ATATAPAXEX MAT'NHXIOY



Mayviioro (Mg™)

m Etvor 170 Té€TOpTO 0€ TOGOTNTO KATIOV TOV OPYUVIGHOV (
neta to Na', KT & Ca™) kKo 10 0&0TEPO EVOOKLTTAPLO
(netd to KY)

H p0Ouion tov weolvyiov Tov Mg™ gival
COTIKNG GNUOGLOS Y10, TOV OPYUVIGHO



vV V Vv Vv R

O porog Tov Mg™

H proloywkn) onuocio tov Mg™ eivar KaOoprloTikn Yo TOAAES
EVOCUUIKEG KOl GAAES KUTTUPLKES AELTOVPYLES

YOMUETEYEL 6€ OAES TIC aVTIOPAGELS oV amartovy ATP, oty
avtrypo@n & petaypo@n tov DNA kol otn pera@pacn tov
mRNA

A9 papaTiCEl 0OVOLUGTIKO POLO OE:

oT00EPOTNTO TOV KUTTUPLKOV NEUPPAVOV

EVENPYEWUKO HETAPOAOUO TOV KVTTAPOV

VEVPOUVIKY] AYOYLHOTNTA,

HLETUPOPU LOVTOV & OPUCTIKOTNTA TOV OLOVAMV 0GPEGTIOV



Mayvijoro (Mg™)

The findings of this meta-analysis indicate
hypomagnesemia is associated with higher mortality, the
need of mechanical ventilation and also the length of ICU
stay in patients admitted to ICU.

Hypomagnesemia and mortality in patients admitted to intensive care
unit: a systematic review and meta-analysis QJM 2016



Koatavoun tov Mg™™ 6Tov opyoviouo

Dard
(50-65%)

OMKd EvOokUTTApIOC
LB ATAY 8 a0 1) f::- ocC

fgg”iﬂl |I: o L e Ak iiti g y
4 ANDI LOAQKO] 10TOI
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Epubpad (1%)

ECwkutrdploc ;,.U".-“C}Fﬁgpﬁ""xﬂ HE Hfumpﬂm (20-30%)
xwpog (1%) Mn ouvdedepgvo pe Aeukbpara ( 70- ?w .:.}

dvororoyikég TipéG:
Mg opov : 1.5 - 2.5 mg/dL (1.3 — 2.1 meq/L, 0.65 — 1.05 mmol/L,)

Immol/L=2meq/L=2.43 mg/dl



NS N N

INPOXAHYH

To Mg™ BplokeTal 6€ 0AeS TIC TPOPES (EKTOS 0O TO AlTTN)
ITAovorotepes TPoPES o Mg™ givar:

PPECKO AUYAVIKO

Enpol kapmol

oompro,

U1 EMECEPYUGUEVO ONUNTPLOKT,

KOKKIVO KPEOUG



I'aotpevrepikn amoppopnon Mg

,-= Na* O:é ©

te--3» O

Na*/K*-ATPase

TRPMG6/7: transient receptor potential channel melastatin member 6/7




Xoinvoprekn) petaeopd Mayvnoeiov




O xvprog mapayovroc mov pvOuiler Ty eravoppoenon
Tov Mg™™ €ival 1] GVYKEVTPM®GT] TOV GTOV 0PO

H vaopayvnoloipio olEYEIPEL TNV ETAVAPPOPNGT] TOV
Mg++

H vreppayvnoionpuia £xer tnv avridetn opdon

H emavappoponon tov Mg™ kaBopiletor omo TNV
ToPovcio. Tov svaicOnrtov oto Ca?'/Mg?t vmodoyia
MOV EVTOMILETUL OTNV  TPLVYOEWOIKY TAEVLPO TOV
KUTTAPOV TOV TUAYEMS AVIOVTOS GKEAOVS TNG OYKVANG
tov Henle kau aviyvever 1i¢ arhayég Tov Mg™  Tov
0pov



YIHIOMAI'NHXIAIMIA

m Apopa 610 10% TOV s1o0y@yOV o€ yevikd voocokopeio (MEQ:
65%)

