Y TTOKQAIQIMIA -

Potassium |[Rgugxel et [e{[Vlle
39.098

2TEAIOZ MANATOYT20Zz
MANEMIZ2THMIAKH NE®OPOAOI'IKH KAINIKH ATO©




KaTtavoun KaAiou

3600 meg mICF m ECF

98% evdokuTtTapLa
2% e&wkutTapLA

/70 meq

3500 meq




KaTtavoun KaAiou

mICF

ECF

Muec 76%

‘Hriop 7%

EpuBpa 7%




[ToooAnwn — AtToBoAn KaAiou

K* intake

102% ingested
load

0% ingested
load
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[ToooAnwn — AtToBoAn KaAiou




[TpOooAnwn — ATToBoAr KaAiou

» Mia peyaAn pmploAa iy 4 motripla toptokaAada npoodEpouv 40-50 mEqg K*

»50% vedpikn amoPoAn os 4 wpeg
»MNANnpnc amoBoAr os 6 — 8 wpeg

» AUTAOLOLO.OUOC TNC OUYKEVTPWONC oTto Adopa (amo 4 o 8 mEqg/l)
»EIZOAOX KAAIOY ENAOKYTTAPIA

»80% evbokuttapla — 20% sEwkuTTapLo




AvakaTtavoun KaAiou

l_(:“ inta lfe

109% ingested
load

0% ingested ‘
load
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XEIPIOPOC KaAiou aTro Ta KUTTapA

K (3,5-5)mEq/L (RS
2 K+




XeIPIoPOC KaAiou atro Ta KUTT

. - AER)
Nat,K*-ATPase o-chain s &0y &
Dt ® B D oo
o A @ @ SL
m o?:}
O L)
® 'l'}.\ 3 Ee Grog
(FLR) RiE
(E] @ 5
=y )
I'BD (L)

o0 as RO
L0 (3] e V
"3-%:_!,"11 613G X ?

T2 My Lr =

&P B L] (i_\u ] E =

oo Fe & Sem &8

@O0, T5® @ & o

0 & glﬁ:g A ®© o
' T (X fa? o) L) 2
U@ % % o o2

o 1018

@ Cation binding residues

@ Residues involved in conformational changes
® Residues affecting Na* and K* selectivity




[TapayovTeC avakaTtavoung Tou
KaAiou

»lvoouAivn

» KatexoAapiveg

» EEwkuttdpLo pH

» ANbooTtepOVN
»2uykevipwon KaAiou
»Aoknon

> YTIEPWOLWTLKOTNTA




[TapayovTeC avakaTtavoung Tou
KaAiou

IvoouAivn (eicobog kaliov ota .

KUTTOLpOL) Ouabain 5
\/ /\ Thyroxine

»Av&non tou evbokuttaplou Na* o Baru,
H.EO-(.L) EVEpVOT[OLr] O'HC Tov AIdosterone AR /
ouoTnUatoc avtipetadopac Na*t —

H* . 9 ® |©\® %»K
» Evepyormoinon tng K* — Na* H+‘\

ATPAoNC ®

Insulin
receptor a-AR B,AR

» Emaywyn tg ouvBeong K* — Na* , )
o o @
O O O

Insulin Catecholamines Catecholamines

Nat. Rev. Nephrol. 7, 75-84 (2011);




[TapayovTeC avakaTtavoung Tou
KaAiou

KatexoAaplveg w
> B, unodoxeig: Eicodog K* ota ~ o ﬂ\w@me
KutTapa 7 .

Barium,

o Evepyormtoinon K* — Na* ATPaong e

lJ.E'O' w c-AMP Aldosterone } AR /
9 8 +

> AUENGN TNC €KKPLONC WOOUALVNG o\ =2«
HEOW OLEYEPONC TOU TIOYKPEATOC e
H+
> o urntodoyeic: E€odoc K+ amo ta oplor R bR

kUTTapO % Ak A %
O O O

Insulin Catecholamines Catecholamines

Nat. Rev. Nephrol. 7, 75-84 (2011);




[TapdayovTeEC avaKaTavOuNG ToOU
KaAiou

E¢wkuttaplo pH

»2e ofewaon €€odoc K amo ta kuttapa
»2e aAkdAwon eioodoc K* ota kutTapa
» Metakivnon H* Aoyw Stadopdc CUYKEVTPWONC

