol OTOXOI ENITUYXAVOVTAl.

T TV | S | W Y
W W W W N



NMAeoveKTAHATA IVOOUAIVOOEPANEIAC

¥ Ipriyopn kai anoTEAEOUATIKI) AVTIHETAONION
UNEPYAUKAIHIAC

¢ Tpnyopn kai gykaipn 310p6won TnG
unepyAuKaipiag

¢ AUEnon AEITOUPYIKOTNTAC B-KUTTAPOU Kal HEIWOT
avTioTaong oTnv IVOOUAIvn

¢ Meiwon YAukoToEIKOTNTAG Kal AInOTOEIKOTNTAG

¢ XapnAo KOOTOG




AnoteAéopara MeAeTav evraTiking Oepanciag

‘Ovoua DCCT UKPDS KUMAMOTO | STENO 2
HEAETNG
HbAlc l 0.9% l 2%6 l 0.5%
Aug/0Oe1a ll? -21% l 69%06 l 58%b
Neppona 24-33% 70% 1 61%
Os1a 1 1
Neupona . l 63%0
Os1a ANZ
MaKpo—' 1 16%06 - 1 53%0
ayyeiona
Os1a




HbA, . levels achieved In the conventional vs
Intensive groups of major trials

.. DCCT Kumamoto Study
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DCCT: Relationship of HbA,_to risk
of microvascular complications

e Retinopathy

Nephropathy

Neuropathy

Relative Risk

HbA,. (%)

Skyler. Endocrinol Metab Clin 1996;25:243-254


Presenter
Presentation Notes
The relative risk of developing microvascular complications of diabetes (progression of retinopathy, progression to clinical neuropathy, progression to severe nonproliferative or proliferative retinopathy, or progression to microalbuminuria) was directly related to HbA1c level. In this representation of the relationship between the risk of complications and HbA1c, the relative risk of complications is set to 1 at an HbA1c of 6%.

Reference
Skyler J. Diabetic complications. The importance of glucose control.  Endocrinol Metab Clin. 1996;25:243–254.
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Cumulative incidence of new

cases of retinopathy (%)
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A@npwuarwon orov 2. AiaBntn

¢ ~65-80206 TV aAITi®V 6avaTou
= 75%0 oTEQpaviaia adnpwpaTwon
z 2590 EYKEPAAOU Kal NEPIP. APTNPIOV
& 75%0 TWV VOOOKOHEIAKMV EICAYWYWV
¢ >50%0 TV aoBevmv NpooParng
diayvmonc ZA Tunou 2 gxouv Rdn vooo
TWV OTEPAVIAI®V ApTnPIOV

Amos AF et al Diabet Med 1997:;14:S7-S85: Hill Golden S Adv Stud Med 2002;2:364-370;
Haffner SM et al N Engl J Med 1998;339:229-234; Sprafka JM et al Diabetes Care 1991;14:537-
543, Alexander CM, Antonello S Pract Diabet 2002;21:21-28



Cardicvascular Outcome
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UKPDS: 10 £€tn pe peioon HbAlc kata 0,9%

8,5 £Th XWpIg

1997 2007

TeAIka onpeia RRR 12% 9%
2A P 0,029 0,04
Mikpo- RRR 25% 24%
ENMNINAOKEG D 0,0099 0,001
Eppp. Muok. RRR 16% 15%
P 0,052 0,014

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

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




2use (Composite Endpoint of Death from CV Causes,
b Nonfatal MI, CABG, PCI, Nonfatal Stroke,
Amputation, or Surgery for PAD: STENO-2
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Steno-2. Number needed to treat (NNT)

¢  ApIOpOC acBevmv pE ZA TUNOU 2 KAl
HIKPOAEUK@WHUATOUPIA MOV Eival anapaiTnTo va
OepaneuBsei yia 13 xpovia yia va anoPeuxdei evac

e OQavaro¢ 5 aoBeveic
- Kapdiayysiakog 8avaroc 8 acOeveic
e Meilov kapdiayyelako eneicodio 3 aoOEevVEIC
» EEEMIEN o€ vepponaBeia 5 aocOeveic
e AipokaBapon 16 aocBeveic
- Oepaneia ap@/0siag pe laser 7 aoBeveig

