AIATAPAXE2 TH2

OMOIO2TA2IA2 TOY KAAIOY

Namoxpriotov Evayyelocg
Entikoupoc KaBnyntnc MaboAoylog - Neppoloylog
latplkn 2xoAn Mavemniotnuiov MNatpwv



KaAlo: QuoloAoYLIKEC AELTOUPYLEC

= PUOuwon Ttou Suvaplkol nPEMlOC  TWV  KUTTOPLKWV

LeUBpovwv:
= AMOQYEC OTn OUYKEVTPpWON KoAlou tou efwkuttaplou xwpou (ECF)
EXOUV ONMOVTIKEC ETMUTTWOELC OTN VEUPOMUIK Sleyepolpotnta

(kapdLa, eykEdaiog, vevpa, LUEC).
= KUPLO WOHWTLKA OPAOTIKO EVOOKUTTAPLO KATLOV.
= To evbokuTtaplO KAALO METEXEL OTN pUOULON TNC 0E0BACIKNAC
LOOPPOTILAG LECOW TNC avTaAAayrng Tou pe eEwkuttaplo HY kal

NG av&Nong Tou VEDPLKNG Ttapaywync appwviou.



Kartavoun KaAiou

E=QKYTTAPIOZ XQPOX
80 mEq, [3.5-5mEq/L
% a, [ a/L]

3920 mEq, [120-140 mEq/L]

ENAOKYTTAPIOZ XQPOx



Kartavoun KaAiou

Intracellular fluid
/Muscle
/ (3000 mEq)

Liver
(200 mEQq)

9 @
Red blood cells

(235 mEQ)

@




AVTAia Nat-K*-ATPase

|

v o

2K
imported

*Eicodoc 2 16vTwyv K*, £0d0¢ 3 10vTwV Na* (diatipnon uwnAng
£VOOKUTTAPIAC OCUYKEVTPWONG KY)
*[lapouacia oe 6Aa Ta KUTTAPA, KaTavaAwon ATP

= AiauAol KaAiou: uTTEUBUVOI YIa TO NAEKTPIKO HEPBPAVIKO DUVAUIKO

npepiag



HAEKTPLKO LEUBPOVLIKO SUVALKO NPEULOC

- +
RS > . Cell
e * exterior
- *
Cell interior Na = x:
15 mM - -
K* ~ *
— *
= 150 mM = *
iy ~_~ 70, c <
* ~HY 10mM  A_ ~
Na*  * s . A
150 mM " ~ e
A- * *® T I & i
0.2 mM K cl * = . e /)
5mM = * ~
: 120mM Cell @ |
Cell exterior * FaR @ @

=AlaTr)pNON TNG PUOIOAOYIKNG VEUPOUUIKAC AyWYIMOTNTOC
ECapTaral aTo :
*Ala@opa OUYKEVTPWONG [K*] METACU £VOO- KOl
ECWKUTTAPIOU XWPEOU
=AiauAol K*, Na* (background channels) (80%)
=AvTAia Na* - K* ATPase (20%)



PuBuioTikoi ynxaviopoi icoluyiou

Feoclbe.ck
Regulation

K* Intake /%

4Plasma K*

EAPARN
) +

Adrenal Cortex
]

* * Plasma Aldosterone

. O\
13

Renal K+ Excretion




Response to potassium load

2 1800 - — 5
2 -
. _ -
S 1500 —
=
: . Plasma K -
£ 1200 ~ -4 o
& S
= . =
[- 9

 — £
as 9200 -
S ) Aldosterone g
S 600 — -3 =2
b -
>
! 300 1
!  —
w Ir//l = Urine K
.E e
| -
= o | | | | 2

Baseline Day 1 Day 2 Day 20

Response to increasing potassium intake from 100 to 400
meqg/day in normal subjects. Urinary potassium excretion
rises to over 300 meqg/day within two days, a response that
is driven by increases in both aldosterone release and the
plasma potassium concentration. By day 20, potassium
excretion is almost 400 meqg/day, the plasma aldosterone
level is near normal, and there is only a small rise in the
plasma potassium concentration to 4.2 meqg/L.



PuBuioTikoi ynxaviopoi icoluyiou

Feedforward
Regulation

K+ Intake

./@\.

