NEYPOWYXOAOTIA I

AAeEavopa OLkovopou



MpowpoTNTA, TTEPLYEVVNTIKEC ETUTAOKEC



EvkedaAikn BAABN & nmpowpotnta -1
* KaBe xpovo 1 ota 10 Bpedn, 10,6% yevviouvrtol
npowpa (rptv tig 37 eBdouadec kunong)
* Eva ota 7 BpEdn maykoopilwe yevviouvtal LE YapunAo
Bapoc yevvnong(< 2500 yp.), 8,3% TwV YEVVNOEWV
* To 1,5% twv Bpedwv £xelL TOAU yaunAo Bapocg
vévvnonc (< 1500 yp.) (HNA)



EvkedaAikn BAAPNn & mpowpotnta -2

e JtadlaKkn avénon Tou ToocooTol MPOWPOTNTAC,
Kivbuvoc eykedalomnabeLog

* To 80% twvV Ppedwv mou yevviouvtal otlc 26 efOopadec
KUNonC¢ emLBLwvouv

e Q0TOCO, UMOPEL VAL UTIAPYXOUV LOKPOXPOVLEC ETILITTWOELG
oTNV AVATTTUEN TOU eyKedAAoU

e AlOTAPOXEC VONONC, oUTIEPLPOPAC, TIPOCOXNC,
KOWWVLKOTtoinon¢g oto 25-50% twv modwv

e JUvOEON UE AUTLOMO, VONTLKA LOTEPNON,
UTTEPKLVNTIKOTNTA, YAWOOLKEC OUOKOALEC, PUXLATPLKEC
Slatapaxeg

e YoPBapec KvnTIKES dtatapaxeg (m.X., EYKeEPaAALKN
nopaAuvon) oto 5-10% twv rodLwv



EvkedaAikn BAAPNn & npowpotnta -3
e EEQLPETLKA TpOWPOTNTA: EVOL ONUOVILKO UTTOGUVOAO
TwV Bpedpwv pe oAU xapunAo Bapoc yévvnong

* YYnAo moocooto enBiwonc (50-70%) ta teAevtaia
Xpovia

e Alatapaxeg avw tou 50% og authyv tnv umto-opada



Mepyevvntikoi mapayoviec aAAoywv

.. Perinatal brain development

Postnatal growth

y Maternal and fetal factors
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NAN 2020; 46: 413421



Mepyevvntikol mapayovtec aAAaywv: Mntpkoi &

eMBpuikol mapayovteC

Evéopntpla kabBuotepnon tnc avantuéng (fetal growth
restriction)

AOYW YEVETIKWV N TIEPLBAAAOVTIKWYV TIOPAYOVTWV

Melwpevn gatd ovoila, LELWUEVN ELUVEAWOCN KOl
TTOAUTTIAOKOTNTA TOU pAOLOU, QAAAYEC OTNV QVATTTUEN
NG mapeyKePaAido Kol TOU LITITOKAUTOU

NAN 2020; 46: 413-421



Mepyevvntikol mapayovtec aAAaywv: Mntpkoi &
eMBpuikol mapayovteC

Katdayxpnon ovclwv

e Aturmn avarmtuén Aeukng ovaolag, Epdavnc otnv
rnadikn, edpnPukn, eviikn lwn
Kanviopa
* Mwkpotepn eykedaAlkn avantuén (LeTA amo
TPOCAPHOYN Yla TN CWHATIKA avarmtuén)
MnTPLKO OTPES
* H avantuooopevn Aeukn ovoia eival EVAAWTN OTLC
LNTPLKEC aVTIEOOTNTEC, OTIWCE KAl N apuySaln, To
POCAYWYELO, N ayKLOTPoeLdNC deopida, o mAAyLloc-
paxlaioc MMO, n napeykepaiida, n KATW
HetTwrtoiviakn deopidba