» Metakivnon K* kat Na* mpocg tnv avtibetn katevBuvon yla th
dlatpnon tN¢ NAEKTPLKNAC LOOPPOTILOLC




[TapAyovTeEC avaKATAVOUNG TOU

KaAiou
E¢wkuTtTapio pH

K+
Na*

O¢cwon AAKOAwoON




[TapayovTeEC avaKaTavoOunG Tou

KaAiou
E¢wkuTTapio pH

»H enidpaon tnc oé€waonc elval peyaAUTEPN TNC EMOPAONC TNC
aAKAAwoNC oTLc petaBoAec tou K*

» 0L avaTVEVOTLKN 0E€won N aAKAAwoN €xouv TIOAU pLKpn emidpaon
oTn petakivnon K*

> 2TLC XPOVLEC SlaTapaXEC TNC 0&eoBaCIKNC LooppoTtiac N enidpaon
Tou eéwkuttaplou pH adopd meEPLOCOTEPO OTO XELPLOUO Tou K amo
TO VEDPO KoL ALYOTEPO OTNV AVOLKATOLVOLLA TOU




[TapayovTeEC avaKaTavoOunG Tou

KaAiou
E¢wkuTTapio pH

»H oteia petafoAikn oéEwon Aoyw mopouaciog N opyavIiKwy 0EEwWV
(amtwAela HCO;™  avénon HCI) exel wg amoteAdeopa avénon tou K*
kata 0,24-1,7 mEqg/| yia kaBe avénon 0,1 touv pH

»H oéEwon Aoyw mapouoiag opyavikwyv oEewv (yaloktikoU N B-
vOpoéuBouTuplKoU) €XEL TTOAU LLLKPN N KOO EMLOpAON oTNV
avakotovoun tou K*




[TapdayovTeC avakaTavounc Tou

KaAiou
E¢wkuTtTapio pH

Mineral acidosis i \
Na* 2K+
H* 1[H] w .. P

— H 3Na
+ INa* J_ ;

8 oo, el
Cl_ [HCO;]  3HCO, — Cor—T1—.CF
K+ - =

Organic acidosis
+ Greater decrease
H OA- in cﬂl pH;
1A Na*t — 1 No change
Opvavu(o Lo NE . IN[KY
Normal X

Na* ——s a
JHCO, . el or TN’

Adv Physiol Educ 40: 480-490, 2016




[TapayovTeEC avaKaTavoOunG Tou

KaAiou
E¢wkuTTapio pH

METABOAIKH O=EQ2H XNN AIABHTIKH KETO=zEQ2H
“EMepupa HCO;™ nepiooeta H* "Mepiooela B-udpoluPoutuplkol 0EEng

"Elooboc oto kuttapo H* (60% twv buffers) =Eicodoc oto kUTTOpO HY

"AvokoAia etoodou Cl oto kUTTApPO "Eic0b0C 0TO KUTTAPO KOL TOU aVIOVTOC
"E€odoc K* kat Na* yia tn dlatripnon tng "Agv tiBetal Bepa amokaATACTAONC
NAEKTPLKNC LOOPPOTILOLG NAEKTPLKNC LOOPPOTILOLG




[TapayovTeC avakaTtavoung Tou
KaAiou

» ANbooTEPOVN
o Evepyormoinon K*-Na*-ATPaon¢ peow c-AMP

»2UyKeEvTpwon K oto mAaoua
o MBavov pHEow TaBNTIKAC LETAKIVNONG

»Aoknon
o BE€odoc K* armo ta puika KUTTapa KATA TNV EKTTOAWON
o Melwon tn¢ ATP — avénon twv dtabAwv K*
o MBavn evepyomoinon a-adpevePYLKWV UTTOSOXE WV

> YIEPWOUWTIKOTNTA TTAACUOTOC
° 'E§0b0¢ K* Aoyw cuppuetadopag pe to H,O
o 'E€odoc K* Aoyw Sladbopac cUYKEVTPWONG




ATTO[30AN KaAiou aTtrd Toug veppoucg

109% ingested
load

0% ingested ;
load
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ATTO[30AN KaAiou aT1rd Toug veppoucg

»2uvnBwc amoBoAn 100 mEg K* nuepnoiwc
»2e evbela K n vedpikn amoBoAn sival Suvato va pewwbei 5 mEg/L