Hepatoportal Gut
Sensor Sensor

¥
Kl+ K+

Renal K+ Excretion

Youn JH, McDonough AA. Annu Rev Physiol. 2008;71:381-

NAN1



KaAlo: looluyio TTpoocAnWnNG -

Dietry K*
iIntake
(100 mEq/day)

'

ECF
65 mEq

/ \

Urine Stool
92 mEq/day) (8 mEqg/day)



MeTtakivnon K* evdo- eCwKUTTAPIA

(avakaTtavoun)

Plasma/extracellular space

Cell
Fall in Increase in
serumTK+ serum K+
(Increased by b qncreased by
Insulin Acidosis
Bo-Adrenoceptor Hyperglycemia
agonists B>-Adrenoceptor
Alkalosis antagonists
o-Adrenoceptor (B-blockers)
L antagonists y oc-Adre_noceptor
agonists
Increase in
osmolality
\Exercise




Kataotaoelc mov cuvodevovtal amo avénuevn e€odo
KaAlov aro ta Kuttopa )

HI
HPO,~?
a. L P M
| K IH'

YTrepKaAlaiuia



Kataotaoelc mov cuvodevovtal amo avénuevn e€odo
KaAlov aro ta Kuttopa )

Ketone™

ok
N4

Oxi
UTTEPKAAIQIMIO



Kataotaoelc mov cuvodevovtal amo avénuevn e€odo

KaAlov aro ta Kuttopa )

" a-adpevepyLKol UTTOOOYEILG:
= |, c-AMP = kataotoAn avtAiag Na*-K+-ATPaong
" YREPWOMOTLKOTNTA:
= ApOOTIKA WOHOALL (pavvitoAn, T [Glu] os acBeveic pe ZA,

NaCl)
= petakivnon VOATOC Ao TOV EVOO- OTOV EEWKUTTAPLO XWPO =

J, Oykou kuttapwv = T[K'] = KataotoAn avrtAtag Na* -

gvdokuTttapla

K+ ATPaonc



Kataotaoelc mov cuvodevovtal amo avénuevn e€odo

KaAlov aro ta Kuttopa )

= Aoknon:
" a-— adpevepykn dtEyepon = £€odoc K* amo ta kuttapa =
uTtEpKaALatuia = ayyetodlaotoAn = * MUTKAC aLHATWOoNC.
" B, adbpevepyikn Sieyepon > T elcodou Kt ota puika kuttapa
= urtokaAlatpio (paBdopuoAuvon HETA O ALOKNON OE

npolmapyxouvoa evoeLa KaAlou).



Kataotaoelc mov cuvodevovtal amo avénpevn elcodo

KaAlov ota Kuttopa | )

" lvoouAivn:
= Evepyomoinon avtAiac Na* - K* ATPaonc
(aveéaptnta amno tnv elcodo Glu ota kutTOAPQ)
" B,— adpevepykoi utodoxeig:

= N c-AMP = evepyomnoinon avtAiag Na* - K*
ATPaonc¢



Kataotaoelc mov cuvodevovtal amo avénpevn elcodo

KaAlov ota Kuttopa | )

= AASootepovn (ALD):
= Evepyomoinon avtAioc Na*-K*ATPaonc
= Avénon vedplknc amofoAnc K+ :

= AU¢non enavappodnong Na* (amw eomEpAPEVO,
aBpoloTLko)

= Avénon amekkplong K*



Nedpikn puBuion KaAlou

" OLvedpol eival urtevBuvol yua tn dtatnpnon
TNC OpOlOOTAOLOC TOU KOALOU (OITEKKPLON —

emavappodnon).

" H pEyLoTN QTEKKPLTLKN LKOVOTNTA TWV
ducLoAoylkwyv vedpwv yLa to KaAto itvat 500
— 600 mEqg/d.

" H teAlkn puOuLon TNC AEKKPLVOUEVNC
rnoocotntac AapBavel xywpo otn pAowwdn
Loilpa Tou aBpoloTikol ocwAnvapiou.



Ne@pikn puBuion KaAiou

Distal convoluted
10%-15%  tubule

Proximal
convolte Cortical
collecting
duct
. 120%
|2 Outer
= Thick medullary
ascending collecting
limb duct
-+ [nner
o+ medullary
,,-VL —50% K<€ collecting
o ' duct
"‘ 140% ’.' —— 50%




[Taxu aviov okEAOG ayKUANC Henle (TAL)

Lumen

) Blood

NKCC2

Na*
2C|_ZZ -‘__--1‘\
,"-, K+ oo o~ \\\

e ———— KT

ROMK

Na*-K*-ATPase
3 Na*

~

2 K"

Cl channel

_K channel

Etravappognon K+ (cuppeTapopéas Na+-K+-2Cl- )« Atrékkpion K+ (diauAog ROMK)
Y10 QUOIOANOYIKEC OUVONKEC N CUMMETOXN Tou TAL oTo 100JUYIO KOAiou eival

AuEANTEQ



[Taxu aviov okEAOG ayKUANC Henle (TAL)

