TO «AIABHTIKO» MOAI

2YZHTHZH ME AOOPMH MNENTE MEPINTQZEIZ

AAPIZA ®PEBPOYAPIOX 2017
AN.T.TOYTOYNAKH2

AITEIOXEIPOYPIO2



TO AIABHTIKO MOAI

-H mpwtn attia (51%) pn tpavpatikou
akpwtnplaocpov otic HMA ~55.000 /£toc

Basu A.Hell J Surg 201486,5,271-279

-AtapBntikn apdiBAnotpostdbonabela 1" attia
TUPAwonc 6-10.000 vEeC TIEPLITTWOELC /€TOC

Hammes HP J. Diab Compl 17(2003) 16-19
-AIABHTIKOI =6% tou mAnBuopou tnc VNG

To 2025 300.000.000 Safntikot
Avénon 170% 1985

Gartner V.Cli.Nephrol.Vol 70-No 1/2008 (1-9)



TO «AIABHTIKO» MOAI

ONHZIMOTHTA —EMOYAQ2H EAKOY2
20% eloaywywv ota Noookopela EAKO2
X2 TENIKOY NMAHOY2MOY
AN EMOYAQOEI NMPQTOINENQ2

X4 TENIKOY NAYOH2ZMOY
AN ANAITHOEI AKPQTHPIAZMO2



TO «AIABHTIKO» MOAI

OMH2ZIMOTH2

Meta 1 €toc 15,4%
3 33,1%
5 45,8%
10 70,4%



TO «AIABHTIKO» MOAI

[MOANOTHTA AKPQTHPIAZMOQY

META TON 1°
1ETO2 13%
3 ETH 35%
5ETH 48%

KOZTOZ EAKOYZ 175005
KOZITOZ AKPQTHPIAZIMOQY 30-335005
Yazdampanah Leila World J Diab 6 (1),37-53.2015



TO «AIABHTIKO» MOAI

EAkoc K.0. 15% Awafntikwv

[MPOINQ2H-MPO2AOKIMO ENIBIQ2ZH2

[MpOoyVWOTLKOL TP AYOVTEC : NALKL
dUMo (dppev)
XNA-TN
[MAN



COMPLICATIONS OF DIABETES

Number of Complications
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Diabetic Microangiopathy

Normal

» Glucose

» Glycosylation

» BM damage leak
» ‘AGE’ deposition Diabetic




Diabetic microangiopathy include:

a. Endothelial vascular proliferation

b. Proliferation of pericytes associated with
microaneurysms
Deposition of calcium in the intima
d. Thickening of the basement membrane
e. Necrosis of the endothelium

2



. Microangiopathy Pathogenesis:

Hyperglycemia chronic.

Glycosylation of basement
membrane proteins - Leaky blood

vessels.

Excess deposition of proteins —
glycosylation cycle.

Thick and Leaky blood vessels.
Narrow lumen
Ischemic Organ damage...




Endothelial Dysfunction in Diabetes

Hyperglycemia

fAIdose reductase activity fPKC isoforms activity * Advanced glycation * Reactive oxygen
endproducts species

* Vasodilation (Nitric oxide) ? *
A Vasoconstriction (Angiotensin II) Permeability (VEGF)

Diabetic microangiopathy




Molecular Basis—-Vascular
T Glucose

o " Tx.Benfotiamine .., %GL?EHL?EIE

i

I._ E’F'F-:ltl::l!'l kinase C V }HEIIZII!-‘..‘J.'HII'IE !
Pt i I.at;gs Tsorits e FAIX /

-,

Mishikawa et al Nalure. 2000404 787-780. *
Hammes et al. Nal Med 20039 204-204
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Fig. 1. Formation of advanced glycosylation end-products. The process can be inhib-
ited by aminoguanidine, which reacts with Amadori products and prevents the development
of more advanced products. AGE cross-link breakers bind to a fully formed AGE and create
a ring prone to a sequence of spontaneous break. The result is a severing of AGE cross
bridges between collagen and other macromolecules (see text for details).
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Advanced glycation
end products
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- Pathophysiology
* Factors leading to development of diabetic foot:

* Diabetic macroangiopathy - peripheral arterial occlusive
disease

* Diabetic microangiopathy - thickening of basement
membranes

* Diabetic polyneuropathy

* Diabetic osteoathropathy -
abnormal foot biomechanics

» Reduced resistance to infection

* Delayed wound healing

» Reduced rate of collateral
vessel formation
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Figure 3 The biology of angiogenesis abnormality in diabetic
organ dysfunction. In diabetes, the angiogenesis signal is regulared
in an organ-, tissue-, and cell type-specific manner. In the reting,
atherosclerotic plaque, kidney glomerulus, and cancer, VEGF likely
plays pro-angiogenic roles; on the contrary, in diabetic heart, kidney
tubule, peripheral vessels, and placenta, VEGF signal is inhibited.










EAKOZ :NPOAIAGEZIKO] MAPATONTEZ
FENIKQOI

ANEZEAETKTH YTEPTAYKAIMIA
AIAPKEIA 3.A.
NEPIDEPIKH IZXAIMIA
TYOAQ:H
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/' TYNOZ

| ISTOPIKO EAKOYZ

! NAPATETAMENH MIEZH
NEPIQPISMENH KINHTIKOTHE



DIAGNOSIS AND TREATMAENT OF DIABETIC FOOT INFECTIONS
Lipsky BA CID 2004:39 October 885-910

Foot infection pathogens
Cellulitis no open wound b-hemol strept staph aureus
Infected ulcer -//- -//-

Infected ulcer previously treated above+enterobactiria

Ulcer macerated pseudomonas aer +/- above

Non healing+ long duration+antib staph aureus coag- staph enterococci
diptheroids enterobacter pseudomonas
gram-rods FUNGI

Extensive necrosis malodorous mixed aerobic and anaerobic



TO AIABHTIKO MOAI

MIKPOBIA
WAGNER grade
| 1] 11V Vv
aerobic Gram+ staph aureus anaerobic
(35%) coag(-)
streptococci peptostreptococci
Gram- e-coli clostridium

(53%) pseudomonas
proteus
candida
76% polymicrobial
MB Ahmed Menoufia Med J 2013,26: 49-53
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I yClassnﬁcatlon of diabetic foot
G

ulcer

Wagner Grading System
Grade 0 skin intact but "foot at risk"
Grade 1: Superficial Diabetic Ulcer & localised
Grade 2: Deep ulcer & extension

« Involves ligament, tendon, joint capsule or
fascia

No abscess or Osteomyelitis
» Grade 3: Deep ulcer with abscess or Osteomyelitis
: Grade 4: Gangrene to portion of forefoot
Grade 5: Extensive gangrene of entire foot




Tabie 2 UNIVERSITY OF TEXAS CLASSIFICATION OF DIABETIC FOOT

—



A new classification of Diabetic foot complications: a simple and effective

teaching tool

Kumar A. J D.foot compl.2012 Vol4,1:1-5

TYPE | infective
TYPE Il non-infective

TYPE 11l mixed

cellulitis,abscess,fasciitis,gangrene,osteomyelitis
skin-soft tissue nonhealing ulcer,callosity

nerve neuropathy

bones-joints charcot foot,hammer/claw toes
vessel PAD

infective-non infective complications



Neuropathy test

Semmes Weinstein Test

Monofilament attached at right angle to a
plastic rode



Duration of antibiotic therapy-clinical syndrome

Soft tissue mild oral 1-2 weeks (-4 weeks)
moderate oral/IlV 2-4 weeks
severe IV/oral 2-4 weeks

Bone or joint clean IV/oral 2-5 days

infected soft tis [V/oral 2-4 weeks
infected bone IV+/-or 4-6 weeks

Residual dead bone IV then oral 3 months



EMPIRICAL ANTIBIOTIC REGIMEN BASED ON CLINICAL EXAM

ROUTE MILD
ORAL
Dicloxacillin +
Clindamycin +
Amoxicl-clavulante +
Trimeth-sulfamethoxaz  +
Levofloxacin +