* H peiopévny swotntikny npécinyn Mg (<0.5 mmol/d) amdé pévn

TNGS OEV Elval IKOVI] VO TPOKAAEGEL GUUTTO LA TIKT] VITONOYVI|GLOLULY,

D VVUTAPYEL  OVYVA UE  VTOKOMOLUiN, VRocPeoTiouio Kol
netafokn aAkarmon

"Ex€l 6VGYETIGTEL MC OVGUEVIS TOPAYOVTOS KIVOUVOV YO
KOPOLXYYELOKO VOGO T,



AITIA YIIOMATI'NHXIAIMIAX (I)

» Mawopévn Tpocinyn
cofapn vrolBpeyioa

» Maiopévn amoppoonon:

OLAPPOLES, GUVOPOUOE OVGATOPPOPNGNGS, OLAYVTI EVTEPLKI)
V0GOS, EKTETOMEVI] EKTOUN EVTEPOVL, TOPUTETOUEVY
PLVOYUGTPLKT] GVAPPOPN O], EVIEPIKAE GUPLYYLA

s Eicodooc Mg™ ota kutTapo:

YOPNYNGN VGOVALVIS, OGUENUEVY] OPUCTNPLOTNTE  TOV
GLUTOONTIKOV, GVOTVEVGTIKI] OAKAAMON



PPIs & vmopoyvnouwipio

AmorteiTor poKpoypovia yopnynon

Meioon g amoppopnons tov Mg oto £évrepo (TRPM6
and TRPM?7)

Allayn oto gvtepiko pH

2100epn pikpov Padpov veppikn owppon Mg



AITIA YIIOMAI'NHXIAIMIAX (IT)

Neppikéc amorereg Mg
B QoUOTIKI 0L00P 61

(owapntne, ILOVVITOAN, vrepaoPeoTiaipio,
VTOPMOPUTULNLN, OAKOOA, EKTTUVEN TOL ECOKLTTAPLOV
0YKOV

n Dopuarxa:  owvopnTikd  (Oswlowkd &  ayKOANG),
ouvoyAvkooides, cisplatin, kvkAoomopivny, cetuximab,
OUPOTEPLKIVY), TEVTOULOLVY],

m Ilpwtonalscic cmwinvapilokés olatopayss:
ovvopouo Bartter & Gitelman
UETUTOPPUKTIKI] OL0VPNOoN



Ta mo cvyva aitio VIoOUAYVIGLOLNLOS 6TV
KAMVIKN TPacn etvor:

vV Xakyapa@ong owopfnine

v AAK0OAGNOG

v Ddappoko
(OL0VPNTIKA, OULVOYAVKOGLOES,
oRr@OTEPIKIVY, cisplatin, & KvKAoGTOPLYY)




Bartter’s/ Gitelman’s syndrome

Gitelman's Syndrome
Hypokalemia
Metabolic alkalosis
TRenin/aldosterone
Hypocalciuria
Normotension
Hypomagnessemia
Age af diagnosis >6 yr
Mild growth retardation

Bartter's Syndrome

Hypokalemia

Metabolic alkalosis

TUrinary PGE
TRenin/aldosterone

Normotension

Hypercalciuria

Nephrocalcinosis

Age at diagnosis: infancy
Premature birth/growth retardation




Magnesium reabsorption at the distal
convoluted tubule

Thiazide-sensitive sodium Na*
chloride channel Cl

(NCC)

I BASOLATERAL

—

v Transcription
+  franslation
%  TRPM6

-10 mV

IIIIIIIIIIIIIIIIIII

APICAL g
M92+ ".; M92+
am N
%
Kv1.1 K* & Mg.2+ "Mgz+
s binding , =
{ protein? *tun(Jusenr ATPase?
oy HH
Transient receptor potential ~ Mg™ —2= |
channel 6 (TRPM®6) Rt
" " Insulin

- Hormonal regulation?