Lumen ) Blood

NKCC2 Nat-K*-ATPase
Na* 3 Na*
: ch i
> KT 2 K"
vy Cl channel
/T O ———>
T K
ROMK Kf ———

_K channel

K /
v -

PopTion pe KAAIO iy dloupnTIKG ayKUANG — avaoTOA CUPUETapopEa Nat-K+-2Cl-
= AUCNnon TNG aTTEKKPIVOUEVNG TTOCOTNTAC KAAioU
= AuU&non Tou Oykou dINBAuaTog Kal TNG [Na*] TTPoG ToV ATTW VEQPWVA




DAoiwdec abpoioTIKO cwAnvaplo — BepéAia KUTTApPA

(Principal cells)

Lumen J Blood
Na* channel Nat-K*-ATPase
(ENaC) 3 Nat
Na ————» > (D

0N 2 K

. 1

K* channel | X T
4+® K+ Lo K* channel

0
N
| N\

= ETravappoépnon Na* (ENaC) — evepyotroinon avrAiag Na*-K*ATPaong — €icodog K+
OTO KUTTOPO (PacikotrAdyia €mmi@aveia) — 1 atmmékkpiong K+ otov owAnvapiako
AUAO (diauAol K*)



DAoiwdec abpoioTIKO ocwAnvaplo — BepéAla KUTTapPA

(Principal cells):

Lumen J Blood
Na* channel Nat-K*-ATPase
(ENaC) 3 Nat
Na ————» > (D
0N 2 K
! —
K* channel | X T

4+® K+ Lo K* channel
0
K* MR

v Aldosterone
| BN

= Augnuévog OYKOC ocwAnvaplakou uypou oTo ATTw owAnvagdio
= 1 [Na*] oTO ATTW CWANVAPIO }
= ANOOOTEPOVN

=1 [K* ] — evepyotroinon avtAiag Na*-K*ATPAong — 1 atrékkplong K+

AioupnTiKa
AyKUANG, B<1alideg

€EWKUT.



DAoiwdec abpoioTIKO ocwAnvaplo — BepéAla KUTTapPA

(Principal cells):

Lumen J Blood
Na™ channel Na*-K*-ATPase
(ENaC) 3 Na*
Na ————» > (D
0N 2 K
! ———
K* channel | X T

4+® K+ Lo K* channel
O
MR

Aldosterone

| BN
* Melwpévog Oykoc ocwAnvapiakou uypou (Trpove@pikr alwBaiuia, atrogpagn)
= « KaAioouvtnpnTika» dioupnTIKA (avaoToAr EnaC): AgIAopidn, TPIQUTITEPEVN
= Qdppaka: TpINEBOTTPIUN, TTEVTANIOIVN




DAoiwdec abpoIoTIKO CwANVAPIO — EUPBOAIA

KUTTapa (intercalated cells)

Lumen

J Blood

K* TT
< H*

Antiporter

Na"-K™-ATPase
3 Na*t

ot

2K*

K ——
K|channel

_
.




DAoiwdec abpoIoTIKO CwANVAPIO — EUPBOAIA

KUTTapa (intercalated cells)

Lumen

J Blood

K* TT
< H*

Antiporter

Na"-K™-ATPase
3 Na*t

ot

2K*

K ——
K|channel

_
.

= ‘Evdeia K*
= ANDOCTEPOVN



[TapdayovTeg TToU £TTNPEACOUV TN VEQPPIKN

QTTEKKpPIoN K*

Alatntikn npoocAnyn K*
[K*]
Oykoc oUpwyv, [Na*]

opou

anw vedpwva

OpUOVEC
Ofeofaokn KaTtaoTOON

AlovpnTika



YNOKAAIAIMIA (K* < 3.5 mEq/L)




YIOKAAIAIMIA

" <1% o€ atopa pe duoloAoyLkn vedpLKN
AeLtoupyla rtov 6gv AapBavouv pappaka.

= 20% twv voonAgvopevwy acBevwv.

"= 10 — 50% o€ aoBeveic mouv AapBavouv
Belaltbika StovpnTika.

= [TPQTO METPO o€ umtokaALopioL:
QVOLOKOTINON TOU POPLLOKEVTIKOU LOTOPLKOU
ToUu aoBevouc.



EKAHAQ2EI2 YITOKAAIAIMIA2

" H coBapotnta twv ekdNAwoewv ivol
avaAoyn tnc PaputnTac Kat TnS SLapKeLAC TNE
UTTOKOLALOLLLLLOLC.

= YuvnOwc oL ekdNAwoelc mapouaoLlalovtol OTav
TO KOALO TOU opou eival <3 mEq/L.