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



EEEAIEN emnAokwv ZA

¢ YngpyAukaipia
¢ MIKpoayy€IonadnTIKEG ENINAOKEG

¢ AuEnpEVN aBnpwpdTwon
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Higher plasma levels of advanced glycation end products are
associated with incident cardiovascular disease and all-cause

mortality in type 1 diabetes: a 12-year follow-up study

T
LT

Higher levels of AGEs are associated with incident
fatal and nonfatal CVD as well as all-cause mortality
IN individuals with type 1 diabetes, independently of
other risk factors and of several potential AGEs-
related pathophysiological mechanisms. Thus, AGEs
may explain, in part, the increased cardiovascular
disease and mortality attributable to type 1 diabetes
and constitute a specific target for treatment in
these patients

Diabetes Care 2011 Feb;34(2):442-7.




Recommendations for adults with
diabetes

¥ Glycemic control A1C < 7.0%0 (N.V. 4-6%0)

¥ Preprandial capillary plasma glucose 90—
130 mg/dl (5.0-7.2 mmol/Il)

¥ Peak postprandial capillary plasma
glucose< 180 mg/dl (10.0 mmol/Il)

% Blood pressure <130/80 mmHg

@ Lipids LDL <100 mg/dl (2.6 mmol/l)
@ Triglycerides <150 mg/dl (1.7 mmol/l)
¢ HDL = 40 mg/dl (1.1 mmol/l)

ADA, Clinical recommendations 2013



FAukaipikog €Aeyxoc

HbA1C: o xpuodoc kavovacg
AUTOEAEYXOC: ATOAUTWC dmapaiTnToC yid owoTh
pUBUION
OAec o1 anopaoeic yia tn Ogpancia pacifovral oTnv
Tiun Tng A1C

- ‘EAeyxoc A1C dUo @opéC To Xpovo o€ OAOUC TOUC

aoOeveic

O avutoéAeyxoc cival woAUTIHOC Yia TV e€aToHIKEUHEVN
pUBHION TNG aywyng
Xwpic Tnv TApnon diaitoAoyiov Kapia Oecpaneia dev eivai
amwoTEAEOHATIKA



Pioglitazone Use and Heart Failure in Patients With Type 2
Diabetes and Preexisting Cardiovascular Disease
Data from the PROactive Study (PROactive 08)

w
E 7 — Pioglitazone (149/2605)

,;E ----- Placebo (108/2633)
o= —
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(1] [ 12 18 24 30 36

149 [5.7%] vs. 108 [4.1%] patients, respectively; HR 1.41 [95% CI 1.10 —1.80];
P = 0.007. Diabetes Care 30:2773—2778, 2007



IvoouAivoOepaneia oTo ZA TUNOU 2

Av TTpWwWINN

Av oyiun

A) ZuvouaopuEvn HE OIOKIO

IvoouAivnX1 + diokia + HETPOPMIVN

IvoouAivnX2 + peT@oppivn

B) Apiyng lvoouAivoOepartreia

-AUO evEDEIC /24WPO (MiIYMATA ICOUAIVWV)
-Tpeig evéoeilg 124wpo (2 piypata + 1 Taxeia lvo.)
-Teooepig eveoelg (3 Taxeieg + 1 Bpadeia)




2TOXOl Oepaneiac oTov ZA
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EniTeuén apioTou PHETABOAIKOU EAEYXOU
HE TO EAAYIOTO KOOTOC UNOYAUKAIHI®OV

EEaTOHIKEUOT YAUKAIHIK®OV OTOXWV
ZwoTn diaTpoPpn
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Yroylvkawuia
¢ H kupla ka1 povadikn aitia TnG
HN- OPICTIKNG Oepaneiag Tou diaBnTn

¢ H kuUpIa AITIa TOU HN-KABOPICHOU TWV
OTOXWV TNG YAUKAIHIKNG pUOHIONC TOU
oapnmn

¢ Epneipia {oNC



AwaBnTikn veuponaBeia ANZ

T
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> H veupona®sia Tou ANZ eival np@ipn diarapayrn oTnv