" Low dietary Mg*
| Estrogens

EO Epidermal growth factor (EGF)




AIIQ EXITEIPAMENA XQAAHNAPIA:
AIATAPAXEX THX OMOIOXTAXIAY TOY Mg?**

OEIAZIAIKA AIOYPHTIKA = ¥ EKOPAYXHY TQN
TRPM6

CYCLOSPORIN = ¥ EKOPAXHY TQN TRPM6

PLATINUM DERIVATIVES: CELL DEATH?/¥
EKOPAYXHY TQN TRPM6 ATAYAQN



Yropayvnouoipio Kot AKOOA

H vropoyvnowipio eival ToAVTOPAYOVTIKNS OLTIOAOYIOC:

v

v

v

HELOUEVT TPOGANYY
OLAPPOLES

€l6000C O0TO KUTTOPO (OVOTVELGTIKY] OAKOAMON, Stress,
aTOGVPOT 07TO 0AKOO0L)

GUEG HOYVIIOLOVPLKY] Opaon TNS OEELNS KUTUVAAMONS
OAKOOA

YVVUTTAPYOVOES NAEKTPOLVTIKES OLUTOPUYES VITOKTALOLNLC,

KOl VTOPOGQUTULNL



Yraopayvnoropio & vToKoALOLUio]

2UYVA VITAPYEL KOV VTTOKEINEVN owuTapayn (OtovpnTiKd,
cisplatin, o10ppPoOIKO GVVOPONO)

H vmopayvnowapio avéaver TNy OmTEKKPLoN KOAOL TNV
ayKVAn tov Henle kou mBova oto @lovwon abporctikd
coOANvVapLo

H 0wpbmwon 1S vaokoAwopiog mov OQEIAETOL ©E
VTOUAYVI|CLOLULY  ETITVUYYAVETOL NE TN O1W0pOmon Tov
toolvytov Tov Mg

H yopiynmon oAdtov  KoAlov  givar  ouv)0og
OVOTOTEAEGUUTIKI], 0.QPOV TO KAALO OTEKKPLVETOL YPNYOPU
oTO OVPa



Yropoayvnoloipio: KAMVIKEG EKONAMGELS

= Ievikeopévn advvapia, vevpopvikn gvepediototnTe, avinen
TEVOVTLOV OVTUVOKAUGTIKOV, TPOLOS, TETOVIN, CTUGLOT

= HKI gvpniportoa:

Emmpealer v avrtiie Na-K-ATPase kor oonyel 6 owotopoyEs
ENAVOUTOAMONG:

v Haparaon oweotpatog QT
v Agvpovon QRS

v Haparaon PR

v Kataondoeig ST

v YREPKOIMOKES appoouieg



ATAI'NQXH

B XTIC TEPIOGOTEPES TMEPWTTMOOES 1 OCITWOAOYLOL TNG
VITOROYVIGLOLULOGS ELVOL TTPOPUVIIS ATTO TO LGTOPLKO

B XE au@iforec TEPTTOGELS UTOLTELITOL O TPOGOLOPLGUOS TOV
Mg™ Tov ovpev

B AvEnuévn amékkpron Mg ota ovpo  (KAOGUOTIKY)
antéKKpon  >4%)  givor EVOSIKTIKT] OmTPOGPOPNS
LAY VI|GLOVPLOS



Yropoyvnowoipio: AVTIHETOTLON

AGCUUTTOUOTIKN:
2ATTO TOV GTOUOTOS UVATANPOOCT)
nXvyva: owappora kot 'EX ovcavelia

€ voonAievopnevoug aclevelg Tpotiparor ) IV avaripoon
ne MgSQO,

=1 amp MgSO, (10ml, 25%): 250mg Mg

sllpocoyn: oyt cvyyopniiynon pe HCO;"



Yropoyvnouwipio: AvVTINETOTION

XoPapn copuntoORETIKY vVTopayvnoloiptio (<Img/dl)
nXvvemc HKI' mopakoriovOnon
B A1H00VVOUIKY) aoTa0g10:
s 1-2g MgSO, 6¢ 5-10min bolus IV
BALH0OVVOULKT) oTaOgpOTNTO:
m Apypka: 1-2g MgSO4 o¢ 100ml Dextrose 5% o¢ 1h
m Xoviipnon: 4-8¢ MgSO4 o¢ 12 — 24h
mAcOcvelg ne XNN: netmpuéves 00615

