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i AIABHTIKO [MOALI

KAIVIKN) KaTaoTaon nou xapakTtnpileral ano
QAsyuovn, EEEAKwWON N KATAOTPOPN TWV EV
T Labsl 10TV TOU 10dIoU KAl
ouvoualeTal ue veupornaBeia kai/ n
[TEDIPEPIKT) QYVEIGKT VOO0 TWV KATW
aKkpwv oTa aroua pe Z.A.
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KaBe €10G 2-3% TwV
dlapnTiKwv acBevwv Ba
EMPAVIOEl EAKOC
BorssenB...piabetic  Medicine 1990
Kumars...... piavetic Medicine 1994

MNepiooOTEPO anod 15% Twv
diapnTikwv acBevwv Ba
EUPAVICOUV XPOVIO EAKOG
kata Tn diapkeia Tn¢ {wng
TOUC.

Palumbo PJ..... 1985



i AiaBnTIKA EAKN

= Ta 2/3 6a enouhwbBouv PE HECO XpOVO
EMNOUAWONC KOVTA OTOUC 6 MNVEC.
Qyibo et al Diabetic Medicine 2001,

Jeffcoate et al Diabetes Care 2006.

= [Mavw ano 1o 28% 6a odnynbouv ot
AKpWTNPIAoHO.
Armstrong et al J Foot Ankle Surgery 1998



Aepua

= 1.emdeppida

= 2.XOpIO

= 3.UnodopIoC I0TOC







Enideppuida

= 1.Baoikn oToiBada

= 2.0kavbwTtn »

= 3.KOKK@WONG »

= 4.01aUyNc¢ »

= 5.kEpativn otoifada



= AIkTUWTN oToIBAda

= OnAwdn oToifada




i YnodopIoC 10TOC

s JUVOETIKOC I0TOC = Algo@opa ayyeia

= Aepayyeia

= AINwdNG 10TOC = Neupa



i ENOYAQSH (ordoia)

s PAeypovwdn paon

= Kokkiopatwdng
(ivoBAacTIKn paon)

« daon wpigavong,
ouAornoinong,
eniBnAionoinonc.



= EpubpoTtnTa

= AU&non NG
Beppokpaoiac

= AAyoC




OAEIMONSQAH2 ©A2H-

i AIMOSTASH (10 min)

AvTIOpACTIKN
ayysioouonaocn

Enioxeon
aipoppayiac
Evepvonomon
HNXaviopou nnéng
Anuioupyia 8poupwv

[pooTacia
TpauPaToC.



i OAEYHOVOONC (PAON (2)
[({ m___‘ = AneAeuBEPWON OUCIWV MOU EVEPYOMOIOUV TO

VEUPIKO OUCTNHA Kal JaoToKUTapa yia Tnv
napaywyn 10TapivngG,0EPOTOVIVNG,KIVIVIG
ano Ta evooBnAiaka KUTTapa Tng Pacikng
LEW %)avnq TWV CIYYEI(DV(E,OUH/]/JG avénon
71¢ BEpLIOKPaoiIac).

= AlUpUVON TPIXOEIBWV AyYEIwY, au&non
TOMIKA TNG KUKAOPOPIag Tou CII|JC|TOC;
(ayysloélamo)\ri](?\) ,01aniducn NPWTEIVWV Kal

NAGOPATOC,NPOKANGN OIONUATOG,EUPAVIOT
(PAEYHOVWOWV KUTTAPWV.



i OAsypovmdNC @AoNEG)

= Evepyonoinon napayovra Hageman

ANeAeUBEPWON OUCIWV ONWC
npOO‘ray)\avESlvsq, epOUBoEavsc,, Bloyeveic
AMIVEC, XNMUEIOTAKTIKOI MAPAYOVTEC

IL-8 kal o GRO kivnTonolouv Kai
KaTEUBUVOUV TA OUDETEPOPIAA NPOC TO EAKOC

MCP-1 dleyeipouv Tn JETAVACTEUCT TWV
LAKPOPAYwWV
IP-10 ka1 Mig Ta Aep@okuTTapa.