»2e untepdoptwon pe K n vedppikn amofoAn sivat Suvato va

dBOdoeL og 100 mEq/L




ATTO[30AN KaAiou aT1rd Toug veppoucg

»EAeVBepn 6NONoN armo 1o onelpapa

Main site of
~10% of control of
filtered load K* excretion

» Emavoppodnon oto eyyuc Proximal tubule
goTelpapevo (70%)

Cortical

collecting duct

»'EKKpLON aTto TO KATLOV OKEAOC TNC
ayKUAng Henle

Filtration
~700 mmol per day —_— — =4 -

» Enavappodpnon oto aviov oKEAOC TNC oo of Medulary

Henle collecting

aykUANG Henle duct

» Nepimou 10% tou dinBoupevou K*
$BOavel oTo TEAOC TOU AW ) to-154/|
EOTIELPALEVOU CWANVapLlou

Normal K+
balance

Nat. Rev. Nephrol. 7, 75-84 (2011);




"‘r

ATTO[30Ar KaAiou aTTo Toug VEQpoug

»H amofoAr tou K* kat n puBuLon tng
ylvetal ota pAoukd aBpoloTika
owAnvapLa KoL otnv £€w poipa Twv

LUEALKWV alOpOoLOTIKWY CWANVaplwy

»'EKKplon oo to OepéAa kKuTTopa

» Enoavappodnon amno ta epPOALL \ er ol
- HCO- \\
KU'['[apa ' \. h@ﬁ}ﬁﬂ%’\ ,

N Engl J Med 2015,;373:60-72




ATTO[30AN KaAiou aT1rd Toug veppoucg
O@euENIO KUTTOPO

>Aiau)\pt Na* (ENaC) otn cwAnvapLlokn LUMEN CORTICAL COLLECTING DUCT BLOOD
LeuBpavn L PRINCIPAL CELL J
» AvtAla K*-Na* otnv aviiowAnvoplakni 4
MEUBPAVN 2
Na* —{luwt> Na* ATP 3Na*

"Atapopd CUYKEVTPWONC ROMK \

, , K+ <{ _ ‘ 2K*
"Atadopa duvapLkou Lumen (-) ?K

potential . L

»'Ekkpion KaAiov

-~ K*' —{ b—b
"Madntikn dtaxvon HEoW TwV SLaUvAwvV 8
KaAlou Cr J
. ) Cl- >
= Juppetadopa pe Cl ( D

Clin J Am Soc Nephrol 10: 1050-1060, 2015



ATTO[30AN KaAiou aT1rd Toug veppoucg
O@euENIO KUTTOPO

Lumen Principal cell Interstitial fluid
Amiloride - —
m Na* entry \ (( _a0mv _70myv || Ouabain
Cortical depolarizes |
collecting the apical e —
Ahict membrane e ? ENaC s
o ——F o K+
i1 AL K+
b n |

Nat. Rev. Nephrol. 7, 75-84 (2011);




ATTO30AN KaAiou aTtrd Toug veppoucg
EuoAIpa KUTTOPO

> Evepyoroinon tnc avtAiac H+- LUVMEN  CORTICAL COLLECTING DUCT  BLOOD
K+ amod tnv EMewbn K+ ALPHA INTERCALATED CELL

» Evepyntikn petadopad K+ amd " r gl y
NV avtAla H+- K+ ‘\<>é -
Entavappodpnon KaAiou AT t(‘)icr
H* K+
»E€odoc K+ mpoc to dlapeoo ;Cﬁ . |
LYPO aTto toucg StavAouc K+ ?
; )

Clin J Am Soc Nephrol 10: 1050-1060, 2015



ATTO[30AN KaAiou aTtré Toucg veppoucg

DCT1 DCT2 CNT/CD-principal cell CD-intercalated cell

Na, K Kird.1/5.1 ®
ATPase - Aldosterone HCO, cl Na. K 2Cl
Na* H{ / a
- Na+ _@
~V_
A ‘MR®
U
K* \

SGK1

SGK1
\

SPAK <=— WNK

¢®

SPAK—=<— WNK

¢@ Nedd 4-2 Ub —SGK1-P Nedd 4-2 Ub — SGK1-P

CNT . \Nay N .
W |
ﬂow#g! g! ﬂow?)-—
NCC ENaC ROMK .. BK ENaC ROMK .. BK H* K* H* ATPase
/ ® /\ATPase
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[TapayovTec puBbuIoNC TNGC VEPPIKNG
QTTO[30ANC KaAioU