EKAHAQ2EI2 YITOKAAIAIMIA2

" NeupolUIKO cuoTnuA

= Muikn aduvapia (EeVika armo Ta KATw AKpo Ko
ETIEKTELVETOL KEVIPLKOTEPQ LEXPL TNV TTANPN
nopaivon)

= MNapaAvon

= Artvola (KOTtwon oVATVEUOTIKWY HUWV)
= PafBdopuoAuon

= AvokolAlotnTa, €LAEOC



YriokaALlowpiat:

" Yneptaon (+5-10 mmHg)
= Katakpatnon vatpiov - P evdayyeLlakou OyKou
= AppuBuiec
" 'EKTOLKTEC KOATILKEC 1 KOLWALOKEC OUOTOAEC
= Kowklakn taxukopdia, pappapuyn
" [TpodLaBeoikol MapPAYOVTEC:
= Ytedaviaio voooc
= Awyoéivn
= P B-abpevepylkn dpaotnplotnta
" Yriopayvnolatpio

" Qelaltbka dtoupnTika Ko atdpvidlog KapdLaKOC
Bavaroc?

! Siscovick DS, Raghunathan TE, Psaty BM, et al. Diuretic therapy for hypertension and the risk of primary
cardiac arrest. N Engl J Med. 1994,330: 1852-1857.



YrokaALoLpLoL:

" EAattwon N ermumedwon KUpotTwyv T

= Kbpato U
= 19 kat 2°Y BaBpou KOATTOKOLALAKOC
QTTOKAELOOC

" Mapataon QT dtooTAUATOC

||||| +

2.8 2.9 2.0 1.7



EKAHAQ2EIZ YTTOKAAIAIMIAZ

= QupomolnTtiko cuotnua (vedpol)

Meiwon RBF kot GFR (ayyeloovomnaon o cofopn
UTTOKOALOLLLLOL)

Melwon CUUMUKVWTLKAC tkavotntac (moAvdwpia,
noAvoupia)

Avtiotaon otnv ADH

AOULKEC pPETABOAEC EMONALOKWY CWANVAPLAKWV

KUTTAPWV (KevoTtomiwon), aAAOLwWOoELC 0TO OLAECO
LOTO, KUOTELC

MetaBoAikn aAkaAwon (oe coPapn KaAlomevia ,
dpaon aAddootepovnc Kal evepyortoinon avtAiog H*-
ATPase)



AITIA YTTOKAAIAIMIAZ

KaTtaoTaon Mnxaviouog

Aiaita

Aiaita | K* (<40 mEq/d) | d1lauTNTIKOU K* + 1 VEQPIKEC ATTWAEIEC
AIQTPOPIKEG DIATAPAXES | dlaitnTikou K+ + €vdela KaAiou

Aiaita 1 o€ udATAVOPAKEC + AAKOOA

| dlaitnTIKoU K* + shift K+ evdokuTTapia




AITIA YTTOKAAIAIMIAZ

KaTtaoTaon

Mnxaviouog

Metakivnon K+ evOOKUTTAPIA (UTTOKAAIAIMIO OTTO AVOKATOVOMNR)

lvoouAivn

MeTakivnon K+ evdokuTTapia

3,-aywVIOTEG

MeTakivnon K+ evdokuTTapia

AANKGAWON

MeTakivnon K+ evdokuTtapia

Xopnynon Birauivng B12

Augnuévn xpnoluotroinon K+ otn
TTPWTEIVOOUVOEDN

OIKoyeVAG UTTOKAAIQIUIKY TTEPIODIKN
TTapaAuon

MeTtaAAagn yovidiou a,-utroouadag
OlIaUAWYV Ca** OKEAETIKWYV HUWV (70%)

@uPEOTOCIKI) UTTOKAAIQIUIKY TTEPIODIKN
TTapAaAuon

Y1epOuUpPEOEIDIONOS




AITIA YTTOKAAIAIMIAZ

Katdotaon

Mnxaviouog

T NEQPIKEG ATTWAEIEG

ddapupaka

AloupnTika

T VEQPIKEG ATTWAEIEG

AUIVOYAUKOGIOEG, cisplatin

AvaoToAn TnG avTtAiag Na*-K+2Cl-,
OlaUAWY ROMK (TTaxU aviov OKEAOG
QYKUANG Henle).