5|ap|<£|a TOU ZA

MpooBalAel 0Aa Ta Opyava kai CUCTAHATA TOU

avo

PWNIiVOU CONATOG

H g&eTaon TnG Asrroupxluc; Tou ANZ pnopei va pag

o

OPEPEI XPNOIPES NANPOPOPIEG OTNV kad 'npEpa

IVIKN npagn

> H guxvornTa Tng ANANZ €ival cuvapTnon TngG
6|apK£|ac; Kal TG pUOHIONG TOu ZA

¢ Aug

Kap

gpévn voonpoTnTa kai Ovnrornra ano To
IQYYEIOKO OUOCTNHA




Figure 6. Flow chart of the diagnostic approaches to patients newly diagnosed with type 2 diabetes

New diagnosis of

type 2 diabetes

I
I I I I

Test of Ophthalmological ] ECG/Test of HRV ]

microalbuminuria examination

[Suspicion of CADN

Physical examination]

or
reduced HRV

examination

Cardiological ]

Key: ECC = electrocardiogram; HRV = heart rate variability; CADN = cardiovascular autonomic diabetic neuropathy

Diabetes Vasc Dis Res 2008:;5:336—44



AwaTapayéc Tou Tponou Badioparoc —
BnUAaTICHOU TRV ATON®V PE ZA
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MoAUNAOKO AVTIKEIHEVO EVTATIKNG EPEUVAG TA TEAEUTAIA XpOVIa

15nAdaoio¢ KiviuvoG NTWoNG oTo £3a(poC
H X€1pOTEPN 100ppPONIa CWHATOG,

H veuponaB&ia Tou NEPIPEPIKOU KAl TOU AUTOVOHOU VEUPIKOU
OUOTHHATOG,

O1 aTpoPiEC HUWV

H ncg(uvon TV NEPIAPOPIK@V IOCTOV ONWG Ol TEVOVTEG, Ol
OUVOECTHOI Kal 01 OUAAKEC TV apOpwoewV

O1 AuENUEVEC NIECEIC OTIC NEANATIAIEG ENIPAVEIEC TWV NOSIOV

ANANZ: opOooTaTikn unoTaoct, NnpocBoArn Tou aiBoucaiou
VEUPOU, NEPIOPICHOC TG OPACNG

T. AiIdayyeAog EAAnvika AiaBnToAoyika Xpovika 21, 1: 15-22, 2008




Aoknon kair AiaBntikn NeuponaBesia tou ANZ

¢ H veuponaBeia Tou ANZ au&avel TouG KIvOUVOUG
ano TV aocknon HE NOAAOUG TPOMOUG:

¢ OnW¢ HE TN HEIMHEVN Kapdiakn HETaBANTOTNTA,

¢ TnVv opOOOTATIKN UNOTACN,

¢ Tnv diarapaxn OeppopuduIoONG,

¢ TnVv diaTapayxn VUXTEPIVIIG OPACNC

% ka1 Tnv anpoBAenTn anoppoPpnon udaravopakmwv
AOY® yaoTponapeCNG Nou HMOPEI va oONYNOEl OE
unoyAukdaipia.

% EmNPOCOETWG OXETICETAI HE AUENHEVO
KapoIayyEIaKko KivOuvo.

¢ TeTol01 aoBeveic Oa npenel va unofAnOoUV o€
kap310AoyIKO EAEYXO NIV EEKIVIIOOUV EVTATIKA
nPoypapHaTa AoKNOEIG.




KivOuvoc akp®Tnpiacuou AOYy®
d1aBnTIKNC veuponadeiag

EvOvvetar n AN ywa to 50% - 75% TtV

UM -TPUVUATIKOV OKPOTPLUGLOV

] e 1.7 @opEc neyorTEPOS
] e 12 popéS €0V GUVVTTAPYEL TAPAUOPPOCT)
] e 30 QOpPES GV VITAPYEL AKPOTNPLEGUOG
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