‘L dAeypovwdNC @Aon@)

= OudeTepOPpIAa
= MovokUTTapa

=  Makpogpaya —(payokuTTapwon
HIkpoBiwv Kal
CII'IE)\EUGEp(DVOVTCII
g\ Ha,KUTAPOKIVEG
)\aysvaosq,|VTsp)\z-:UK|vsq,TNF
-a TGF, IGF 1,PDGF

= 2UvBeon veou koAAayovou ano
IVOBAQOTEC-QYYEIOYEVEDT

= MaoTokuTTapa

= AevdpITIKG T-AEPPOKUTTAPA TNG
enlésppléoq

= KEPATIVOKUTTAPA




‘L KOKKIwpaTwdnc ¢pdaon
(VAN

= Mapaywyn
kKoAAayovou

= AYYEIOYEVEDN




KokkiopaTwonc (paon

ﬁ (4-5 €Bdopadec)

=« EvdoBnAiaka kUTTApa—
veoriAaora ayyeia. |

« IvoBAaoTec—xoAAayov
0, TEVAOIVN
IVWOOVEKTIVI, MPWTEOYA
UKAVEC— KOKKIWOTG
10TOC

= MuoivoBAaoTec
— OUPPIKV@OT) OUAINC




KokkiopaTtwonc ¢paocn

= AYYEIOYEVEON




KokkiopaTtwonc paon
i (napaywyn KoAAayovou)

= EvdokuTtTapia napaywyn-npokoAAayovo

= EvdokuTtTapia udpo&ulimwon npoAivnc-Auaivng
= EEwkuTTApIa £KkpIon KOAAGyOvou.

= To kKoAAayovo I avTikaBioTta 1o koAAayovo III
= 2UvOeon veac eEwKuTTAPIAC OUaiac.

= Anodopnon TnS Non unapyouoac JE TN
BonBeia Twv MMPs kai Twv EvEPYONOINTWY
TOU NAQONIVOYOVOU




KokKiouaTwdnc ¢paon
‘L (oUvBeon kKoAAayovou)




daon ouAonoinonc-enBnAionoinonc
(3 eBdouadec-2 €1n)

= Meiwon voBAAOT®V K~

= [leplopiopoc

Napaywyns
KoAAayovou

= Avavewon naiaiwv
KOAQYOVWV IVWV

= Qpipavaon ouAng




i Suppikvwon -EmenAionoinon

= EnmiTeAciTal anod Toug

WUOIVOBAAOTEG

= Evioxuon deopwv
LETAEU KUTTApWY,
necoAaBnTwy,
eEWKUTTApPIAC ouaoiag Kal
VEONAAOTWV ayYEiwv
TOU OUAWTIKOU
KOKKIWMAaTwdn 10ToU

= AEPUATIKOC 10TOC




Ta pakpopaya kai 0 pOAOC TouC
ﬁ oTn 01adikacia TNE ENOUAWGNC.

wounding

blood coagulation platelets

inflammation

gl cells 5 macrophages - ymphocytes, gr:anuloqte:a‘, fibro
debridement, Immunerespunse angiogenesis I
collagen breakdown

- collagen synthesis wound contraction '
remodelling proteaglycan synthesis

wound closure
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Ulcerated area filled
with clotted blood

Thrombosis of

severed capillaries Mlgratlon of neutrophils

and monocytes

Haemorrhage

Cell damage

Shunting of blood to the area by selective

_Thrombosis | y s
dilatation of arterioles and capillaries

Release of calcium,
plasmin,
complement
and kinins

Formation of scab

Phagocytosis by
neutrophils and
monocytes

Removal of debris

by macrophages .
Proliferation of fibroblasts and

Vasodilatation Activation of

platelets connective tissue
ki New capillary loops bringing O, and nutrients
Fibroblasts to the regenerating tissue
RIERE SAEE Growth of epithelium over Separation of scab

angiogenesis

factors
=

Epithelial cell EGF
proliferation
Epithelialization

the new tissue

TGFo and TGFp

Organization
of scar

Reorganization of capillaries




i EnoUAwon (Unyaviopoi)

s [JowTroyevnc (kaTaoTpopn eMBNAIaKwV
KUTTApwV HIKpN-avTikataoTtaon 12-24h)

o Agurspoysvnq( KCITCIOTpO(Pr] LEYaAn —
avTiIKaTaoTaon TOUG ano KOKKIwON I0TO Kal
LUOIVOPBAAOTIKG KUTTAPA Yia NMoAu
LEYAAUTEPO XPOVIKO dlacTnua)

s Frioudwon erinoAaiwv rpau,uara) v (KUTTCI pa
TOU 6sppaToq KCITCIOTpE(pOVTCII uemvao-rsuon
OTO XWPO TOU TPAUUATOC —avanapaywyn —
£nouAwon.