» ANbooTtEPOVN

»Mpoodopad vatplou otov Anw veppwva

» Por tou vypou twv cwAnvapiwv (dinBrpatoc) otov anw vedpwva
» 2UVKEVTPpWON KaAlov oto mAdouo

» pH mAdopatog

» Mn enavappodoupeva aviovta




[TapdayovTeC puBuIONC TNC VEPPIKNG
aTTOB0ANC KOAioU

AAdoocteEPOVN

Aldosterone

>Au§n0r\ TWV QVOLKTWV SLaUAWV
Na* (ENaC)

o Elooboc Na* oto kuttapo (Stadopa
Suvapkov)

» Evepyornoinon tng avtiiag K*-Na*,
avénon tou apteuou TWV AVTALDV

° Eloobog K* oto kuttapo (Stadopa
OUYKEVTPWONC)

Py . _ +
+/ Depolarize > Na

»AUEnon twv avolktwyv StavAwv K+ K* <= ROMK ==

Ekkplon kaAiou oto cwAnvapto -
Urine

J Am Soc Nephrol 18: 2649-2652, 2007




[TapdayovTeC puBuIONC TNC VEPPIKNG
aTTOB0ANC KOAioU

Mpoodopa Na*totov anw vedppwva Aldosterone
» Metakivnon Nat oto kKUTtapo Delivery
o Evepyornoinon avtAtac K*-Na* — ‘
uetakivnon K* oto kuttapo Na*

o Anuoupyla peyoAutepng dtadpopag

, +/ Depolarize
SuVALLLKOU [/ :

Ekkpion KaAiou oto cwAnvapio

=

J Am Soc Nephrol 18: 2649-2652, 2007




[TapdayovTeC puBuIONC TNC VEPPIKNG

aTTOB0ANC KOAioU
Pon tou 6unBrpoatocg
W W

»H pon tou dinBrnpatoc
ouvdeetal pe tnv mpoodopa Na* Au&nusvn pon

» Atadpopd CUYKEVTPWONC LETAED
auAoU ocwAnvapilou Kol KUTTAPOU

Ekkpton KaAiouv oto cwAnvapto
Melwpevn pon

| — )




MapayovTeg pUBUIONG TNG VEPPIKNG
atroBOARC KaAiou == o L) e

" NEDDaz P lsem 1
’ 1 ’ | o
SUYKEVTpWOnN KaAlou oto mAdopa $; T e L @

KS- WNK1 4—;@
»PuBuLon tne €kkplong K aveéaptnta LAWK |
/ Superonde/.

artod tn Spdion tng aASooTEPOVNG & \<\ A T

Lumen DCT cell Interstitium |

Meow TwV:

— @D
/
KN1/51

WNK (With-No-Lysine [K]) kivacwv

Kidney International (2018) 93, 41-53




NapdyovTeg pUBUIONG TNG vacpp||<qg
atroBOARC KaAiou e ] Lo e

/‘ vkl o
WNK1 Artdvtnon otnv uTtepKaALoLpLio O i @:‘:-' ----- &5
’ l / KS- WNK‘I <—;®
» ueiwon Aoyou L-WNK1/ KS-WNK A ;v:de /‘
» Melwpévn evepyomoinon StouAwv K% pix \®
Na (NCC kat ENaC) I (o] J

Lumen | DCT cell Interstitium ‘

— @D
/

»Apon avaotoAng StavAwv K (ROMK) g
Auénon ékkptlon¢ kaAiouv xwpic m @ &

»Npoodopa Natotov anw vedpwva

katakpatnon NaCl

Kidney International (2018) 93, 41-53




[TapdayovTeC puBuIONC TNC VEPPIKNG
aTTOB0ANC KOAioU

»WNK1 Artavtnon otnv UTtoKoALoLpLio

Na™ m

> abénon Adyou L-WNK1/ KS-WNK1

Increased NaCl
reabsorption

» Auvénuevn evepyomoinon StavAwv Na
(NCC kat ENaC)

»Mpoodopa Natotov anw veppwva

» ovaotoAn StavAwv K (ROMK)