Ceftriaxone

Ampicillin-sulbactam

Linezolid

Daptomycin

Ertapenem

Pipercil-tazobactam
Ciproflox-clindamycin
Imipenem-cilastatin
Vancomycin-ceftazidim+/-metronidazole

MODERATE
ORAL/IV

+ + + + + + + + + +

SEVERE
\Y

+ + + +



951.16 Gy

60 kV [#] 1.70 mA




Diabetes Control Complications Trial
1983-1993
1441 pts USA-CANADA

Type |
Intensive treatment
60% reduction nephropathy
retinopathy
neuropathy
Goal : Reduction HbAlc 9%—2>7%



2005,vol 353

The NEW ENG JRNA fF MEDIC g
hte NEW E LAND JOUR L of MEDICINE no 25 2643-53

Table 2. Cardiovascular Events in Each Original Treatment Group of the DCCT.

Event Intensive-Treatment Group
No. of
No. of No. of Initial
Events Patients* Events}
Death from cardiovascular disease 3 3 3
Nonfatal acute myocardial infarction 7 7 6
Silent myocardial infarction 7 7 7
Revascularization 17 11 “
Confirmed angina 11 11 10
Nonfatal cerebrovascular event 1 1 1
All cardiovascular disease events 46 * 31
Nonfatal myocardial infarction or 11 11%

stroke or death from cardiovas-
cular disease

Conventional-Treatment Group

No. of
No. of No. of Initial
Events Patients* Eventsy
9 9 4
16 15 i
21 18 13
25 20 6
22 18 13
5 5 5
98 * 52
30 251

ko

* Patients could have multiple events.

T If patients had multiple first events on the same day, the initial events were ordered in the following way: confirmed an-

gina, acute myocardial infarction, and the need for revascularization.

1 This category includes six patients who had angina as an antecedent event, one originally assigned to intensive treat-

ment and five originally assigned to conventional treatment.

Y4



Stockholm Diabetes Intervention Study 96 pts
(5 years)J Int. Med vol 230-2, Aug 1991. 101-108
(10 years)J.Int.Med.vol 39-12,Nov 1996.1483-1488

Intensive treatment

Delay onset
Slow progression microvascular complications

*risk of hypoglycaemia



United Kingdom Prospective Diabetes study
England, Scotland,N.Ireland
1998 BMJ vol317.703-713

1148 pts
Type |l
10 years tight vs loose control
Microvascular Complications Reduced by 25%

For every % lower HbAcl1 35% reduction of
micro complications

*plus tight control of BP



TO AIABHTIKO MOAI

[MAGOAOIOI
AIABHTOAOTIOI
AOIMQ=IOAOI Ol
OPOOMMEAIKOI
AKTINOAOTOI
NAAZTIKOI XEIPOYPTOI
NEYPOAOTOI
KAPAIOAOI Ol
OYZIOOEPAMEYTEZ
[MOAIATPOI
NOZHAEYTE2
Kat aodpaiwg....AlTEIOXEIPOYPTOI!!!!



TO «AIABHTIKO» MOAI

1" Mepimtwon

Avdpoc 80 eTtwv
AvoLKTO KOAOBwHa AE «xomapTelOU» AKPWTNPLACUOU
LLETA TTAQLOTLKN €V Tw PABeL tpo 2/12
Yrto VAC- Augmentin p/o
RF : 2 WvooulAwn

AY
LoxalpniaAP okelouc (Lnpo-miepldepikn apakapdn )
pELHOTLKN TTOAV U aAYLa —KopTLlovn arto 10etiag


















TO «AIABHTIKO» MOAI

WnAddnon: acBeveic unplaieg
Wndoakn ayyeloypadia :otévwon AP kowr¢ Aayoviou
otevwon AE kolwvnc Aayoviou

arodpaén AE emumoAnc punploiog

AVTLLETWTILON:StooTtoAn-stent Aayoviwv
SLa0TOAN EMUTOANC HNpLaLoG
VEQPOTIOLNON AToKATAOTO0N KOAOPWHATOC
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TO «AIABHTIKO» MOAI

AyyelomAaotikn emutoAng dta tng yvuokng !
KaAALEpYELOL LYPOU TPAUMATOC

MeTtd 3r\HLEPO TTUPETOC
KaAAlepyela: acinetobacter baumani
(kappio evatocOnoia og avrPBotikal!!)