150% Tov yopnyovpevou IV MgSO, armofdirleTor amo Tovg
VEPPOVS



Oepomelo coPupns VTOUAYVIGLOLULOS

m Kota 1t owpkeww g yopfynons mpémer  vo
nopoKorovBovvTol T emimedd Tov Mg oTov 0p0 TO OTTOLW
ogv mpémer vo vagpPoiv ta 2.5 meq/L (1.25 mmol/L)

m [Ipémer va eréyyovTol To TEVOVTLO OVTOVOKAUGTIKO KOTO
TOKTIKO YPOVIKG owooTuoTe (1 HEI®ON TOVS ELvol Huo

nPOLUN £VOEIEN PopLds VTEPRAYVGLOLULOG )



YIHEPMAI' NHXIAIMIA

= Eival omavia kot cuovi0mg watpoyeviic owatapayn

m [Mopoatnpeiton oe 00c0evelg pe EKmTOON TNG VEQPPIKNG
AELTOVPYLOS OTOVS OTOLOVS YOPNYOUVTOL OVTIOELVO. 1)
VTOKTIKO TOV TEPLEYOVY HOAYVIOL0, KOOMC KUl 6€ £YKVES
YOVOIKES META &€VOOQALfra yopnynon MgSO, yw 1
Ocpameia TS TPOEKAOPUYLOGS



Yrepuoyvnowoipio: aitio,

ESwyevig yopnynen Mg™:

=Xopiiynon (IV) MgSO,
> Q)¢ Ogpameia TS TPOEKAUPUYLOS — EKAOPWIOG
> Emineoa Mg™ 5 — 7 mg/dl

mA70 TOV 6TONOTOS Ay Mg
> ATOITOUVTOL HEYALES O0GELS

> Xovomapén veepikng Brapng
> Kataypnon vaoktikov

mY7mokAvopot pe vroktTikg Mg



Yreppuoyvnowoipio: KAVIKES EKONAMGELS

Mg™ < 4.5 mg/dl: Xopis copntoOnato.
Mg™ > 7 mg/dl: am®Aiera TEVOVTIOV OVTOVOKAUGTIKOV

Mg™ > 9 - 12 mg/dl: IToapaivon GVUTVELVGTIKAOV HVOV,
VTOTAOT, OLUTUPUYES KUPOLOKNS OYOYINOTNTOS, UTMOAEL
GLVELONONG



YREPUAYVNGLOLUIO: AVTIUETOTION

AWKOTT YOPNYOVUEVAOV CKEVUGUATOV LOYVIGLOV
AL0VPNTIKA 0YKOANS £ DVOLOA0YIKOS 0POS

I'\vkoviko acBeotio (IV): avTtay®@viopog T@v OpaceE®Y TOL
RLOYVIGLOV GE KOPOLO KUl VEVPOUVIKO GUGTNUA

AwynokaBapon



Avopag 45 €TV £164YETOL AOY® TPOOOEVTIKIS AOVVOULNG
TOV 4 GKPOV 00 OVO UNvVEV

ApYIKGE gn@aviCel OvoKoAlo va onK®Oel oo Kabwot 0fon
KOLl VO ON|KOGEL TO. YEPLO TOV TAVE® A0 TO KEQPAAL

AEV VTAPYEL WOTOPIKO ocOnTIKIC om®Agwns, aTpogiog 1)
OLUTUPAY DV UTO £VTEPO 1] OVPOOOY0 KVGTI, OLapPoLa 1| Aqyn
QPUPURAKOV.