NAN 2020; 46: 413-421



Meplyevvntikoi mapayovieg aAAoywv: veoyvikol
TLOLPOLYOVTEC

2uv-voonpotnta
* NekpwTtikn evtepokoAitda, apdpiBAnotposidomnabdela
NG TPOWPOTNTOLC
FoviSLWHATLKA, EMLYOVIOLWHATIKA
* H mpowpn yEvvnon UMopel vot CUVOEETAL UE VEVETLKEC
TP AAANOLYEC KOl ETILYEVETLKEC TPOTIOTIOLNOELC, OL OTIOLEC
OUVELOPEPOUV OE VEUPOAVATOLLKEC TTapaAAAYEC oTNV
avamntuén tou eykepalou. OL aAAaYEC QLUTEC UTTOPEL val

odnNynoouv o€ eVAAWTOTNTA O PUXLOTPLKEC
dlatapaxec.

NAN 2020; 46: 413-421



H €€€Aién Twv mpowpwv madiwyv -1

e Alaxpovikn HEAETN mapakoAovOnong 26 MPoOwpwv
Bpedwv xapnAou Kvduvou Kot 23 pun mpowpwv Bpedwv
(ouvtalplaopuEVwY we poc nAtkia, duAo, poppwon &
ETIAYYEALLOL YOVEWV)

* Mpowpa Bpédn: 30-34 + 6 HEPEC KUNONC, XWPLC €K
VEVETNC SLatapayEC, VEUPOAOYLKA TTpoPANAT, LE
duoLloAoyLKA aKkor, Opacn, aVATtuén

e Aflohoynon ota 3 & 5 €tn

Caravale et al. (2012). Early Human Development



H €€€Aién Twv nipowpwv rtadiwyv -2

Mn AEKTIKEC LKOLVOTNTEC

e XapnAotepn emniboon oto Visual Motor Integration (VMI,
avtypadn oxnuatwyv), oto Visual Perceptual Test (emiAoyn
(OLou 1) TOPOOLOU YEWUETPLKOU OXNHATOC LE EVOL LLOVTEAO
amo aAAa oxnuato)

AEKTLKEG LKOLVOTNTEC
e XapnAotepn enidoon oto PPVT-R (mpooAnmtiko Ae€LAOYLO)
Ano ta 3 ota 5 £Tn

» Xepotepn eniboon oto VMI, SUCKOALEC OTN YPOLULUOTLK
Kortavonon

ZUMTEPAOHA

e AKOH KOl TaL TTpowpa Bpedn xapunAou KivdUvou MPEMEL val
napokoAouBouvtal oTiC VEUPO UXOAOYLKEC TOUC
Aeltoupylec

Caravale et al. (2012). Early Human Development



H eykepalondBeia tn¢ mpowpotntog

* MepkolAlakn eykedalopaAdakuvon (periventricular
encephalomalacia):

o AlATOPOXEC VEUPWVWYV / VEUPOEOVWY OE: AEUKN ouoia,
Balapo, Baoika yayyAla, $pAoLo, oTEAEXOC,
noapeykepaAida

* >oBapn atpoppayia, eEPL KAl EVTOC TWV KOLALWV

* Neupoarelkovion: TouAdxlotov 1o 50% twv Bpedpwv pe
oAU xapunAo Bapoc epdavilel mepikolAlakee BAABeC,
VEUPWVLKEC/a€oVIKES BAAPEC



MepwkolAtakn eykepalopaAakuvon (PVL)

Kuotikn Mn KuoTtikn

A CsticPVL Non- cystic PYL A. OL e0TLOKEC VEKPWTLKEG BAGBEG otV KUOTIKN PVL g€ehicoovtal

o€ KUOTeC. OL €E0TIAKEC VEKPWTIKEG PAAPEC OoTNV KN KUOTIKN PVL

Ditfuse

Focal e€eAlooovtal o€ VEUPOYAOLLKEG OUAEG.
{macrosoopic . mirascopic)
Ku )
T: OaAapog
P: ké€Audog

GP: wxpa odaipa
GE: em1BnAwo tng yayyALloaKnG UTtEPOXNG

Figure 1: Cystic and non-cystic periventricular levkomalacia (PYL) and
germinal matrix haemorrhage-intraventricular haemorrhage (GMH-IWH)
and GM H-IWH with periventricular haemarrhagic infarction (PHI)