Tponol ENOUAWGCNC

Primary wound healing of non -
infected, Clhsely apposed wound
sarfaces

Delaged primary healing when the
wiound is at risk of infection

Secandary wound healing with
filling of the defect by granulation
tissue which chanaes o scar
tissue in the course of healing

Regenerative or epithielial healing
of injuries affecting only the
epidermis




i EnoUAwon

s 2XNUATIOPNOC GUVOETIKOU IGTOU
» KutTapikn dpaotnpiotTnTa

= Evepyonoinon auénTikwv napayovTwv.



MapayovTec nou ennpealouv To pubuo
i £NOUAWONC Tou d1aBNTIKOU EAKOUC.

= JUOTNMUATIKOI = Tonikoi NapayovTeC
NapayovTeC



i >UOTNUATIKOI NAPAYOVTEC

= YnepyAukaidia = HAIkia

= [Mayxuoapkia = Papuaka

= Katayxpnon kanvou = AAKOOA

= Avaiuia = Kakn Bpewn

= XNA



BiTrapivec kar o poAoC Touc
i oTNV €NOUAWON

= Vit B- Guvesor] KO)\)\CIYOVOU 6|sy£pcrn
énploupylac; avTICWPATWV ,NPOOTACIa
ano PpAEypovn

= Vit A-ouvBeon koAAayovou,dlacuvdeon

= Vit E ka1 C- GVTloEslélequ,ouveson
KOAAGQyovou, OXNUATIOUOC

evOOKUTTApPIAC ouoiac,Bacikng
LEPBPAVNC TWV AYYEIWV,Y-OPalpIvav.



i TonIKOI NAPAYOVTEC

Ioxaipia kar uno€ia

Neuponabeia (aiobnTIKOKIVATIKA KAl auTovoun)
Ynap&n nieong oto onueio TnG BAAPNC
EnavaAapBavouevol TpaupaTiopol

Ynap&n &Evou owpaTtog

Ynap&n o1dnuartog

NEkpwon

dAeypovn-dianunon-aigatTwpaTa

Mn enapknc Tonikn Bepaneia

AAyOC

EkTaon eAkouc (dIaUETPOC-BABOC-CUUUETEXOVTEC IOTOI)
AIGpKEIa TOU EAKOUC



i EnoUAwon(popiakd ninedo)

= EmBnAiaka kuTTapa
= IvoBAGoTEC

= /\EUKa aipooPaipia
= Epubpa aipoogaipia
= KepaTtivokuTapa

= Makpo@paya

= AUENTIKOI
NapayovTeC

= OAeypovwon
KUTTapa

= Opoufivn
= Oiunpivn

= KoAayevaon

= KepaTivn
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i AIaBATNC-ENOUAWON

= [Mapapovn Tou OIKTUOU TOU IVWOOUC KAl HETA
TN pAeypovwdn paon kalr kabuoTepnon
dlaAuonc Tou

= Avenapknc BakTnpIoOKTOVOC dpAacn TwV
OUOETEPOPIAWV

= H unepyAukaipia kai Ta auénueva enineda
YAAGKTIKOU OEE0C O1aKOMTOUV TO puBlO
dIaIpECNC TWV IVOBAAOTWV Kal NPoKaAouv
avTioTaon oTouc au&énTikouc NapayovTec.




i AIaBATNC-ENOUAWON

= H unepyAukaipia duvartal va YEIWOEl TN
KUTTapikn dpacTnpioTnNTa oTn GAEYHOVWON
(paon Je aAAayec HOPPOAOYIKEC TOOO OTA
Lakpo@aya 000 Kal 0Td KEpATIVOKUTTAPA

= AvaoTteAAeTal n dINBNon Twv
KEPATIVOKUTTAPWV

= H 6|C|Tapc1ypavn sKKplon N n anouacia Twv
aQuENTIKWV NapayovTwv

= [eveTikn npodiabeon




i AIaBATNC-ENOUAWON

= Oykoyoviodio c-

myc | » B-Kareviviy
unepnapaywyn- EVEPYOMOIOC
KWOIKONOoINan NPWTEIVN TOU C-MYyC,
NPWTEIVNG OTO LEIWUEVN AEITOUPYIa
nupnva Twv T

KUTTAPWV HE

£Nidpacn OTOUC

auénTikouc

NapayovTec.



i AIaBATNC -enoUAwonN

= Epnodidouv pyetavaoTeuon
KEPATIVOKUTTAPWV.

