YNIAZBEZTIAIMIA

YINOMAITNHZIAIMIA

MAZTAKOYPA TEQPTIA
EIAIKEYOMENH MTA©OAOTTKHZ KAINI

2YNTONIZTHZ AIEYOYNTHZ




17 KAIvIKN MepiTrwon

YriaoBeotiatuior Kol:

Quotloloyikni PTH

XapnAad enineda payvnoiou
Quololoyikny 25(0H) Vit D3
QDuololoyLkn cre, urea
Quololoyika enineda dwodopou

Mn avixvevouo Ca og cuAloyrn oUpwv 24wpou



OMOIO2TAZIA A2BE2TIOY

( auadntrpoag tov toviapevou Ca atov 0po , EVIOTLON MAPaSUPEOELOELS
adeveg, dleEyepan ekkplong PTH)

(avénon emmedwyv agBeotiov)

Oota = - anoppodnon Ca kat P

Neppoi—>i. g enavoappodnon ca
ii. Metatporr} 25(0H) VitD o 1.25(0H)VitD
‘EvrepOo > Anoppodnon Ca

Amnoppopnon Ca kot P amo 10 Evtepo
Eravoppdenaon Ca oo Toug veQPPoUs



OMOIO2TAZIA A2BE2TIOY

+ Osteoclast activity
in bone causes Ca2Z2+
and PO,3 release
into blood

I:I Initial stimulus

Hypocalcemia
{low blood Ca=2*)

+ PTH release from
parathyroid gland

4+ Ca?2+ reabsorption
in Kidney tubule

4+ Ccaz2+ in blood

[ ] Physiological response

[ ] result

= 2013 Pearson Education, Inc.

4+ Activation of
wvitamin D by kidney

t+ Ca2+ absorption
from food in small
intestine




AIAFNQ2TIKH NMPOXZEITIZH YNAZBEZTIAIMIAZ

IoTOPIKO ( XEIPOUPYEIA, UTTOKEIHEVA VOO HATA, (PAPHAKO)

AVTIKEIHEVIKN EEETAON

EpyaoTnpiakog €éAeyxog ( Alb, PTH, cre, urea,
25(0H) Vit D3, Mg, ve@pIKn améKKpPIon Cca, emimeda ca / cre
oUupwvV)

ATTIEIKOVIOTIKOG EAEYXOG



AIANQ2TIKH NMPOZEITIZH YNAZBEXTIAIMIAX

Hypocalcaemia (adjusted for albumin)

'

Serum parathyroid hormone

fnesium Urea, creatinine

High

Magnesium deficiency Renal failure

Hypoparathyroidism 25-hydroxyvitamin D

Calcium sensing defect (rare)
Low MNormal

Vitamin D deficiency Pseudohypoparathyroidism
Calcium deficiency (rare)




AIAGOPIKH AIANQzH YMNAZBEZTIAIMIAZ

levetikeg dlatapoyEg _ ) ’ _
Avwpodn avantuén tapabupeoetdwv EAAgWpN 1 avtioToon G Vit D

a8évwv =  Avrtiotaon otn dpdon g PTH

AvwpoAn ovvBeon PTH 5 Nedpikr vdcog
MetaAAa&elg tou yovidiov tou CaSR s AToAEw ca a6 mv KUK)\O(I)OplO(
MeTeyXELPNTIKOG (utepPpwoPatalpio, EYKAUMOTA,
UTIOTIO PO BV PEOELSIOPES oela maykpeatitida, tumor lysis,
00TE0BAAOTIKEG LETAOTAOELS,
AmnOntika voorpata onymn, o&eiat AVATIVEVUOTIKT]
(LMoY PWHATWOT], LETAOTACELS) oc)\KoO\wcr])

= Qappoaka ( bisphosphonates,
calcitonin, denosumab, foscarnet,
AuTtodvooog Clnacalcet Calcium chelators

(o . (EDTA, citrate, phosphate),
‘é:‘s):i%o;e:’ig’ifsl&cpog ') anti phenytoin, Fluoride poisoning )

Alotapoy€G TOU PETABOALOMOU
TOU palyvrnoiov

AkTtivofBolia



AIAFNQ2TIKH NMPOXZEITIZH YNAZBEZTIAIMIAZ

Hypocalcaemia (adjusted for albumin)

l

Serum parathyroid hormone
Low or normal J—l—v‘ High
Magnesium Urea, creatinine
High