Eumelplkn xopnynon: HEPOTIEVEUNG
TLYKOoLALvNG
QLUTUKIAALVN GC+HOOUAUTTAKTA NG



TO «AIABHTIKO» MOAI

YPnAog mupetoc —onyPn
2tadlokn itwon atponetaAiwv 135000-65000-30000
Kot AsUKwvV (TtoAu 90%)

CRP 240

OANATO2 7" MTX



AIAATMA

[MOTE AEN KAEINOYME KATA MPQTO 2KOTO
EMMOAYNOENTA TPAYMATA !

2TEANOYME INMANTOTE AIETXEIPHTIKO AEITMA
[A KAAAIEPTEIA!T



TO «AIABHTIKO» MOAI

2" TTEPINTQ2ZH
avopac 91 stwv

rayypouwva mtepvne ,AxtAAeiov tévovtog,2°¥ AP daktuAou, AAyoc
avanovoswc 2/12

RF: T.KOVLOTAC
2A
AY
XOA
eYKEPAALKO EMELCOOLO?









TO «AIABHTIKO» IMOAI

WHAAOQHZH: anovoia pnplaiwv oduéewv

WHOIAKH AITTEIOTPADIA
anodpaén Apdpw Kowwv punpLaiwv
Batec AayOvLEC

ErXEIPHZH
ToTikN avalodnoia (XAM) utepBapog
evOapTNPEKTOUN KOWNG —eV Tw BabBel+patch












TO «AIABHTIKO» IMOAI

MTX Ht 23% (aipoovpumnukvwon) petayywonX3
rniupetoc 38,5°C
KaAAlepyela pseudomonas,staph
ciprofloxcacin+clindamycin IV
UPECN TTUPETOVU-AAYOUC VATV OEWC

e&NA\Be oe PeAtiwon



TO «AIABHTIKO» IMOAI

ENA XPONO META
ENOYAQ2H NAHIQN
NMAHPHZ KINHTOMNOIH2H
OXI AATO2 ANATIAY2EQ2
EAEYOEPOZ AOIMQ=H2



AIAATMA

KANETE AITQTEPA 111
Do less



TO «AIABHTIKO» MOAI

3" epUTTWON
avépac 77 eTwv
Fayypatva 3° AE daktuAou-aAyoc avamauonc

RF  2A

AY

XoA

combined CABG+CEA

Ca TpooTATOU UTIO aywyn









TO «AIABHTIKO» MOAI

WHAAQHZH:wyvuakn AE +
AITEIOTPADIA
BatotnTo HEXPL LYVUOLKI —TTEPLPEPLKN VOO OC
Bato tunua OK
ErXEIPH2H
lyvuo-OK mapakapn
akataAAnAn dAEBa
Composite graft PTFE+pAcBa















TO «AIABHTIKO» MOAI

Mopad TNV apxlkn opaAn mopeta :fatotnta
HLOOXEUMATOC,UPECN CUUTTTWHUATWY

AAYNAMIA EMOYAQ2
MO2XEYMA EKTEOEIMENO=ETT
MEIZQON MNMAA2ZTIKH ETMTANOPOQTI

2
MOAYNOEN

KH ENMEMBA2H
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TO «AIABHTIKO» IMOAI

TPEIZ2 MHNE2 META

2YNEXE
EMNIBAPYN2K

2 NOIMQ=EI2-2HWH
NEDOPIKHZ AEITOYPTIAZ

AE KAPAIAK

1 ANETAPKEIA-A2KITH2

AKPQTHPIAZMO2 MHPQOY









TO «AIABHTIKO» IMOAI

AlNO AIMHNOY AOIMQ-=EI2
2TO AP AKPO MNMOAI

2YNTHPHTIKH ArQrH.....