= Meiwpevn ouykevTpwon EGF,EGFR,VGF,
hEGF, TGF .

= Meiwpeva enineda NO (peow eNOS )
= Anouacia IGF-1

= [auon peTavaoTeuonc eniBnAIaKwY
KUTTApWV Kai IvoBAacTwV.



i AIaBATNC -enoUAwonN

= Meiwpevn KukAogopia

= Meiwpevn napouaia algoneTaliwy Kat
AEUKOKUTTAPWV

s MEIWUEVN CUYKEVTPWON AUENTIKWV
napayovrtwy.

s Melwpevn enouAwaon.



Trauma

Slough develops as a result of defective scab
formation - ideal culture medium for bacteria

Peripheral neuropathy leads —— —r.
to unperceived trauma ===
to regenerating tissue

\Poor epithelialization because of

ischaemia of skin

enzymes e
Defective phagocytosis

e
Release of @
proteolytic -/ @\

Larger arteries
narrowed by
atheroma___
Defective shunting of blood because
of microvascular disease



i XpOvIo d1aBNTIKO EAKOC

KaBuoTepnon TNC pAEYLOVWOOUC (pAacnc
Au€nuevn pon GAEYHOVWOWV KUTTAPWV ONwCE
oudETEPOPIAA Kal JakpoPaya

EKKPION KUTOKIVWV JE CUVENEIQ au&énueva
enineda MMPs kai peiwpeva enineda TIMMPs
Auénuevn NpwTEOAUTIKN OpacTnpIOTNTA Kal
AnEVEPYOMOINCN AUENTIKWV NapayovTwy Kai
TWV UNOJOXEWV TOUC.



i XpOvIo d1aBNTIKO EAKOC

= AlaTApnon PAEYHOVIC

= Ta To€ika npoiovTa d1acnacnc TWV 1I0TWV Kal
Ta PIkpORIa nou dinBouv To NepIBailovTa
ano TO €AKOC XWpPO

= EAaTTwpEVN ouvBeon koAAayovou ( o€
eninedo napaywync kai anodounonc) He
anoTeAeopa nayxuvon Paocikne HePPpavng,
NEPIOPICUEVN KIVNTIKOTNTA apOpwoewv Kai
PTWYXN ENOUAWON



Xpovio d1aBNTIKO EAKOC
i (QvTIpET®MION)

= NoppoyAukaiyia

= Aipoduvapikn orabeponoinon acbevoug
= ANOKATaoTACN AINATIKNG PONG

s EnIgeAnc kai ekTeTapevoc kabapiopog

= METATponmn Tou XPOVIOU EAKOUC O€ OEU




i EnoUAWON-QVTIMETOMNION

= ANoPOpTION

= EnmipgeAnc kar enavaAappavopevoc
XEIPOUPYIKOC kabapiopoc (debridement)

= EmBepaTa

s DAPUAKEUTIKN KAl XEIPOUPYIKN
AVTIMETWNION TNC PAEYMOVNC

= Enavayyesinon



i EnoUAWON-QVTIMETOMNION

= YnepPBapiko oEuyovo

= YNOKATaoTaTa OEPUATOC
= AUENTIKOI NAPAYOVTEC

s [1pOVUUPEC



‘L EnoUAwon- kaBapiopoc.