Klwvikn €€étaon

AIl: 86/52 mm Hg yopic onuelo a@uodT®MonS VTO0YKULILOGS
Mvikn aovvopio 6to 4 GKPO KOl HVES TPUYNAOD

Ev 10 pa0el tevovTio avTOVOKAGGTIKA HELOUEVA



Epyootnprokoc £Aeyyog
Yaxkyopo vnotelos 94 mg/ dL,
Ovpia: 38 mg/dL, kpsativivny: 1 mg/dL

Na+ =125 mmol/ L

K = 1.7 mmol/L

Cl1=96 MEq/L

Ca =8.7 mg/dL

Mg = 1.3 mg/dL

Aépua aipatog:

pH =7.56, PaO , = 80.6, Sa0O , = 96%,
PaCO , =49, HCO ;— = 30.1 mmol/L.

I1p0G6O10PLGHOS NAEKTPOAVTAOV GTO 0VPU.:
Ynooopsotiovpia



2ovopouo Gitelman’s

O 000eviic T£0NKE 6€ VTOKOTAGTOOT KOALOV
KOl LOYVIGLOV KOl GTTLPOVOAUKTOVY

Iapovolace opapatikny pertioon



P0A0g TOV QOGEOPOV GTOV 0PYAVIGUO

B0o1K0 6VGTOTIKO TOV 0GTITI] 16TOV (LETAAAMGT] 0GTMV)
2VGTUTIKO GNUOVTIKQV 0PYUVIKOV popiowv (c-AMP, ATP)
Bao1KO 6VGTATIKO OOUIK®OV HOPLOV TOV 0PYOUVIGHOV

[pmoonpOTEIVES, PMGPOMTIONN, VOUKAEIVIK( 0EE0]

IHapoyn o&vyovov atovg tetovg [2,3-DPG gpvOpov
GLHOGPULPLOV]

Ernpealer v evlopikn opaotnplotnta (Kivaces)

PYOuon oleofacikig tooppomiog
PYOuion tov emméomv acPfeotiov 0pov
Ca™ x HPO, -~ = ota0¢gpo



IIpoyvomon smpioonc:
APYIKES TIHES POGOPOPOV Kl OvnToTtnTe 0710 OAC TU
aitwo o€ ac0evels og apokadapon
EXIT
16,000
14,000
12,000
10,000
8,000
X
4,000

.. .................... 2,000

_ BN - BN B .
<3.0 3.0- 4.0- 5.0- 6.0- 7.0- 8.0- >9.0
399 499 5.99 6.99 7.99 8.99

Serum Phosphate (mg/dl)

Frequency

All-Cause Death HR



Presenter
Presentation Notes
Key Point

In a prospective study of a 2-year historical cohort of 58,058 dialysis patients, it was shown that hyperphosphatemia is a strong predictor of death risk, even after adjusting for malnutrition-inflammation-cachexia syndrome (MICS) [Kalantar-Zadeh 2006, p771B; p773F] 

Background

Kalantar-Zadeh and colleagues examined associations between survival and quarterly laboratory values in maintenance hemodialysis (MHD) patients over a 2-year period [Kalantar-Zadeh 2006, p771AB; p778G]

Associations between survival and serum phosphorus at baseline were assessed using a fixed-covariate Cox model in a cohort of 58,058 hemodialysis patients from a chain of dialysis clinics in the United States. [Kalantar-Zadeh 2006, p772 B and C; p774D, p778 G] In the bar chart, the curve shows mortality adjusted for case-mix and surrogate markers of MICS, while the bars indicate population frequency [Kalantar-Zadeh 2006, p774A]

Hyperphosphatemia (>6 mg/dL) was a strong predictor of death, even after adjustment for MICS. [Kalantar-Zadeh, 2006, p773F] Although hypophosphatemia was associated with an increased risk of death in the unadjusted model (data not shown), and in the case-mix model (data shown) this association was largely mitigated after controlling for MICS [Kalantar-Zadeh 2006, p773F] 



Reference

	Kalantar-Zadeh K, Kuwae N, Regidor DL, et al. Survival predictability of time-varying indicators of bone disease in maintenance hemodialysis patients. Kidney Int. 2006;70(4):771-780. 