Ciency Renal failure

Hypoparathyroidism 25-hydroxyvitamin D

Calcium sensing defect (rare)
Low Mormal

Vitamin D deficiency Pseudohypoparathyroidism
Calcium deficiency (rare)




Y1ropayvnoiaipia ‘ YmraoBeoTiaipia

» H umopayvnolapio mpokaei vtaoBeotioupio avOekTikn ot
XOpﬁYT]GT] O(GBEO"C[OU (0.8 mEq/L, 1 mg / dL or 0.4 mmol /L)

» Odnyel o vtacPeoTioUpior HECW
1. Meiwon exkpiong PTH
2. Avtiotaon otn dpdon the PTH

= Epyootnploka xopak tnpLoTika
- XO(HUNAO Horyviiolo
- XapnAn n) puoioroyikn PTH
- puoloroyika emimeda 250HD
- XaunAog 1) puoioroyikog dwodopog
- XOUNAO KAALO



AIACNQZTIKH MPOZEITIZH YIIOMAINHZIAIMIAZ

= Joropiko
2, aAkooAlopocg, pappaka, o.0vocanoppodnong

» EpyaornpiaKkog EAcyxos
-0avOEKTLKN UTTOKaALALULOL

-aveényntn vnacfeoctialpuia

-FEMg= UMG x Pcr / (0.7 x PMG) x Ucr X 100



AIA®OPIKH AIANQ2H YINMOMAINHZIAIMIAZ

A. Meiwpévn Si1aiTnTiK mMPpooAnwn
—  AAKOOALOUOC
— Neupoyevic avopeéia
— OAwn mapeviepikn datpodn
— YnoBpeyia

B. Meaiwpévn evrTepIKR amoppownon
~  ZUvbpopa ducamnoppodpnong (kolAtokakn),
— Boaplatplkeg emepPaocelg,
— 2. Bpax€oc eviEpou
— HSH (Hhypocalcaemia secondary to hypomagnesaemia)
— PPIs

r. AUSNHEVEG EVTEPIKEG ATTWAEIEG
— Awppoleg
— AQPn kaBapTikwy
— Evteplka-xoAlka cupiyyla



YINOMAI'NHZIAIMIA KAI PPIS

7 7 Lumen Enterocytes Portal vein
Evepynrtikn petadopa Mg
Méow Twv TRPM6/7 @ —_

2+

YrioaoBeotiopio Adyw (g —)TReMer > (g
AELlTOLPYLIKOU Mg
vrtontapaBupeoeldiopov

M Etaxx(xislg TR P M 6/7 ? Distal convuluted tubule Paritubular

Apical Basolateral . 3
F capillaries

S " f s b e

2 —| TAPME —» (Mg®) — (Mg ——~ » ; -._Iglg“,} .
L = — F e M I._!"I'II T — 0

—

" TRPMS. }------"1EGFRIEGF] lof WMa=5

| s

- !

MNucleus




AIA®OPIKH AIAINQZzH YINOMAI'NHZIAIMIAZ

PPls

. AUSNHEVEG EVTEPIKEG ATTWAEIEG
Awdppoleg
ANYn kaBopTikwyv
Evtepikd-yoAikda oupiyyLa



AIA®OPIKH AIATNQ2H YINMOMAI'NHZIAIMIAZ

A. AUSNHEVEG VEQPIKES ATTWAEIES

* T[evetka voonuoata: Gitelman syndrome, Bartter syndrome, FHHNC, Na-K
ATPase g-subunit, mutations (FXYD2)

e Nedplkn voooc : SltapecoowAnvopLakn voooc, post-obstructive n ATN
e Jakyapwdnc dtafrtng, TOAUOUPLKEC KOTAOTAOELG

e  Qappaka: opvoyAukooidecg, kukAoomopivn, olomAativn, SLoupnNTIKA TNG
ayKUANG, Belaltdika Stoupntika

E. ES000¢ amd 10 EEWKUTTAPIO XWPO
e Maykpeatitda
e Eykavpata
e Edidpwon
e Refeeding cuvbpopo
e Hungry bone syndrome
* O0TEOBAAOTIKEG UETOLOTAOELG



OMOIOZTAZIA MAI'NHZIOY
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TALH 60%
[MopaKUTTAPIKK) ETTAVAPPOPNON
Paracellin 1

Apical _ ] | Basolateral

rﬂﬂmhrﬁné ' membrana
\ Paracellin-1 (claudin-16)
~—
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FHHNC