£ '
= XEIPOUPYIKOG : ES

Saap et al wound Repair . & o
Regen 2002

= BioAoyikoOC :

Sherman et al piapetes
Care 2003

Armstrong et al J Amer
Pod Med Assoc 1995




v

= XEIPOUPYIKOC
kaBapiouoc




i EnoUAwoN-kadapiopog
= Bloxnuikoc (evlupa)
= XNUIKOC (avTionnTika)

= Mnxavikoc(VAC)
Armstrong et al Lancet 2005

s AUTOAUTIKOC(UDPOYEAEC)



‘L EnoUAwoN-ano@odpTion

= Empnkuvon
axiAAEIOU TEVOVTA
(ATL)

= Napbnkac oAIknC
enapnc (TCC)

= APaIpOUPEVOC
vaponkac (RW)




i EnoUAwon -ano@opTion

Huinanoutoa(Half
Shoes)

= 96% €NOUAWON PECOG
XPovog enouAwaong 70
NUEPEG Kal VOONAEUBNKE
IOVO €vac.

= 59% pECOG XpOvVOG
enouAwong 118 nuepeg
Kdl VOONAEUBNKE TO
50%.

= Chanteleau E et al.
Diabetic Medicine 1993




i Enb¢uara

= YOpOokoAoEION

= AAyIVIKG

= Appwon

= YOpOTPIXOEIDIKA
= AnAEC pepPBpavec
= YOPOYEAEC

YnokaTtaoTaTa
OEPUATOC

EmB&paTa koAayovou

EmBepaTa pe
avTIMIKpoPIako
napayovTa

AvaAynTika emBepaTa
Ev(UpaTIKEC KPEUEC












i AUENTIKOI NAPAYOVTEC

= Ennpealouv tn diadikacia TNC
£NOUAWONC €ITE YE AVACTAATIKN N
OIEYEPTIKN Opacn oTo NEPIBAANAOV TOU
£AKOUC.

= Xnuelota&ia,peravaoteuon,dieyepon,din
Onon ano KuTTapa kai BEPENIEC OUTIEC.



AY=HTIKOI NMAPATONTEX

Ipoéhrevan

AvEnTinog Toomog dodong
Hapayav
IL 1-8 Moxgogpdrya, pootoxdrioga | XnpetotaEin yia tvordoteg
Interleukins Agpporitraoa, AOL TTOAVHOQQOTIQN VA,
HEQOTVORTTTOQU, CYYELOYEVED
ddpopot dhiot LoTol
KGF Ivofhdoreg MeTavaoTteuon, TOATARGLOL-
Keratinocyte OPOS ®OL dLapoQOTToinon HEQU-
growth factor TLVORUTTAQWYV
PDGF Awpometahia, eviobnhond | Xnuewotabio yio Gho to wiTra-

Platelet derived
growth factor

wITTROA, parQopdya, hela
wuLKd ®oTTaQo.

QU TS PREYROVHdOVE GAaTg,
CLYYELOYEVEDY), avVOdLOUSOPmOT)
OUM]G, CUEOIRVOT

TOV TQUUUOTOC.

NGF
Nerve growth
factor

Ivopidotee, paotonitraga,
E00VOQLALL
didgogpol dhhot Lotol

Arapopormoinon wvopragtdv
og puoivofhdoteg

TGF- alpha, beta
Transforming
growth factor

T-AepponiTIoQd, REQUTLVO-
witraoa, dudpopot dhhol
Latol

XNUELOTAETO %ot TOMAGTTACLOL-
aouds dLogpdpmv ®uTTdouV

TNF

T-hewporitraod,

Evepyomoinor poxpogqdymy,

Tumor Necrosis Lo Qopay, ayyewoYEVeDY], gibuon dihov
Factor UOTTORUTTOQO0 HUTORVV
VEGF Kepatwvouittapa AvEnon dwarepurdrnTag

Vascular endothelial
growth factor

TOUXOELDMY, TOMATAGTLOUSE
evdoniandy nuttdonv




AY=HTIKOI NMAPATONTEX

AvEnTixdg
Hapdywv

IMpoéhevon

Tedmog dodong

CTGF

Connective tissue
growth factor

Ivophdotee, evbonhiomd

®UTTUQO

XnuetotaEic non wolhamho-
TLOOUOS TMV HUTTAQUWV TOV
oUVAETIHOU LOTOU

EGF

IThdouno, ouroTeETAALL,

Meravdotevon REQUTIVORUTT -

Epidermal growth | wompogdya 0wV, VATTTUEN RORHUHIOUG

factor LOTOV, TOMOTTACLOLOLOUOS HEQU-
TIVORUTTAQMY Kot WoPAaoTdv

GF 1,2 Maxpogpdya, XnuetotaEio, morhamiaotaopdc

Fibroblast growth
factor

T-heppoxriTroa,
Evdotnhaxd wittaga,
dLdpopot LoTol

KEQUTIVORUTTAQMV Rl oPha-
OV, AYYELOYEVED, GUQOIHV®-
01 TOU TROUUATOS, KA eVaTtd-
Beom Beuéhiag ovolog