IHopaBoppovn

4 Plasma CazZ2+ =1 PTH

\j
Resorption * T *

* TPhosphate T Calcium T Calcitriol
excretion reabsorption formation

Eelease of
CaZ+ and '*

phosphate T Intestinal

CaHPFO4 absorption

(normal calcium
levels in blood) Calcium

Iif Ca2+ levels = levels rise

Increase Ca2+ Increase Ca2+ Increase Ca2+
release from bones uptake in reabsorption
intestines from urine




Serum phosphate lowering effects of FGF23

oz
|

_+—Pho_sphate eﬁretionk [ + Phosphate absorption

L» +5Serum phosphate level J

Razzaque, M. S. (2009) The FGF23—Klotho axis: endocrine regulation of
phosphate homeostasis
Nat. Rev. Endocrinol. 2009



Yrnopoopotoiuio

Ta euoolhoyIKa ETITEOT TOV POGPOPOV GTOV 0PO TOV
EVNIAMKOV gival 2.5 ém¢ 4.5 mg/dl

H vropoocpataipio opiCeTor m¢
"Hmo: 2-2.5 mg/dl
Mérpro:1-2 mg/dl
Yopapn: <1 mg/dl



Tpo@éc ThovGLES GE POGCPOPO

HIT&H PHO SPHORUS FOOD S

BEREADS &S CEREALS
Bran Cereals
Wiraffles Ffrom MAMixes
Dxark Breads

Biscuits

WESET ABLE S

£, Caonned or Dry Beaoans
Lima Beans

DATRY PRODUCTS m
Al ‘ ' 3’

Cheese
T o O e orm
Yogurt
Custard
SRnACEKS
at s
Pearmat Butitaer
Chocolate
Baear
Drark Cola Drinks




AITIA YHHORQLLDPATAIMIAX (1)

Mewopuévn amoppoenon om0 TOV YUGTPEVTEPIKO GOV
= Mawopévn tpocinyn (omavia)
= "'Epgton, Awapporeg
6. OVCUTOPPOPNONS, TUPAKEUWYT AETTOV EVTEPOV
m Agopevtika Qoo@opov (calcium acetate, Al & Mg antacids)

Mewopévn ootk amoppoenon / Avénuévog pvOuog petarrmong
m Avenapkewo frropivne D / younia eximeoa calcitriol
= Hungry bone syndrome

» OoteoProoTIKEG HETUOTAGELS (T KUPKIVOS TPOGTATY)



AlITIA YIHORQXDPATAIMIAX (11)

Yropoo@otoipuio A0y® 0m®MAELOS POGPOPIKOV GTO 0VPU,

YreprapaBupeosiotopnog
o Ilpwtomalng, Acvteponalns, PTH - related mentiolo

Dappokae (OLOVPNTIKA, KOPTIKOELON, 0£0@UAALYY)

EvoopArsfra yopnynon cionpov (0pact 6Lo1npov 6To GOANVAPLA 1)
avaoToAN TG ortaomacns Tov FGF-23)

2vvopopo Fanconi (m. uvéimua, apuviociowon, o.
Sjogren, aven. prrouivyg D)

MeTalrdlers YoVIolmV (0IKOYEVEIS HOPPEC)
* FGF 23 , Npt2a



AlITIA YIHOQQXDPATAIMIAX (11I)

MeTaKIvI|61] QMGPOPIKAOV 0T0 EEMKVTTAPLO GE
EVOOKLTTUPLO Y MDPO

AlKooMon0g

AwopOmon owuPnTikinc ocEmong

Yition pneta omo moporeTapévn vinotela (re-feeding syndrome)
AnAnTnploocn He GOAMKUVAIKA

B- adpevepyIKol ay®VIGTES

Eykavpota

HoykpeoTiTion



KMVIKES EKONAOGELS VTOPOCPUTULULAS
(P <2.5 mg/dL)

NEVPOUVIKES EKONAMGELS
Aovvapuio, Katafoin
Mewopévae avTavoKAaGTIKA
Metapokn eyke@aromadera (60YVON,6TAGUOL)
KoporoavamvevoTiko cvotnua
AVETAPKELD OVATVEVGTIKOV HVOV (OL0Q@PAYROTOS)
Mewopuévn GVGTUATIKOTNTO HVOKAPILOV
ALOTOMTIKO GUGTNNO.
Avolpio Kol HELOUEVN mTopoy 0EVYOvoL 6€ 16TONG |
2,3-DPG gpvOpov arpoc@arpiov
Opoupoxkvrromevia
Oocteopoioxio (LOKPOYPOVLL, VTTOPMOCYATALULN)