AUENUEVEC VEPPIKEG ATTWAEIEG K,
Ca2+’ Mg2+




AITIA YTTOKAAIAIMIAZ

Katdotaon

Mnxaviouog

T NEQPIKEG ATTWAEIEG

2UvOpOoua UTTOKOAIQIMIOG - UTTEPTAONG

Kakoréng utréptaon

Evepyotroinon acova RAAS

NeppayyEIOK UTTEPTAON

EvepyoTtroinon acova RAAS

[MpwToTTO6NC ENaC
UTTEPAADOCTEPOVIOUOC
2. Liddle T TTapaywyr) ALD

2.UVOpOa TTEPICOEING
OAQTOKOPTIKOEIOWYV

Avettapkela udpogulaocwy 11- Kai
17-a

2 UYYEVING AOPEVEPYIKN
UTTEPTTAQCI

T VEQPIKEC OTTWAEIEG




AITIA YTTOKAAIAIMIAZ

KardoTtaon Mnxaviouog

T NE@PIKEG ATTWAEIEG

2UvOpopua uttoKaAlaipiag — euoiloAoyiki A.T1.

RTA (TUTTOG 1 + 2) T VEQPIKEC ATTWAEIEC

2. Bartter MEeTAANAELEIC CUPMETAPOPED Nat-K*-
2Cl-, ROMK

2. Gittelman MeTaAAagn diaUAwY ENaC

YTropayvnaoiaiyia T VEQPIKEC OTTWAEIEG

2. Cushing T VEQPIKEG ATTWAEIEG




AITIA YTTOKAAIAIMIAZ

Katdotaon

Mnxaviouog

ESWVEQPIKEG ATTWAEIEG

NEX

AiGdppola T TEZ atmrwAEgIeg
‘EpeTol T VEQPIKEG ATTWAEIEG
Aéppua

|dpwTag ATTWAEIEC aTTO dEPUA

‘Evrovn ocwpaTtiki Aoknon

T VEQPIKEG ATTWAEIEG




AIAITNQ2TIKH NMPOZEITI2H

= |oTtoplKO Kal KAWLKN e€€taon (Stovpntika, TA.MM.7)

= AnokAelopoc PevdoimokaAtouiog ( AsvkokvutTopa
>100.000/pl)

" ATTOKAELONOC KATAOTACEWYV TTOU ocuvVoOgVOVTAL ATTO

avakatavoun K* (amovoia €voelac K+)
= Mpocdloplopoc K oupwv 24wpou (OxL o€ spot)
EvaAAaktika: K*/kpeatwvivn og spot olpwv :

" <13 mEQ/ge.; : E§WVEDPIKEG OWAELEG
* >13 mEQ/g, .. - NEDPLKEG QTIWAELEG



AIAITNQ2TIKH NMPOZEITI2H

K* <20 mEq/d:

= Efwvedpikéc anwletec, |, mpooAnin

"(DuoLoAoyLko pH: petwpevn mpooAnyn, anwAela amno
YOOTPEVIEPLKO

" MetaBoAlkn 0éEwon: ATMWAELO ATTO YOLOTPEVIEPLKO
ovotnua (dtappola)

" MetafoAlkn aAkaAwaon: anmwAgLla Ao YOLOTPEVIEPLKO
ocvotnua (epetol)




AIAITNQ2TIKH NMPOZEITI2H

K*> 20 mEq/d:

= anwAsla ano vedppoug

*MetafBoAikn aAkaAwon:
= XAwplo oUpwv <10mEq/d:
= ‘Epetod, Sltoupntika
= XAwplo oUpwv >10mEq/d:
=  Ynéptaon
=  QuoloAoyikn aAdootepovn:
= 0. Cushing, o. Liddle
=  Auénuevn aAdootepovn:
MNpwTtomnabrc¢ untepaAdooTEPOVIOHOC
*  QuololoyLKN apTnpLaKn Tileon:
=  Awoupntikad, KaAlomevia, o. Bartter, Gitelman
"MetaBoAikn oéEwon:
= Nedplkn cwAnvaplakn oéewaon tumou | ko I




OEPATIEIA YITOKAAIAIMIA2



KAAIO OPOY KAI 2YNOAIKO EAAEIMA

KAAIOY

1400

1200

1000 —

800 —

600 —

Total body K* deficit

400 —

200 —

0 i i | |
15 2 25 3 3.5 4

Serum K* (mmol/l)

2uvNOwe n amattovpevn moootTnNTA KaAlou elval MOAU peyaAUTepN
amo tnv umoAoyllopevn pe Paon to emnimedo tou KaAiou otov opo
(avokatavoun KaAlou o€ xpovia UTToKaALoLpia).



OEPATMEIA YITOKAAIAIMIAZ: BaOLKEG APXES

QVTLLETWTILONG

ATtO TOU OTOMATOC XOopPrRynon KaAilou:
= Eivat o oaodaleéotepoc TpOMoC Oopbwonc NG
OLOU UITTWHOTLKAC UTTOKAALOLULLOC OTTO OlVOLKOLTOLVO L.

* [lpoUTOBOETEL KOAN VYOOTPEVIEPLKA OvVOXN OO TOV
acBevn.