Coronal sections from the brain of a 28-week-old premature infant. The dorsal
cerebral subventricular zone (5W7 ), the ventral germinative epithelium of the
ganglionic eminence (GE) thalamuws (T), and putamen (F)/globus pallidus | GF)
are shown. (A) The focal necrotic lesions in cystic PVL {small circles) ara
macroscopic in size and evolve to cysts. The focal necratic lesions in non-cystic
YL (black dots) are microscopic in size and evolve to glial scars. The diffuse
component of both orstic and non-cystic AL (pink) is characternisad by the
cellular changes, as desoribed in the text. (B) Haemorrhage (red) into the GE
results in GMH, which cowld burst throwgh the ependyma to cause an IVH (left).
When the GHM-IVH is large, PHI might result (right).

B GMH-IVH GMH-IVH with PHI

B. Alnoppayia (kokkvo) otnv GE pe amOTEAECHUA OULUATWO OTN
BAaotikn otifada (GME) mou pmopel va odnynoelL o
gevbokotllakn atpoppayia (IVH).




NeupornaBoloyia: pnyxavicuot -1

Mpo-oAwyodevdpokuttapa (Pre-oligodendrocytes, pre-OL)
e Emikpatouv otic 24-40 efbopadec kUnong

* Ta oAlyodevdpokiuttapa adpBovouv otn Asukn ovoia
neta tic 40 eBdopadeg

e EvaAwTta oTnNV WoYoLia kat tn GAeypovn ota tpowpa
Bpedn

e BAaBn og avta emdpa otnv avamtuén Twv veupasovwv



NeupornaBoloyia: pnxovicpot -2

MukpoyAoia

e EmikpatouVv otlc 16-22 eBdouadec kunong, kopudwvovTtol
0To 30 TPLuNvo

e Kplowa yla tnv avamntuén tov eykedalou, TNV amontwaon,
TNV QVATTTUEN TWV VELPAEOVWV

e EvaAwTta oTnNV WoYoLia Kat tn GAeypovn ota tpowpa

Bpedn



NevpomaBoAoyia: pnxovicpot -3

Nevpagovec
* MpoPAntkol, cuvdeTIKOL, cUVOETULKOL

e AnpLoupyouV cUVALELC LLE TOUC VEUPWVEC TNCS UTTODAOLLKAG
ntAakoc (subplate neurons) eptpévovtog Touc GAoLLKoUc
VEUPWVEC Vo avartuxBouv

e EvaAwTta oTnNV WoYoLia Kat tn GAeypovn ota tpowpa

Bpedn



NeupomnaBolAoyia: pnxavicpoti -4
Nevpwvec utopAoUKA G TTAAKOLG

* Mapodikol veupwveg KATw aro tov pAoLo, kopudwvovTtol
OTLC 24-32 BSopadec KAl N AVATITUEN TOUC OUVOEETAL UE
TNV avamntuén tou pAolou, Tou BaAdpou, TwV VELPAEOVWV

* H mpowpotnta emdpd 0TOUC TIPOCAYWYOUC VEUPAEOVEC Katl
OTOUC VEUPAEOVEC TTOU EEKLVOUV OO ToV BAAQLO KoL ATtO
LOLKPLVEC PAOLLKEC TIEPLOXEC
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NevpomaBoAoyia: pnxovicpol -5

Yno-kotAtakn {wvn, GABA-£pYLKOL VEUPWVEC
* Neupwvec apyotepnc petavaotevonc (3ov TpLuivou)

* Kplowpot pAoukot veupwvec (to 20-30% twv pAouKwV
VEUPWVWV) yla TNV oAoKANpwon Twv GAOLKWV
AELTOUPYLWV KaL TN puOULoN TNG SLEyepong



NMepwkotAtakn BAABn

BAAPn otnv nmepkotAtakn AEUkn ouaia:

Eotiakn: BAABN Babua otn Asukn ovoia, anwAsLa
VEUPWVWV

o 2oBapn, <5% twv Bpedwv

0 MILKPOOKOTILKEC KUOTEC (KUOTLKNA TIEPLKOLALOLKN
BAABnN)

Awaxutn: aotpoyloiwon, HikpoyAoiwon,

uTtopueAivwon (ta mpodpopa oAtyodevdpokutTapa

dev umopouv va mopaEouv HUEALvn)

o ALaYUTEC SlaTapaxES



Nevpwviki/a&ovikn BAARN -1

e Aeukn ouoia:

o MPOoBOALKES, CUVOETIKEC, CUVOECULKEG (VEC
* OaAapLoC

O 2UXVEC BAaBec

o Neupwvikn anwAeLla, yhoiwon, BAaBec

VEUPOAEOVWY, LELWUEVOC OYKOC

o NonNTKEC dLaTapaXEC
* Baolka yayyAla

O 2UXVEC BAaBec

o MEelwUEVOC OYKOG



Nevpwviki/a&oviki BAaBn -2

* EykedaAkoc dpAoLog
o Emnpedletal CUYKPLTLKA AlYyOTEPO
o MELWUEVOC OYKOG

* MNapeykepaAidba, TUPNVEC OTEAEXOUC
o XopaKTnPLOTIKES BAABEC
o M\oilwon

o AUPOTEPOTIAEUPEC CUMUMETPLKEC LELWOELG OYKOU
napeykepaAidog



KAwviko-ta®oAoyikoi cuoxetiopol

* Kuotwkn meptkotAtokn BAABN
o 2UvOeon YE OTOOTLKNA tapamAnyla

e Mn KuoTIKN TtepLKoLALakn BAABN
o 20Uvdeon PE vonTLKA EAAElppOTA APYOTEPQ, XWPLG
KLVNTLKEC SLaTapoxEC
* Neupwvikn/aéovikn BAABN
o 2Uvbeon (ev pEpeL) pe To eupUlTEPO daoua
eAAELUUATWY OTN vONoN, MPoooXH, cuuTepldopaq,
KOWWVLKOTIOLNoN, EAEYX0 AVOLOTOAWY, LLE OLUTLOTLKA
oTolxela



Avantuén eykepalov otnv npowpn nepiodo

e 24-40 eBdopadec kUNONG
o Avarmrtuén vmo-kKollakng paxtaiog {wvng tTou
geykedalouv
o Avarmtuén KolAlakoU emOnAiov tn¢ yayyALaKnG
UTLEPOXNG
o Avarmrtuén BaAapou, pAolov, napeykepaAidag
* [eploxec eVAAWTEC o€ evdoyeveic kal e€wyeveic BAaPec
o loxouwuia, pAeyuovn, dteyepolpotoéikotnta (Bavatwon
VEUPWVWV OTtO YAOUTOULVLKO, AOYW
UTTEPEVEPYOTIOLNONC YAOUTOLULVLKWY UTTOOOXEWV)

o AuENUEVN ELOAWTOTNTA TIEPLOXWV E TOXELD avaATtTUEN



EmiOnALo tnc yoyyAiokng untepoxne (GE)

Noapodikn eykedaAikn Soun mou kabodnyel
LLETAVAOTEUON TWV VEUPWVWYV, LETAEL BaAdpou Ko
KEpKodOpoOU TIUpRVa

GE: ganglionic eminence 5 } ST L
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EvkepaAonaBeia TnG mpowpotNToG
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IVH: Intraventricular hemorrhage

Ane lKéVlGn PVL: Periventricular leukomalacia

CBH: Cerebellar hemorrhage

Grade 1 Grade 2 Grade 3 Grade 4
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JUMITEPACHATOL

OL eyKEPAALKEC VW HOALEC TNC MpowpOTNTOC Elval
oUVOETEC

o  Mn alLOopPAYLKEC KAl ALLOPPAYLKEC PAABEC

O 2UVOUOOUOG KATAOTPODLKWY KL AVATTTUELOKWY LNXOVLIC WY

https://elepap.gr/2021/05/31/diadiktyaki-imerida-proorotita-kai-proimi-diepistimoniki-dierevnisi-ton-nevroanaptyxiakon-diatarachon/
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