NevpoAoyikn) kAwikn), ['N.A EvayyeAiopnog

Avyepnc NikoAaog, Eidikevopevog NevpoAoyiag
['kovpumaAn BaciAwkn, EmpeAntpla A’
Kapdkaros Anuntptog, [Ipoioctapevog AtsvBuvtnig
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Ava@pePOUEVWV:

= Alatapoaywv Badiong, TpoodevTikd
ETIOELVOVEVWV ATTO SINUEPOV
(aotabela, aotaocia)

= ASuvapla KATW AKPpwV



ATOMIKO ANAMNHXTIKO

= XelpoupynBév kakombeg yaotpivwpa 12kadaktAov

= Avtpektourn otopayov (2007)

= XelpovpynBeloa povipng nmatikny petdotaomn & xoAokvotektoun (2008)
= Takxopwdng dtafn g toumov I (2007)

= Aptnplakn vréptaon (2007)

= Y16npomevikn avatpia (2007)

= Qoteomopwon (2017)



= AAnO7c advvapia # puikg ékmtwon

= Tevikevpévn [# eoTLaK)

= Kevtpoueikn [# mepipepikn

= Katavoun - potifa

= JUUUETPLKT [ ACVUUUETPN




ANE EIZAT'QI'HX

Entimtedo ovveidnong : Xe sypriyopon,
TPOCAVATOALOUEVT) OE XpOVO/ xwpo/ TpocwTa/
€QUTO

NonTikEG AerTovpyleg- AOYOC : KATA UGV

Eyke@alikég ovQuyleg : .ookopikr), PKA (+),
Aoumtec: skew deviation amokAivwv otpafiouog,
BAepapomtwon Sella

MUuikOG TOVOG KaL Tpo@koTnTa: Katd ooy
Tpopog- Bpadvkivnoioa- vtepkivnoieg-
deopdwoelg: Asv mapatnpovvTal

MUuiKN Lo} UG KATA OPASEG:

-Gvw dxpa: (AE) 4/5, (AP) 4/5 kevtpoueAikq,
5/5 TEPLPEPIKA AUPW

-Katw axkpa: (AE) 4/5, (AP) 4/5 kevtpouelikd,
5/5 TEPLPEPIKA GUPW

OTA: §sv exAVovtal

MeApatiaio avravakAaoTtika : Kapmtika
ALPW
Kotllaka avtavakAaotika: Katd ooy

Tuvépyelwa KivijoewV : Katd @iowv

AloOnTikoTTQ:

-ETTTOANG : KO

-ev Tw BaBeL: Béon peAwv 0TO YWPO KATA @UOT),
avev vmomaAAaloOnoiog

Aertovpyia opryktpwv: ®épet Folley (6ev
AVAPEPOVTAL SLATAPAYES ATIO TNV OVPTOT)).

Xtaomn kot Badion: As Svvatal va ektipnOel
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OZEIA
GAEI'MONQAHX
[TIOAYNEYPOITAGEIA

AIA®OPIKH AIA'NQYH

PR |

—

MYOITA®EIA

BAPEIA MYAXOENEIA/
MYAXOENIKO XYNAPOMO

[TOAYEXTIAKH KINHTIKH
NEYPOIIA®EIA

[TIAATTA MYATPO®IKH
YKAHPYNXH




AINEIKONIXTIKOX EAETI'XOX

Triplex kapwtidwVv-
OTIOVOVALKWV
aptnplwv: Avevu
ToBOAOY LKWV
EVPNUATWV

MRI eyke@dAov:
DdAeLwdec ayyelwua
TIEPLPEPLKA OTN
oyloun Tov Sylvius

CT eyke@dAov: Avey
TaBOAOYIKWV

EVPNUATWV

/ /

J




= ONII:
= 1 kUtTapo
= 2 gpubpa
= AgVkwpa 107,5 mg/dl

HAPAKAI N I KOZ - Glu ENY/OPOY = 148/205 mg/dl

< XA? KnAeg? ZmovdvAwon?
< Avayxn HOE



= HAEKTPOMYOTI'PA®HMA:
= MuomadnTiké SlaypEUpUaTa 6TOUG EYYUTEPOUG

HAPAKAI N I KOZ egetao0évteg pOeg
= Evprpata ovpfatd pe puomabntikn Statapoxm
EAETI'XOX

= NEYPOT'PA®HMA: ywpic maBoAoykd svpnuota



= Ymopwo@ataipia
= XopnAn mapaBoppovn
= Xwplg AAAEG NAEKTPOAVTIKES/ LETABOAKES SLATAPAXES
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* XwpigAoluwén

* Xwplicepforiaouo

* Xwplg aviovoa mopeia
* Xwplg aAyog

* Ewova HOE

AIA®OPIKH AIA'NQYH
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MYOITIAGEIA

Alatapayn ewo@opov

*  Xwplg Tpounkika
*  Xwplg évpivn opAila

* Xwpig PAe@apoTTWwon .