IFN -alpha Agpgondttaa, Avaotoh] ToAaThAoIaopoU

Interferons woprdoteg WOoPBhaoT@Y ®ow T ovvBeons
TOW UETUALOTQWTEIVATWV,
EVEQYOTIOM O WARQOPAYWY,
QUBULOY TAAMV RUTORIVOV

IGF-1 Maonpogdya, NraTrd Apdom mapduoLe e TS avEn-

Insulin-like
growth factor

wUTTOO, (YOPRAOTES,
dudigpoool dhiol LoToL

TG 0praVNS, oivbeon mom-
TEOYAURAVAV HOL HOMMLYOVOU,
UETOVAOTEVOT HEQUTIVORVTTA-
OV KoL TOAMUTACCLAOUGS
wohaoTov




i Becaplermin (PDGF)

= AuénTIKOC NnapayovTac aigoneTaliwy
EKKPIVETAI ANO TA KOKKIa @ TwV alJOnETAAIwV
ONw¢ Kai ano Ta pakpopaya, Ta voobnAiaka
KUTTApa Kal Touc IVOBAACTEC.

= [poayel TN xnueloTa&ia Tn PITWTIKN
dpacTnPIOTNTA Kal TNV auénon oTn ouvoeon
(PIUMPOVEKTIVNG KAl UGAOUPOVIKOU OEEOC.




LYITPAQEAY | ETOX | IXEAIAXMOZ THE | BPAXIONEX GEPAITEIAX KYPIA EYPHMATA
MEAETHX
Steed [28] 1995 | Tuyoomompévn dimhd, | Tomuch epappoyn yékng PDGF | TThnpng emovhaon tov £xovg otig 20 efdopddes: 48% évavty
TUQAY EheyyOpEV LE 30 pg/g Evavt EwoviKoD 25%, p=0.01
EUKOVIKS QApULaKO QUPUGKOD
Wieman [29] 1998 | Tvyonomompévn Sk | Tomuch epopuoym yEng PDGE | IThnpng emodimon tov Ehkovg: 49.5% évav 36% évavr 35%,
oM eheyyopevn ue | 100 pg/g dvavr 30. pg/g évavrt p=0.007
EtoVIKS QappLaKo ELKOVIKOD QOppiKon Méaoc ypovog péypt Ty enovnon: 86 nuépeg (100 ug/g)
gvaytt 127 nuepov (Eucovikd oapuaKo)
D’Hemercourt [31] | 1998 | Tuyotomompévn dmhe | Tomun epapuoy yékng PDGFE | TIfipng enovhaon tov éhkovg: 44.1% évavn 35.7% évavr 22%
: TOQA EAEYYOUEVY LiE 100 pg/g évavl yéang.
EIKOVIKO PapUEKO kapPolopebuloeiiovholng
EVOVTL KABIEPOUEVTC PPOVTIONG
Embil [32] 2000 Mehér Déong II1B Acodheto, ™G TOTUKNG MApng emovimon tov Ehkovg: 57.5%
oappoyis yéne PDGF 100 Méoog ypdvog péxpL Ty emovroan: 63 Npépeg
ue/g
Smiell [34] 1999 Meto-ovaivon* PDGF 100 pg/g évovrt TTAfpn g emovimon tov Ehkovg: 50% Evavrt 36%, p= 0.0007

EIKOVIKOD QOpUhKOD

Méoog ypdvog péypt ™y emodroon: 14.1 epdopddes vavr 20.1
eBoopdomy, p=0.01




i AUENTIKOI NAPAYOVTEG

= Vascular endothelial growth factor
(VEGF)

= Nitric oxide (NO)
= Basic fibroblast growth factor (bFGF )

= Granulocyte colony stimulating factor
(GCSF)