OEPATMEIA YITOKAAIAIMIAZ: BaOLKEG APXES

QVTLLETWTILONG

EvbodAEBLa xopriynon Kaiou:

AoBeveic pe N'EZ dLatapaxec

Q¢ enelyovoa avtpetwrnion:(appubuieg, mnopaluvon Twv
OVOTIVEUOTLKWYV, ETIELYyOUOCA XELPOUPYLKN EMEUBOON).

Ertithoyn kevtpiknc pAEBAC yLa xopriynon mukvou SLaAUpatoc.
MpooBnkn 20-40mEqg kaAtov (lamp KCL=13mEqg) oe 1 Altpo
NaCl 0.9%, apaiwon nov pmopet va ptaost max ta 60mEq/L.
Anodevyetal n yopnynon kaAlou oe opo YAukolng 5%
(xopriynon €voc Aitpou opol yAukolnG - HElwaon KaAlou Kotd
0.2-1.4mEg/L).

Méeylotoc aodaAng puBuog xopriynong 10-20meEg/h.
YynAotepoc puBuoc xopnynonc 40meq/h oe amelAnTIkeC yLo T
(wn EMUTAOKEC TNG UTIOKOALALMIOG OTWG TETPATIAPECN LE
OUUMETOXN OVOTTVEUOTLKWY HUWV.



OEPATMEIA YITOKAAIAIMIAZ: BaOLKEG APXES

QVTLLETWTILONG

Aldyvwon tng attiag SL0TL N UMOKELMEVN Kataotaon deixvel tnv
ovaykn ywa Oeparneia:

" YroKoAlopio amo avokotavoun:
=  Mrmopel va pnv xpeLaletal xopnynon kaAiou

" YrnokaAlatpia N voppokaAtopior + petafoAlkn oécwon n
UTTEPTOVLKOTNTO TOU EEWKUTTAPLOU XWPOU:
=  [lapouoia peyalou eAAeippatoc KaAlou kKol avaykn xopnynong

KotAlou TtpLv 1 pall pe tn d1opBwon tng oécwong

= Avaintnon AnYPnc pappakwyv N UapEne KAWVLIKWY
KOTOLOTALOEWY TIOU UTTOPEL val EMLOELVWOOUV TIC CUVETIELEC
TNC UTTOKOALOLLULOG:

U AokTuAltida



OEPATMEIA YITOKAAIAIMIAZ: BaOLKEG APXES

QVTLLETWTILONG

JUYKEVIPpWON KoAiou opol 4mEq/L: Awokormrn xopnynong
KaAtou (kivbuvocg gudaviong vmepkoAtalpioc dlaitepa o€
aoBevelc pe ekmtwon vedplknc Aettoupylog n 2.A.).

2UOTNHATIKA TtpakoAoUBNon TG CUYKEVTPWONG TOU KaAlou
KoL TNG ofeoPaoiknNC Loopporiac kata tn 6opbwon tNC
UTTOKQALOLULLOLG.

Ye avOektikn otn Beparmeia umtokaAlatpio - MPocdLopLloUOg
uoyvnoiov opou.



YNEPKAAIAIMIA (K+ > 5 mEqg/L)



YTEPKAAIAIMIA

= Jmtavia (<1%) oe aoBeveic YwpPLC UTTOKELMEVA
voonuoato N xpnon ¢papuokwy.
= H unopén vmepkaAtatpiog utodnAwveL avenopkn

VEPPLKN ATEKKPLTLIKA AslTtoupyia yia to KaAlo (400-
600 mmol/d).

= 11% twv aocBevwv mou AapBavouv avaotoAeic Tou
ovotnuatoc RAAS.

" JUYVO evpnua o€ aocBeveic pe vedplkn
duoAettoupyia (33-83%).



WEYAOYNEPKAAIAIMIA (WEYAHS)

= Jyetil{opevn He tn AnYn kot anodnkevon tou
Sdelypatog
= Epywdnc atpoAnia
= Edapuoyn woxupng nepideong
= AnNYn alpatoc pe «metaholda»
= AkataAAnAo ploAidlo (potassium EDTA)
= Katalguén
" MMopaTETANEVOC XPOVOC amtoBnkevong
" JUVUNTAPXOUOEC KOATOLOTACELC
" Opoppokuttapwaon
= YoPaprn AEUKOKUTTOPWON
" ALHOTOAOYLIKEC SUOCKPAGLEC



