ONOMA AIAAKTOPA: EYAITEAIA EMAPAI'AAKH

ONOMATA 3MEAOYZX EINITPOIHE: ZQKPATHE [TAITATEQPTIOY, [IOTATAY
KONITANTINOEZ, ZKAPMEAEZ NIKOAAOZ

TITAOZ AIATPIBHZ:.H AZIOAOI'HZH THE ATIPAZIAT XTA NEYPOEK®YAIZTIKA
NOZHMATA AlA ZQXHE KAl MEZQ THAEIATPIKHE

[MTEPIAHWH

Ewayoyy: Anpolia ovopdletar m Swtapayy g kavomtag eEMTELEONC pobNuévov
emdECuwv Kiviioewv mov dev pmopei va amodolei oe TpOTOYEVH KIVTIKG N awetnmplokd
erkeippate, atadio 1 advvapio kotavénone. H anpaia propsi va ekdNAmBei pe Sratapaym
og: o) wKoavomra pipnong yepovomev pe 1M yopic vénua, Pp) TAPUYOYT] YEWPOVOHIDY
(mavropipa) kon ) ypiion epyaieiov. H yvéhon ya tovg vrokeipevoue nafopuoloroyixovg
HNYAVIGLOVS TV SLaPOpeTIkMY ekdnrdoenv g anpatiog £xet efuyPel oyedov amokAeistikg
amd peréteg oe mAnbuopoig acbevov pe wyayukd AEE (ogvidw E0TWOKTY)  CUOAC
opwbempévn katactpopikn PAaPN), w¢ eni to mieiotov KoTavopic apwoTepNg pEoNG
eykepaikiic apmpiog. Zmv Piloypagio erieimovy peréteg mov va Siepevvody o eidog tov
eMeppdtov oy anpafict Kl TO VROKEEVO OVOTOMIKO VIOCTPOUA OTA SUPOPETIKG
VEVPOEKPUMGTIKG vooTipata (Tpoiovoa Sidyutn un capog opobetnuévn PBrapn), ommg xa
evdeyOpeves Sapopés oTa G Gve PETald TOV VOSNUATOV auTdv. Adyo tOv yvoothv
S1popAV 610 TPOTLNO PAOUKNAG atpo@iag petald Twmv VEDPOEKQPUAICTIKDV VOGS UATOV,
avapeveTar o1 acheveic pe Sugopetikd vooHuate (dvole 610 TAIGI0 VOGO Alzheimer,
HETOTOKPOTUQIKY  Gvowr, vocog Parkinson, @loofacikd cdvdpopo Kt TPOODEVTIKY
VIEPTVPNVIKT) TTapdivon) va eppavifovy Swupopéc 1660 TO0TIKE OG0 Kol TOGOTIKG oV
EMIOO0N OTIG SpopeTikég Sokyacisg mov ehéyyouv ™V ampadio, Omm¢ KUl oToug
DROKEINEVOLG AVATOMIKOVG GYNHATIGHOVC.

Lxonoc: TNpotevwv:  diepedvnon dwgpopdv oto apdtrumo g anpatiog oe acBeveic pe
SLUPOPETIKG  VEUPOEKQUMOTIKG  voonpota. Asvtepedovies: o) N OULCYETION HE TOVG
VTTOKEILEVOLG avaTOpKoDg GYNHATIONOUS B) N EQUPHOYH TMV SOKIHAGIHOV anpaliog os
Kat' avTinapactact kot Sl TnAeintpikig e&étaong yia Siepehvnon e EQUPHOGIUOTN TG TMV
OOKOCIOV GE S10POPETIKEG GUVOTKEC.

MeBodonoyia: INa v perétn tov KipOV epeLVNTIKOD EpOTIHpATOG, But xopnynOet n khipaxo
e€étaong me anpadiag tov Goldenberg (Goldenberg, 1996), dmov anaiteiton pipnen dvo
EBOV KIoEmV Yopig vonua, kafdg kar i mavtopipa ypiong epyaheiov. Oa afloroynOei
EMIONG M KavOTNTO PiINONG KIVIIGEMV Pe VONUQ, PETAPATIKGY Kol apetdBatav, N tavropipa
apetdfatmv kat yopic vénpa kiwioewv (Diagnostic Instrument for Limb Apraxia (DILA-S,
Buchmann, & Randerath, 2017) ka1 1 woavomta tov efetaldpevey va EMAEYOVV TO 6MOGTO
OVTIKEipEVO Yo v emitevén evog okonod (Familiar Tools Test). INa TNV anavInoey 1oV
devtepevovioy epotnpdtav, Ba dievepynfodv avtictoa o) aVOADGES HOPPOLETPIKMY
dedopévov (oykopetpio VIOQAOWSMOY Sopdv Kat pétpnon mhyovg ®Lo100) and poyvnrikn
TOHOYPUQin: EYKEPAAOV PEGE® TOV Aoyiopwob Freesurfer version 7, kafdg kat B) xopnynon
m¢ doxkipaciog efétaong g oampafiag tov Goldenberg ot QVTITUPACTACT] Kol O
mAelaTpikng e€étaonc.
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ABSTRACT

Introduction: Apraxia, a Greek word is a cognitive deficit that impairs the performance of
skilled actions and cannot be attributed to elemental neuronal deficits, such as paresis, sensory
deficits, ataxia or semantic deficits. Apraxia may manifest with the following: a) tool use; b)
the performance of pantomimes and c) imitation of meaningful and meaningless gestures. The
knowledge of the pathophysiological mechanisms underlying the different manifestations of
apraxia has been derived almost exclusively from studies in patients with ischemic stroke
(abrupt, focal, clearly demarcated, destructive lesion), most commonly of left middle cerebral
artery distribution. Studies investigating the manifestations and anatomical substrates of
apraxia deficits in different neurodegenerative diseases (progressive, diffuse, not clearly
defined atrophy), as well as possible differences between these diseases are scarce. Because
of the known differences in the pattern of cortical atrophy between neurodegenerative
diseases, patients with heterogeneous diseases (dementia of Alzheimer's disease,
frontotemporal dementia, Parkinson's disease, corticobasal syndrome, and progressive
supranuclear palsy) are expected to exhibit both qualitative and quantitative differences in
performance on different tests that assess apraxia.

The purpose of the present study is primarily to investigate possible differences in the
pattern of apraxia in patients with neurodegenerative diseases and secondarily differences in
the underlying anatomical formations as well as application of the apraxia tests in person and
via telemedicine examination to investigate the applicability of the tests in different
conditions.

Methodology: For the main research question, Goldenberg's apraxia examination scale
(Goldenberg, 1996) will be administered, where the imitation of two types of meaningless
gestures, as well as the pantomime of tool use, will be assessed. We will also examine
imitation of meaningful, (transitive and intransitive) gestures, pantomime of intransitive and
meaningless gestures (DILA-S, Buchmann, & Randerath, 2017), and the examinee's ability to
select the correct object among distractors to achieve a goal (Familiar Tools Test). For the
secondary research questions, analyses of morphometric MRI data (volumetry of subcortical
structures and cortical thickness measurements) will be performed via Freesurfer version 7.
Additionally, Goldenberg's apraxia examination will be performed in person and via
telemedicine examination.