Increased Na™
reabsorption via ENaC

Mewwuevn EKKplon KaAiouv Ue
avénuévn eravappownon NaCl

e

Decreased K* secretion




[TapdayovTeC puBuIONC TNC VEPPIKNG
aTTOB0ANC KOAioU

pH mAdopatog Napouoio pn enavappodol LEVWV
QAVIOVTWV

»2e ofelec petafoAec tou pH
Otav to Na* cuvodeUetal amo aviovta
» e (uetaBoAikn) oewon peiwon tng ekto¢ Cl (Bewka, vitpika, dtttavOpakika)
EKKpLon¢ KaAiou*
oMeilwon tn¢ CUYKEVTPWONC TOU
evbokuttaptlou K*

Ekkplon KaAiou oto cwAnvapio
> Alapopd SuvapLkou

, , , Me ' cl AC
»2e (petaBoAkn) aAkaAwon avénon cLoN TG OUYKEVIPWONG LI otov auio
NG EKKPLONG KaAiou Ekkplon kaAiou oto cwAnvapto
oAUENON TNG CUYKEVTPWONG TOU ° Zuppetadopa pe Cl
evdokuttaplou K*




[TapayovTec puBbuIoNC TNGC VEPPIKNG
QTTO[30ANC KaAioU

AAANOYEC EEWKUTTAPLOVU OYKOU

Decreased EABV Increased EABV
| |
Increased Decreased
proximal Na* In?::;ﬁed proximal Na~ De?éﬁ?ns =
reabsorption reabsorption
Decreased distal Increased Increased distal Decreased
Na* delivery aldosterone Na* delivery aldosterone
Renal K*
wasting

Figure 8. | Under normal circumstances, delivery of Na™ to the distal nephron is inversely associated with serum aldosterone levels. For this
reason, renal K™ excretion is kept independent of changes in extracellular fluid volume. Hypokalemia caused by renal K wasting can be

Adv Physiol Educ 40: 480-490, 2016




[TapdayovTeC puBuIONC TNC VEPPIKNG
aTTOB0ANC KOAioU

AlovupnTika

KaAlooupntika
Auénon ¢ aroBoAn¢ K*
o QeLlalidec: avénon tne npoodopac Na* oto aBpoloTikd cwAnvapLo
o ALOUPNTLKA TNC OYKUANC: avaloTtoAn tn¢ emavappodpnong K* oto aviov okEAOG
NG aykKUANg tou Henle

KaAltoouvinpntika
Meiwon t™¢ anoBoAn¢ K*
o JTIELPOVOAQKTOVN: ava.oToAnN TNS aAdooTEPOVNC
o AuLAopldn, TpLOUTEPEVN: ATIOKAELONOC TWV SLaVAwV Na-




DCT1

CNT/CD-principal cell

CD-intercalated cell

a0

\ Na*t
~Vv (MR &
Cl- Ccl- "
LRI B
K+
e e sk
= ¥
SPAK —<— WMNK SPAK —=<— WWMNK

4'(._3 #_@j MNedd 4-2 Ub —SGIK1-P
\I:-Ia%

CNT
T

K+

Aldosterone

MNedd 4-2 Ub +— SGIK1-P

_/_®77
MR @
\
SGK1
v

e \N=y/

K-i—

ENaC ROMK

flow ——
=

o

BK ENaC ROMK BK H* K+

ATPase

H ATPase

CINT TK
activates
EMNacC

H, K=ATPase
ediated

Kir 4.1/5.1 activity
erpolarizes D
<ii

CD-I1C membrane

H, K-ATPase

F VWINK-SPA I
kinase,

Increase
ostero

membrane

T
Less WINK inhibition by
Felg—-—m -

T
SPAK T NCC-P which
ises fractional i
reabsorption in D
T
Decreases Na* and

ery t

Decrease fractional
ol -

Increase Na* and

d

Reduced tubular

flow decreases
e -
i

Decreased fractional
Na* reabsorption

Increased tubular
flow increases

Increase fractional
Na* reabsorption

CNT/CD, PC, IC

CNT/CD, PC, IC

N~_—~

secrete K+

| Decreases K+ secretion and excretion
ins Na+,
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i Increase K* secretion and excretion i
s




Mnxaviouoi EAEyXou TNC VEPPIKNC
QTTO[30ANC KaAioU

Dietary K* 2
1. Eninebda kaAlov oto MAACUQ .