Presenter
Presentation Notes
Symptoms of hypophosphatemia are neuromuscular such as weakness and fatigue, followed by hyporeflexia and numbness.  In the intensive care unit, hypophosphatemia is a common cause of diaphragmatic failure, related to the need for continuous cellular energy for contraction.  It occurs when it is not replaced through nutritional support.  Cardiac contractility is diminished as well. 


O¢epancia Yropoo@ataplad

Avayvopilon ortiog VToOQMeQOTULULOS
(0OLOKOTT] OEGUEVTIKOV PMGPOPOV AV YOPNYOVVTUL)

"EAgyyog emméomv Ca opov

(avénuéva: mpoooyn ot LOPNYNC POGPOPOV)

Xopnynon ¢ceopov
>1 mg/dL: amo to otopa (1-3g/day pmo@opikov
vOoTPlov, KOALOV 1] HOYVIGLOV) GE OLULPEUEVES O0GELS

<1 mg/dL: IV yopfynon pue ypfion monitor

Xg ao0evelg pe avénuévn amrofoin @OGEOPOV GO TOVS
veQ@povg yopiynen Prrapivig D


Presenter
Presentation Notes
Management of hypophosphatemia requires first a check of the calcium level. If calcium is elevated, beware isolated phosphate replacement. Ectopic deposition of calcium phosphate in the tissues will result.  It is important to stop phosphate-binding antacids.  If hypercalcemia is not present, replete phosphate orally or parenterally, using 1 mg/dl as the determining line.  The underlying cause must be confirmed as well. 


AITIA YIIEPOQLPATAIMIAX

Avénuévn mpocinyn eOGEOPOV

YPN O VTOUKTIKQOV / KOOUPTIKAOV TOV TEPLEYOVY POGPOPO
vrepforkny Aqyn Prrapivne D

Mel@uévn amEKKPLET QOGPOPOV UTTO TOVS VEPPOVS
( 0tav kaBapon kpeaTvivyg <20ml/min)
0CELD VEQPPIKT] OVETAPKELQ
VTOTUPaOVPEOEIOIGUOS , VEPPIKN avTioTaon o€ PTH

MeToKivnon @Mc@OpPov 0md EVOOKVTTAPLO 6 EEMKLTTAPLO
1Opo

KUTTOPIKN AVon HeTd amo ynuetodepameio (Aevyoipies)

papoopvorvon, arpoivon

LOPMYN G OLPMGPOVIK®OV



KMVIKES EKONAOGELS VTEPPOCPATULRLAS
(P>4.5 mg/dL)

B YOUATONOTO 100 HE 0VTA TNS VITaoPesTionniog

(emi 0CELOG VTEPPOCPUTULULOC)

s EEm-ooTIKEG OTTOTITUVAOGELS (noroxa nopa,
HVOKAPOL0) Otay TO Yivopuevo Ca x P sivan > 70

= Calciphylaxis

(OTOTITOVOGELS, G6€ VTOOOPL0 16TO KOl  OYYEWD M€
VEKPOGELS)


Presenter
Presentation Notes
Hyperphosphatemia is defined as a serum phosphate level greater than 4.5 mg/dL.  The symptoms are similar to hypocalcemia, reflecting the reciprocal relationship between calcium and phosphate.  Neuromuscular symptoms include numbness around the lips, tingling in the fingertips and toes, and muscle cramps.  Ectopic calcification can occur in muscles and organs as well. 




http://162.129.70.33/images/calcinosis_1_040730.jpg
http://162.129.70.33/images/calciphylaxis_1_040727.jpg




Ocepancia YREPPOGOUTULULAG

B Awumiotmon Kot 010p0mon TS atiog
B Msioon goo@opov
Iepropiopog tpocropufavopnevov @OGEOPOV