AlITIA YTTEPKAAIAIMIAZ

Auvénuevn dratnTikn mpocAnyn

= Havénuevn dtatntikn pooAnyn kaAiov dev
NMPOKAAEL UTLEPKOALALULO, EKTOC OV CUVUTIAPXEL

vedpLkn voooc N Anvn pappakwv.
" JuvnOn atta:
" JupTAnpwWUOTo KaAiou
" Ynokataotata alatoc (yYAwpLtoUuxo KAALo)
= Mapevieplkn dtatpodn
" Tpodec MAOUGCLEC O€ KOALO



AlITIA YTTEPKAAIAIMIAZ

AVOLKOTOVOMI OTTO TOV £VO0- OTOV £EWKUTTAPLO
XWPO
O&Ewon Ao YN OpyoVLIKA Ol

2oBapn urepyAuKoLULlo (UTTEPWOUOTIKOTNTO)
MavvitoAn (umepwaopotikoTnTa)
B-avaotoAeic (omavia)

Toéikoc daktuAldlopocg (avaotoAn Na*-K*-
ATPaonc)



AlITIA YTTEPKAAIAIMIAZ

Malikn €€060¢ KaAlou armo Tov EVOOKUTTAPLO
XWPO
AlpoAuon

PaBdopuoAuon

EkteTOpEVO EYKAU AT

2UvOpouo Auonc

‘Evtovn cwpatikn dpactnplotnta
Tpavpa (toyotpia, crush syndrome)



AlITIA YTTEPKAAIAIMIAZ

Mewwpévn vedpikn amoBoAn
* Melwon tou GFR (ONB, XNN)
= Qdppaka:
= AvaotoAeic tou atova RAAS (= unoardootepoviopoc)
* MZA® - | pevivng
" a-MEA - I ayyelotevaeivncll
" Hnapivn - | aAdootepovng
= JriipovoAaktovn - I aAdootepovng
= AvaotoAn twv 6tavAwv ENaC

= AlLAopLlon, TPLOUTITEPEVN, TPLUEDOTIPLUN,
rntevtapudivn



AlITIA YTTEPKAAIAIMIAZ

Mewwpevn vedpikn amooAn

- YT[O(I)\SOOTEDOVLO’[J.C')C (Nedpikr) owAnvaptlakn oéEwaon tumou V)
= YITOPEVIVALULKOC UTIOOASOCTEPOVIOUOC

= Atapntikn veppomnaBela
= AtodpaKTLKI) oupoTaBeLa

= MNadnoelg dtapeoou vedpplkou Lotou

= WevdolmnoaAdootepovionoc (SuocAettoupyia

urtoboxea aAdootepovng)



EKAHAQ2EI2 YITEPKAAIAIMIA2

* H ouuntwpatoAoyia oLkiAEL Kot ouvRBwC
OXETL(ETAL UE T UTTOKELMEVA alTla (TToAvouplo —
noAvdupia og appuBuioto ZA).

= YoBapec ekbnAwoelg epdavilovial o€ KAALO opoU
>7mEqg/L N o€ ofeia eykatdotoon.

= HeéeAn kat n coBapotnta twv HKIpkwv
netoBoAwv AEN cupBadilel TIc meploooTteEPEC POPEC
LLE TO €Miedo KaAlou.



EKAHAQ2EI2 YITEPKAAIAIMIA2

" NeUPOMUIKO cvoTNUa (MELWHEVO OUVOULKO
NPELOC)
* Muikn abduvauia
" MoapailcOnoleg, atpwdleg
" MapaAdvon
" Toélkotnta oto puokapdio (emBapuvtikol
TTOLPOLYOVTEC):
" YnaoBeotouuio
" O¢cwon
" Yrtopolyvnolatuio
= Alupvidla eykataotoon



HKI @IKEC NETABOAEC OTNV UTTEPKOAIQIMIA

QRS Complex Approximate Serum ECG Change
Potassium (mmol/l)

P wave T wave

4-5 Normal

6—7 Peaked T waves

Flattened P wave,

7_8 prolonged PR interval,

depressed ST segment,
peaked T wave

Atrial standstill,
8-9 prolonged QRS duration,

further peaking T waves

>9 Sinusoid wave pattern




OEPATIEIA YITEPKAAIAIMIA2



[ Are ECG changes present?]

Is pseudohyperkalemia

[ present?

~

<€ No

|

No further
evaluation needed ]“ Yes ——— No —

P

Further evaluation based on
history and laboratory

Yes ,{ Emergently treat K+ ]

History of l

dietary K+

excess? |s obstructive

uropathy present on
ultrasound?

Dietary

counselling

Treat
obstruction

!

!

~

s metabolic
acidosis
present?

~

Is hyperosmolarity
(non-urea

osmolyte) present?

'

!

Treat metabolic
acidosis

Treat
hyperosmolarity

Continue to

!

!

{Is CKD present?]