" Predictive

/\ ,. (or Adaptive)
Plasma [K'] Feedback Contro

2. Kipkadloc puBbuog

Control

Y,

- -
e =T - Renal Muscle
Excretion Uptake

3. MNpooAnyn kaAiou amo to otopa

sensing

Feedforward
Control

PHYSIOLOGY 32: 100-111, 2017




Mnxaviguoi EAEYXOU TNG VEPPIKNC
aTTOB0ANC KOAioU

25- 400 mmol/day

c
.2
© 100 mmol/day 100 mmol/day
™
m ——
£ =
5 =
‘™ ©
g g
& —_—
o
=
L=
5

0 I | e I I I I N I I N ]

Noon Noon Noon Noon Noon Noon Noon Noon Noon Noon Noon Noon
Time

Figure 3. Circadian Rhythm of Urinary Potassium Excretion in Humans during Two Levels of Potassium Intake.

N Engl J Med 2015;373:60-72




Mnxaviguoi EAEYXOU TNG VEPPIKNC
aTTOB0ANC KOAioU

B Fasting Potassium Excretion

~
Circadian regulation
Potassium Release of sequestered I hAn;b'int |
intake 7 potassium from liver and IEatC Ak ee
skeletal muscle .
P EEs
- e s
{ Brain-originated %\
% circadian rhythm ;;1.5
B Nene- R o
o= === 5
Splanchnic
sensors activated - Plasma —~ Brain-to-kidney
- potassium entrainment, creating
| = - -
; —\ tubule-cell circadian rhythm
-
-
Feed-forward
regulation [ -5 7T ==~ o
: TS S E
M ~- S~ |
: 2w ~el .
: B :
- . S ,
A 4 < R 1R {
Signals from Signals from gut Gut kaliuretic ~=============- e —— = Betweerl-meal fas?lng
g : 2N e ~ Lo potassium excretion
Vi 1S nerve = tactors? 52 ‘
A 5 -
\\\ ‘\ /, :">7
\‘~~ S\ < - 1 7
SN " Brain kaliuretic R
____________ ~ WS ; =
factors?

N Engl J Med 2015;373:60-72




Mnxaviguoi EAEYXOU TNG VEPPIKNC
aTTOB0ANC KOAioU

A Meal-Driven Potassium Excretion

Circadian regulation

Ambient
light—dark cycle

Potassium - 1 Potassium
intake . sequestration in
liver and skeletal

=

e E

muscle s i~ _,,“:i-l\.\
[ Brain-originated
t. circadian rhythm
e o PR A S
==

\ 4

Splanchnic
sensors activated Brain-to-kidney
Decreased entrainment, creating
level tubule-cell circadian rhythm
o -7
2
Feed-forward Negative feedback
regulation 3 regulation \
el >~ ; Increased
NG F p: level \ /

4 - o Ch : \ A 4 |
Signals from C Signals from gut | Gut kaliuretic > Meal-driven kidney
vagus nerve \32'71“4 1 '//J factors? ~ potassium excretion

< - | o\ > ¥
N Al 2
\ : Brain kaliuretic v
— 5 Y
> 5 chfQLS_?ﬁ'
<

N Engl J Med 2015;373:60-72




Mnxaviguoi EAEYXOU TNG VEPPIKNC
aTTOB0ANC KOAioU

K* + meal

Plasma [K*]
/\ " Urinary K* .
\ \'-
/’ III

T v
450
sensing Gut factor effect? l'i”: 300
3]
e
=
Meal (0% K*) T
™ MATCHED < 150 |
J Plasma [K*]
/ |
— y __ - > - . 0
’ ) /_/ /\ | . Urlnary K+ ‘f‘
R— | B .
K* infusion ]

(intravenous)
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Mnxaviguoi EAEYXOU TNG VEPPIKNC
aTTOB0ANC KOAioU

Increased K* Intake > 1 Aldosterone

v/

>
» Na*

DCT2 and CD

Adv Physiol Educ 40: 480-490, 2016




OpolooTaoia KaAiou

109 ingested
load

\ ‘|

I 0% ingested ‘

- load PHYSIOLOGY 32: 100-111, 2017 -




Y TTOKOAIQIUI




YTToKaAIQIiO

MDUGCLOAOYLIKEC TLUEC KOALOV:
> Opou 3,5 -5,0 mEqg/!