DVo10A0YIKT] VEPPLKI] AELTOVPYLN: OLOVPTTIKAE Kot
(PLOLOAOYIKOG 0POg

XPOovia VEQPLKT OVETAPKELL
AEGUEVTIKA TOV QOGPOPOV poll NE TO YEOUATO
avOpakiko 1 0éelko acféotio
sevelamer

AwnokaBapon


Presenter
Presentation Notes
Management of hyperphosphatemia involves elimination of excess phosphate and determination of the underlying cause.  After elimination of intake, excess phosphate can be removed through normally functioning kidneys with saline and diuresis. With abnormal renal function, phosphate-binding antacids and hemodialysis are appropriate. 


AcOevic ne vmopmo@atapia (1)

AcOBeviic 40 egtov pe nmoatitva B (HBeAg +)
avTipetOniotnKe pe tenofovir (TDF)

l
6 mveg pera v évopén ™ oayoyns: HBYV DNA pn
OVLYVELGLUO
Ne@pkn A€rTovpylod @QUOLOAOYIKN] OTTMS KOL Ol AOWUTES
Broymmikég mapapeTpol

l

3 ypovia peTa TNV Evopin TS aymyns o acdevig slodyetan
OTO VOGOKOUEL0 YlO OLEPEVVNGI] ETLHOVOV GAYOVS OTNV
TEPLOYN TOV OEELOV LGYVOV.



AcOevic ne vmopmoatauia (1)

"Eleyy0oc Kot TNV E16AYOYN:
sCr:1.5 mg/dL, eGFR= 58.6mL/min/1.73 m2)
Alkoikn goopatacn (ALP): 217 IU/L (®T: 38-126)

DPwo@opog opov: 1.3 mg/dL (PT: 2.5-4.5 mg/dL)
KAloopotikn anékkpion ¢oc@opov: 41% (PT: 5%-18%)

I'Aokoln opov: 90 mg/dL I'Avkoln ovpv: 200 mg/24h
Ovpiko oS0 opov: 1.9 mg/dL (PT: 3-5-8.5 mg/dL)
ATEIKOVIOTIKOG £AeYY0S (axTIVOYypa@ia, MRI):
YROKEQUAIKO KOl 010 TPOYUVTIPLO KATOY LA



AcOevic nue vropmo@atapia (1)

m To Tenofovir oiekonn L0y® TolikoTNTOC (0. Fanconi pe
YPOVIO. VEQPLKN VOGO KOl 0EVTEPOTNOT 0GTEONUANKLIO)

5 XopnynOnke vrokaTAGTATO POGPOPOV A0 TO oo (40
mmol / nuépa) ko Prrapivy D

2 ypovIo. nETA:
0 aoBeviig 0gv €lyE 0GTIKG GAYN
1 Doc@opog opov kot 25-OH-koAc19EPOAN PUGLOAOYIKA.

H 1] KPEOTIVIVY] 0POV TOPENELVE avEnuévN 0ALG otaBepn (1.7
mg/dL) kow 1 eGFR fitav 49.3 mL/min/1.73 m2



AcOevic ne vaepomo@oTULHia

5 Avopog 57 €TV HE 1OTOPIKO GUKYOPMOOOVS OowufnTn Ko
EKTTOONG  VEQPPIKNG  AEITOVPYLOS TPOGEPYETOL  OGTO
VOGOKONELO UE ULNUTOYECLO

B A0 TOV EPYUSTNPLOKO EAEYYO0 OLOMIGTOVETOL HOVO
avEnuév kpeaTvivy opov: 2.1 mg/dl.

s Meta 2 nuépes amo TNV 00 TOV GTONOTOS ANYN OVO
006V TOV 45 ml pOGEOPIKOV VaTPLlOv YO TN OLEVEPYELX
KOAOVOGKOTNONG ERLPOaViICeL vrtaoPfeoTionpia Ko
vrepeoo@otauta (Ca: 6.5 mg/dl, P:16.9mg/dl)



Graphic Representation of Electrolyte Changes
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