B AXOENE
MY ENI YNAPOMO
\)/

« Xwpignuepnowa Stakvpavon  ©
*  Mn Beppoetaptwpevn .

Ewéva HOE
[TOA KH
NEY
—

Mn acVOppEeTpN

Zuvnbwg dvw dxpa

*  EXelppata poviipwv vevpwv
*  Kuplwg avdpeg

Ewova HOE

* anti- AChR apvntiko
* anti- MuSK apvntiko

I1 TPODIKH
X YN

Xwpig Tpounkika
Imavia Evapin ota aKpo
Amovoia decudwoewv
Amovoia atpoglag
Katapynon
QVTOVAKAKOEWV

O&ela/ vmoteia
EYKATAOTOO

Ewova HOE



AIAI'NQXTIKH
[IPOXEITIXH
MYOIIA®EIAX

= ANE:

= Mvikr) aduvvapio KuplwG KEVTPOUEALKA

= Amovoia Statapaywv aloONTIKOTNTAS

= ATovoia SlaTapaywVv Ao TOUG GPLYKTIPES
= YXETIKWG SLATNPNUEVEG AVTAVAKAACELG

= Epyaotnplakog éAeyyog / Tevetikog

EAEYXOG

= HAektpopvoypdenua
= Bloyia puog



KevtpoueAikn) advvapia
Avoavegia otnv aoknon
Kauatog
Kod
e LYMITTOMATA
ZUOTIACELS HVWV

MuaAdyieg

Mvuoo@atpvoupia

Muikn
atpo@ia/PevdovmepTpo@ia




Zuyyevelg,
LVOTOVIEG, HUTKEG

KAHPONOMIKES SLOTPOQIES,
HLETABOALKES,

LLTOXOVOPLUKES,

StowAomdOeLeg TAZINOMHYH
MYOITA®EIQN

DdAeypovwseLg,
AOLUWBELG,
QUTOAVOOEG,
EINIKTHTEX (PAPHLAKOETIAYOHEVES,
TOELKNG aLtloAoylag,
EVSOKPLVIKEG
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Abstract

Hypophosphatemia occasionally underlies neurological disorders su
cases have been reported in the literature, severe hypophtqimmJ

neurological textbooks and is seldom thought of in practice. We prese
progressive weakness due to hypophosphatemia. The cause of hy;l
symptoms are mostly non-specific, thus complicating correct diagnos|
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Using phosphate supplementation to reverse
hypophosphatemia and phosphate depletion
in neurological disease and disturbance

Lena Haglin

Department of Public Health and Clinical Medicine, Sweden

Hypophosphatemia (HP) with or without intracellular depletion of inorganic phosphate (Pi) and adenosine
triphosphate has been associated with central and peripheral nervous system complications and can be
observed in various diseases and conditions related to respiratory alkalosis, alcoholism (alcohol
withdrawal), diabetic ketoacidosis, malnutrition, obesity, and parenteral and enteral nutrition. In addition,
HP may explain serious muscular, neurological, and haematological disorders and may cause peripheral
neuropathy with paresthesias and metabolic encephalopathy, resulting in confusion and seizures. The
neuropathy may be improved quickly after proper phosphate replacement. Phosphate depletion has been
corrected using potassium-phosphate infusion, a treatment that can restore consciousness. In severe
ataxia and tetra paresis, complete recovery can occur after adequate replacement of phosphate. Patients
with multiple risk factors, often with a chronic disease and severe HP that contribute to phosphate
depletion, are at risk for neurologic alterations. To predict both risk and optimal phosphate replenishment
requires assessing the nutritional status and risk for re-feeding hypophosphatemia. The strategy for
correcting HP depends on the severity of the underlying disease and the goal for re-establishing a
phosphate balance to limit the consequences of phosphate depletion.

Keywords: Hypophosphatemia, Malnutrition, Refeeding syndrome, Nervous system

Introduction HP can also be associated with malnutrition in
Hypophosphatemia (HP) may explain serious muscu-  jngylin dependent diabetes mellitus. In addition, criti-
lar. neurological, and haematological disorders and  oapy il patients with diabetic ketoacidosis. sepsis.
may cause peripheral neuropathy with paresthesias receiving renal replacement therapy, and having
and metabolic encephalopathy, a disorder marked by nnd mainr
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