> Auénuévec kata 0,4 mEg/L (0,1-0,5) o€ ox€on UE AUTEC TOU
MAQCOLLATOC

WevdolUmokaAtotpia:
o Otela puehoyevnc AsuyoLpia pe peyailo aplBpo Asukwv




AITIO UTTOKAAIQIJIAC

H umokaAtlatpia eivat mBavov n cuyvotepn NAEKTPOAUTLKN
dlatapayn o€ VOonAeVOUEVOUC aloBeVELC

H ocuxvotepn awtiol uTtoKaALOLULLOG

AN dappakwy




Dappoka TToU TTPOKAAOUV
UTTOKOAIQI[IO

» Qappaka tou endpouv oTnV avokatavopn tou K*

» Qappaka tov ipokaAoUv anwAetla K armo touc veppouc

» Qadppoaka tou tpokaAoUv antwAeLla K armo 1o Yo.oTPEVIEPLKO




ddapuaka TTou TTPOKAAOUV

UTTOKOAIQI[IO
Ddapuaka TTou TTIOPOUV OTNV avakaTavour Tou K+

> B Oleyéptec
o Emwvedpivn

o BpoyxodlaotaAtika
O TOKOAUTLKAL

» OgodpuAAivn — kadeivn

» AvaotoAeic StavAwv Ca??

»IvooUuAivn




YU\VNV\I\V\ I 1 N\ IIVVI\\J\I\VVV

UTTOKOAIQIUIC
Pdappaka TToU TTPOKOAOUV attwAela K atrd Toug
VEPPOUC

» AtoupnTika
o AYKUANG Aldosterone

o OeLalibec
o AketaloAapidn
° QOUWTIKA ‘

Delivery

>Me §pdon alato — YAUKOKOPTLKOELO WV Na™

» AvtiBlotikad
o [MevikKAAlveC
o Apudotepikivn B
° QLULVOYAUKOGLSEC K" <= Ro}

» Mou mpokaAoUvV uTtopayvnootpLio
Urine

o JloTAQTivn

»Na™




YU\VNV\I\V\ I 1 N\ IIVVI\\J\I\VVV

UTTOKOAIQIUIC

ddpuaka TTou TTPOKAAOUV atTwAsia K a1rd TO
YOOTPEVTEPIKO

> YTTOLKTLKQL

»2UXVN XPNON UTTOKAUGLWV

10% ingested
load




AiTIO U'ITOK(])\I(]IUi(]Q (EKTOC PAPUAKWV)

»Melwpevn tpocAnyn

» Avokatovoun tou K*

» ArtwAela K orto To Yoo TPEVTEPLKO
» AntwAela K* oo touc vedpouc

» AntwAela K* oo to 6€pua




AITIO UTTOKAAIQIMIAC
MelwpuEvn TTpocANYN

» 2XTIAVLAL OF:
o HALKLwUEVOUC Kal aioBeveic e mpoBAnpata oltiong
o AoBeveic pe veupoyevn avopeéia

»OLvedpol urmopoulv va HELWOOUV TNV amekkplon K og 5-25 mEq
NUEPNOLWG




AITIO UTTOKAAIQIMIAC

Avakaravoun Tou K*

» MetaBoAkn aAkaAwon (Mikpn enidpoon — cuyxvo eUpnpo AOYw KOLVNAC
aLtLoAoyioag)

» YTIOKOALOLLLLLKT) TtEPLOSLKA TIapAAU O
o KAnpOVOWULKNA
o Qupeotoéikwon

»Otela avénon kuttapwv aipoatoc (Oeparmeia peyaAoPAACTIKNC avalpiog —
ouvdetepomeviag)

»YrnoBepuia




AITIO UTTOKOAIQIMIOC

ATTwAEIa K+ a1TO TO YOOTPEVTEPIKO

»'EUETOL — TTOPOXETELOHN YAOTPLKOU UypoU
o(Zuvodevetal amnod petapfoAikn aAkaAwon Aoyw anwAetag HCI)
o (Ot anwAeLlec K+ adopouv meploooTteEPO TOUC VEPPOUC)

» ALappoLEC
» NoxvwTto adévwpua tou KoAou 1 VIPwua

»2uplyyLo
o(2uvobevovtal pe petafolikr) ofewaon Aoyw anwAetag HCOy)




AITIO UTTOKOAIQIMIOC

ATTwWAEI0 K+ aTTO TOUC VEQPOUC

(AuEnuevn aAatokopTIKoeLOLK HpAoTNPLOTNTA - ZUVUTIAPXEL UTLEPTOAON KOl AAKAAWGN)
> NpwTtonabnc utepaAdooTEPLVIOUOC

» Kakondnc unéptaon

» Nedpoayyelokn umeptaon

»0yKol pevivng

» 0. Cushing

» Ermivedpldloyevvntiko o.