AIAATMA

[TANTOTE OAEBIKO MOZXEYMA A MHPO-
ITNYO-MNEPIOEPIKEZ MAPAKAMWEIX

ANAPAITHT H 2YNEPTA2IA ME AAAE2
EIAIKOTHTE2



TO «AIABHTIKO» MOAI

AN mepimTwon
[uvaika 48 eTwv
4 €AKn OALKOU TTAXOUC KVANG
TMUPETOC- avTlplwon-emBeppata
RF:  2A wooulivn
XNA kpeat 3,4 oupia 112

uTtEPPapn
KataOAL N









TO «AIABHTIKO» MOAI

EZETAZH: + unplaia — tyvuakn AE- OK/PM

Triplex/AITEIOTPADIA: anodpaln enumoAng
unplaiog

ErXEIPHZH: tormukoc kaBaplopoc

unpotyvuakn nopakopdn ne pAEBa
avwOev Tou yovatoc

nopatetapevn xpnon VAC
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TO «AIABHTIKO» MOAI

emtOUAwoN peta 2pnvo !

OLVTLKOTOLOAUTTIKAL

Kpeatwivn 2,6 ,oupia 0,70 !!!



TO «AIABHTIKO» IMOAI

ENA XPONO META

MAHPHZ ENOYAQ2ZH aAAa
HIN1--> MEO--> AIAZQAHNQZH

XPONIA NEDPIKH ANETAPKEIA
AHMIOYPTIA APTHPIOOAEBIKHZ EMIKOINQNIAZ
A AIMOKAGAPZH!!!
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AIAATMA

[MPOTIMHTEA H MHPOIT'NYAKH NMAPAKAMWH
ANQOEN TOY TONATO2 ME ANE2TPAMMENH
MEIZONA 2APHNH 2E ZHMTIKO MEPIBAAAON

TO VAC MNMOAYTIMO EPTAAEIO



TO «AIABHTIKO» MOAI

5" MePLUTTWON
Avopac 52 etwv
yayypatva AP dkpou tod0C-TTIUPETOC
RF: XA wooulivn
AY
XOA
KA- KE 30% (aoptikn BaABida-
KOULOPLVLKQL)
uTtEPPapocC









TO «AIABHTIKO» MOAI

EZETAZH:YnAadntn unplaio —tyvuakni-PM/OK

ATTEIOTPADIA:toANamtAec BAAPeC kKATwOEV
LYVUQKNC

EMXEIPHZH:atumog akpwtnplaouog (Letatapola)
dLtaotoAn nepoviaioc/OK
KaBapLlopoc koAoBwpatoc
OUYKAELON-MEPLKN ATTOKOTAOTOON





















TO «AIABHTIKO» MOAI

epappoyn VAC amnetuye

rnodoloutpa aAlatovepo/betadine

emMOUAwoN peta 5punvo !!
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TO «AIABHTIKO» IMOAI

2TON EMOMENO XPONO

4 EMEITOY2E2 EI2ATQIE2
O=Y MINEYMONIKO OIAHMA-K.A.

TO KONOBQMA EMOYAQMENO!!!



AIAATMA

MAKPOXPONE2 NO2HAEIEZ IMTOAY MNMIOANE2

AMOMAZH-YIIOMONH-EMMONH!!]



TO «AIABHTIKO» MOAI

ANAITE]

2YNEPTAZIA MOAAQN EIAIKOTHTQN

AlT-X
KAGAPIZMO2-AKPQTHPIAZMO2
ATNOYZIA 2OYZEQN ATTEIOTPADIA
AITEIONAAZTIKH +/-
[MAPAKAMWH