-OLKOYEVTG UTIOLOLY VT O Lo Apical | Basolatera

’ mambrane nembrana
pe Unepaopsotloupl(x Kal MEmorane Memorans
veppoABiaon

Paracallin-1 (claudin-16) J

|I ||
o
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-MetaAAaén tov yovidiov
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-60%
EmMAVAPPOPNON
oro TALH
-TIAPOKUTTAPIKN
EMAVAPPOPNON

-paracellin 1

-5-10%
EMAVAPPOPNON
oto DCT

-AiauAor TRPMG6

OMOIOZTAZIA MAI'NHZIOY

Proeimnal comeniuned Tubuln Lap of Henla [Lstal tubeie
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HSH — Hypomagnesaemia with secondary Hypocalcaemia

MeTaAAagn
9q22—->TRPM6
diauAo Mg oTo
DCT

XapakrTnpilerai

» Epyaornpiraka
-Yrogayvnolaigia
-uTtaoBeocTiaipia
Adyw
AgiITOUPYIKOU UTTO
PTH

« KAivika

-OCTIAOHOI Kl
TETAVIA OTNH
VEOYVIKN NAIKia




IDH — ISOLATED DOMINANT HYPOMAGNESAEMIA

MeTaAAagn
FXYD2-y
ummopovada Na/K
ATPase oto DCT

XapakrTnpilerai

Epyaornpiraka
- UTTOHOYVNOIAlHia
-uTtaoBeocTiaipia

 KAivika

-OCTIAOHOI Kl
TETAVIA OTNH
VEOYVIKN NAIKia




20vopopo Gitelman

MeraAAadn
SLC12A3-NCCT

Syndrome de Gitelman

Lumiére | B - Capillaire
i Tube contourne distal \,  péritubulaire

tubulaire

Xapaxrnpilerai
amo

-UTTOKOAIaIpia
-UTTOHAYVNOlailldia

-HETABOAIKN
aAKaAwon

-uTtaoBeocTioupia
-aUSNMUEVN PEVIVN

-aUENHUEVO KAGoHO
ALDO/K opou




-KAnpovouikn
owAnvapiomadsia

“Types

Type I:
SLC12A1 gene— NKCC2

Type II: KCNJ1 gene— ROMK

Type IlI: CLCNKB gene—
basolateral chloride channel

Type IV: BSND gene— barttin
Type IV: CASRgene— CaR

XapakTnpieTal anod:
-YrmokaAlaigia
-YriepaoBeotiaipgia
-MeTaBoAikn aAkaAwon
- Hma ummoyvnoiaigia
-MoAvoupia, ToAudiypia

2UvOpopo Bartter

Mormal Kidney

Lumen

Ma*, Mg?*, Ca®*

Na‘/K*-ATPase |: "
K.'I‘

Cl=—.4
CIC-Eb

Bartter’s Syndrome: ROMK Mutation

Ma* Mg?* Ca®*

ROMK
o Nat—
i Ma /K -ATPase
'} I. K' .
|

Bartter's Syndrome: NKCCZ2 Mutation
Lumen Blood

Nat Mgt Cp ——— e

Ma* K ‘-ATP:J-:;&
L =

Cl-—128
CIC-Kb

Bartter's Syndrome: CfC-Kb Mutation

Ma*, Mg®¥, Ca?+

ROME n
4

Ma*/K*-ATPase
Bt
I 5 I-l *-
Cl-—- R

ClIC-Kb




AIAO®OPIKH AIA'NQZH YINMOMAI'NHZIAIMIAZ

A. AUSnHEVEG VEQPIKESG ATTWAEIES

[eveTikd voonpata: Gitelman syndrome, Bartter syndrome, FHHNC,
Na-K ATPase g-subunit, mutations (FXYD2)

Nedplkri vdoog : SloapuecoocwAnvapLlakr vooog, post-obstructive r§ ATN
>okYopwong SLafritng, TOAVOUPLKEG KATAOTACELG

Dappoka: apLVoyAUKooideg, KUKAOOTIOPIVN, oloTIAATIV, SLOVPNTIKA
NG yKUANG, Belalldikd dloupntika

E. ES000¢ ammd 10 eSWKUTTAPIO XWPO
MNaykpeatitida
Eykapoata
Edidpwon
Refeeding cuvdpopo
Hungry bone syndrome
OoTeOPAACTIKEG LETAOTAOELG



MIOANEZ AIAINQ2EIX

YnaoBeotiatpio Adyw AnYng Tb Nexium

AuToavocog uttoTtapaBuPEOELOLOUOG



EYXAPIZTQ!!!
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