Are K-raising medications

being administered ?

!

Are these medications

associated with

mortality improvement?

Y

Yes =3

No

v

Consider dietary
counselling to decrease
K intake or addition of
diuretic to increase
K excretion

Discontinue or change to

monitor K+

possible

l alternative medication, if

Yes

!

No —[ Is K improved? ]




OEPAIMEIA AOZOAOrIIA OAOZz ENAP=H/ AMNOTEAEZMA
XOPHIMHzHZ | AIAPKEIA

[TAUKOVIKO Ca*t

2 0ABouTauOAn
0.5% (Aerolin)

['AuKOCN
(Calorose 35%)

KpuaoTaAAIKA
IVOOUAIVN

AITTavBpakiko
VATPIO

lovToavTOAAOKTIK
n pntivn
(Kayexalate)
Poupooepion
(Lasix)

AipokdBapon

g (4.4 mEq)

10-20 mg

100 ml

10 IU

50-100 mEq

15-60g

20-80 mg

IV (5min)

EioTTvoEg
(20min)
IV 10 min

IV bolus

IV 30 min

pos /

UTTOKAUCOI

IV bolus

1-2min /
10-30min

30min /
1-2h

30min /
2-6h

10-20min /
2-6h

30-60min /
2-6h

2-6h /
KUMOIVOUEVN

5-30min /
2-6h

2.1a0gpoTTOIiNON
MEMBPaVIKOU
duvauiou

Eicodog kaAiou
oTa KUTTOPO

Eicodog kaAiou
oTa KUTTOPA

Eicodog kaAiou
oTa KUTTOPO

Eicodog kaAiou
oTa KUTTOPA

EvTepikn
O€éoueuon KaAiou

T VEQPIKNG
atToBOANC



2YMIMEPAXZMATA

To KAALO €lvall TO KUPLO EVOOKUTTAPLO KATLOV.

AA\OYEC OTN CUYKEVTPWON TOU KAALOU €XOUV GNHAVTLKN
ETMLMTWON OTN VEUPOMUiIKN SleyeEpoLOTNTAL.

OuL vedpoi elval umevBuvol ylor TNV OlatApnon 1Ing
opolootaclag Kol Ttou looluyiou KaAlOU HECW TNG
PUOULONG TNC ATTEKKPLVOLLEVNC TTOCOTNTOC KaAloU.

H amékkplon Tou KaAlou YLVETOL KUPLWC OTO QMW TUNMO
TOU Veppwva Kol s€aptatoal ano tnv aldootepovn, ta
emineda Tou KAALOU OTOV 0pO KaL OO ToV puBUO pong
Tou dlnbnpatoc.

OteoBaolkeg, LETAUBOALKEC KOL OPLOVLKEC OLATOPAXEC KOLL
dbapuaKko EMNPEAlOUV TNV OUOLOOTAOLA TIPOKOAWVTOLC
avtioTolxec dlatapayec ota emnimeda Tou KaALou.



OIKOI'ENH2 MNMEPIOAIKH YITOKAAIAIMIKH
[MAPAAY2H

MetaAlaén mou acbopa otnv a,-urtoopdda StavAwv Ca?* twv
OKEAETLKWV pUwWV (70%), (30% éLaUAOL Na*)

Entintwon 1/100.000

Evapén vooou tnv 2" dekaetia tnG {wNG

Eneloodia coBapnc umtokaALatpiog mov odpeiAetal AmOKAELOTIKA
oTNV HETAKIVNON KaAlou amo tov e€w- oTov EVOOKUTTAPLO XWPO
YuuntwpotoAoyia: coBapn pukn aduvvopia, rntoapaivon (dtapketa:
WPEG-NUEPEQ)
EKAUTLKOL TTOPALYOVTEC:

= [elpa rAovolo og vdatavOpakec (Ekkplon tvoouAivng)

= ‘Evtovn cwpatikr acknon kat ekBeon og kpuo meptBarlov (B,-

adpevepykn SLEyepaon)

= Xopnynon YAUKOKOPTLKOELO WV
AvTLUETWTILON:

= Xopnriynon kaAiou (pos, 1V)

= AketaloAopuidn

= Alatta uPpnAn oe KaALo, xapunAn o€ vatplo Kat udatavOpaKeg



EKAHAQ2EIZ YTTOKAAIAIMIAZ

= EvOOKpLVLIKO cuoTnua

" Mewwpevn EkkpLon tvoouAivne (buocaveéia otn
yAukoln)

= AUénon pevivneg Kol LeElwpEVn ouvBeon
aAdootepovnc (apeon dpaon ota emvedpidla )

= KoBuotepnon avamntuénc (Leiwon GH receptors,
IGF-1)
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