X1 1 FARRAL BE1OL | 2aABAIAZMOLZ THE BPAXIONEZX @EPAIIEIAX KYPIA EYPHMATA
MEAETHX
Gough [46] 1997 Toyoonompévn dumid Filgrastim 5 pg/kg sc Xpdvog péypr mv bpeon g Aoipméng: 7 nuépeg évavr 12
TUPAT| eheyydpevn pe xalnuepwva el 7 nuépeg vovtt nuepdv, p= 0.03
ELKOVIKG Qdppoko EIKOVIKOU QepUEKoD Xpovog pexpr my expiloon tov pikpoopyavicpdv: 4 nuépsg
évavtt 8 nuepdv, p= 0.02
Atbiprero voonieiag: 10 nuépeg évavnt 17.5 nuepdv, p= 0.02
Ardpxeia. evdopréPuag avaimonc: 8.5 nuépec évovtt 14.5
nuepmyv, p= 0.02
De Lalla [47] 2001 TogAn 11a Tov ekt Lenograstim 263 pg sc Ypeon olpodng: 12 aoBeveig évavrt 9 aoBevdy, p= NS
kabnuepwvé ent 21 nuépeg Amopovebévieg pikpoopyaviopol ato népag me pehétne: 11
évavl kebiepopéyng ppovtidog gvavrt 8, p= NS
Axpompuspoi: 3 aceveic évavtt 9 aoBevdv, p= 0.038
Yionem [48] 2001 Mn topAd, un Filgrastim 5 pg/kg sc Xpovog uéypt v voson g hoipoéng: 23.6 nuépeg évavtt 22.3
TUYCLOTOULEVT xabnuepwd eni Tovddyiatov 3 nuepmdv, p= NS
Nuépeg Evovt kubiepopéyng Adpkelo voonieiog: 26.9 nuépeg évav 28.3 nuepdv, p= NS
QpovTidog Axpotpucpoi: 2 oobeveig fvov 3 aclevdv, p= NS
Kistenbauer [49] 2003 | Eleyydpevn pe eikovikd Filgrastim 5 pg/kg sc Ymoyodpnon owbnpatog: 88% évavit 69%, p= NS
QAPULOKO Kebnpepvé eni 10 nuépeg Ynoywpnon Aeppoyysitideg: 100% évavtt 100%, p= NS
EvavTL ercovikod eoppdxov Zoppikvion éhkovg: 59% évavrt 35%, p= NS
Xepovpywr] emépBacn: 1 acheviig évavtt 1 acbsvoic, p= NS
Viswanathan [50] 2003 Toyoromompévn dimhd Filgrastim 5 pg/kg sc Yoeon hoipwéng: 9 acdeveic évavat 3 acleviov, p= NS
TUQAT EASYXOUEVT LE xadnpepwva eni 7 nuépeg vave Avdpxela voonasiog: 7.4 nuépes évavtt 8.8 nuepdv, p= 0.023
EIKOVIKO QOPUUKD ELKOVIKOU QOpUAKOD
Cruciani [52] 2005 Mera-avéioon* GCSF évavtt kabepopévng GCSF: peioon mbavétag yepovpyucrg enéufaong, RR= 0.38

PpovTidag

(CIL: 0.20-0.69, p=0.002)
GCSF: pelwon mBavémrag akpotnpiacnod, RR=0.41 (95%
CI: 0.17-0.95, p= 0.038)
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i APLIGRAF

= INOBAAZTEZ

= KEPATINOKYTTAPA

m Veves...Diabetes Care
2001

601

50
40

301
201

8 weeks

56

39

12 weeks

= Control
Apligrat




i YnepPapikd oEuydvo

= AU&non emnedwv O.0TOUC I0TOUC TA Ornoid

NapapeEVouV yia ApkKETO XPOVIKO dlacTnua.
Otav PpO2 > 30 mmHg, o€ I0TIKO €NINEdO
TO unepPBapiko O2 £xel avTipikpofiakn dpacn,
6|£y€|povmq N ouveson KOAAQyOVOU Kal
npoayovTac Tn VEOAyyeiwon Kal TNV
avTIPAEYHOVWON dpACn TWV AEUKOKUTTAPWV
33,3% peilovec akpwTnpiacpoi evavTl 8,6%
ue Bepaneia pye HBO.(Faglia F...Diabetes Care
1996)



i TIMMPs(DOXYCYCLINE)
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