»o. Liddle




AITIO UTTOKOAIQIMIOC
ATTwWAEI0 K+ aTTO TOUC VEQPOUC

(Mpoodopa Na* - ponrc dinbripatoc otov anw vedbpwva)
Alapntikn KeEToEEWwoN

>wAnvaplakn oéewaon I-1
Yriopayvnolowpio

Mn enavappodolpeva avidvia
o HCO; o€ gpeToug
o B-uSpofuPoUTUPLKS OF IA

o0. Bartter
o. Gitelman

MetamodpakTiki moAvoupila




KAIVIKN €IKOVA UTTOKOAIQIMIOG

EkONAWOELC aTtO TOUC HUEC
»2oPapn aduvapio — mapaAvon

o ‘Evapén armo ta KATw akpa

> MopAAuon OVATIVEUOTIKWY LUWV O coBapr UTTOKOALO UL
o Kpaumec-tetavia-atpodia

»PapfdopuvoAuon
» Mo paAUTIKOC ELAEOC




KAIVIKI €IKOVA UTTOKOAIQIUIOC

EkdnAwoelg amo tnv kapdla
» Appubpuiec
o KOATTILKEC 1] KOLALOKEG EKTOKTEC OUOTOAEC
o OAeBokopuPikn Bpadukapdia
° Mapo&uvTtilkn KOATILKA Taxukapdia
o KOATTOKOWALOLKOG OLTTOKAELOUOG
o KolAlakn taxukapdio — KolAloKkn Hopuopuyn
» Awatapayec HKI
° Mtwon ST dtaoTANATOC
o Ermumédbwon T KUUOTOC
° Eugpavion kupatog U




KAIVIKI €IKOVA UTTOKOAIQIUIOC

Nedplkeg eEKONAWOELG
» Meilwon OCUMTMTUKVWTLKAC LKAVOTNTOLC
> MMoAuoupia
> Nuktoupla
> MoAudwia
» AuvEnuevn apaywyn oUpwVLG
» Av&nuevn enavappodnon SLTTavOpaKIKWY
» YTIOKOALQLLULKE) VEPpoTaBeLa




Atapopikn diayvwon vrtokaAtapuioc

ﬁ KAALO OL')pwV H
<15 mEqg/nuépa > 15 mEg/nuépa
P
Awdppola A.N. |
IvoouAivn-B AleyEpPTEC ‘

YriokoALlatpikn mepltodikn mapaAuon YOG X
{ |
ﬁPevivn AASootepdvn HCO, |ﬂ
tp-1A » Nedpayyetakn Xl YU
UTIEPTOON - 3
NedpoowAnpLaxr ﬁ Cl oupwv
IP-1A » e ASévwpa eTivedpLldiwyv Otcwon
eYriepraoio emvedpLdiwv XapnAo YPnAo
= = ,
IP-1A » *0. Cushing *Epetol *Aoupnuka
0. Liddle eMn aroppodolpeva | | ®Youayvnoatula
oVLOVTO ¢0. Bartter




A10@opOooIAYVWON UTTOKOAIQIMIOC
AlaocwAnvaplakn KAion kaAiou (TTKG)

Table 2. Defining Renal Origin of Hyperkalemia or Hypokalemia:
Application of TTKG, FEk, and Urine K:Cr Ratio

Expected values for TTKG* or FEx in nonrenal forms
Hypokalemic patient

TTKG << 3, FEk =< 2%
Urine K" :Cr ratio == 1 mEqg/g Cr
Spoturine [K"] <= 15 mEq per 24 hours

Hyperkalemic patien
TTKG = 5-7, FEx = 10%

Urine K:Cr ratio = 30 mEqg/L KdAlO OL'JpwV/KdMO OpOl’,
Spot urine [K"] = 25 mEqg/L TTKG —
“Renal” hyperkalemia
TTKG = 5 or FEx = 10% (inappropriately chleKOTnta OUpwV/wo'uwthOTnta opo

Urine K":Cr ratio <= 30 mEqg/g Cr

+ vl
A= s an aEmers ale

“Renal” hypokalemia
TTKG = 3
Urine K:Cr ratio = 1, but often = 15 mEqg/g Cr
FEx = 2% (often exceeds 10-15%)
Spot urine [K"] = 20 mEqg/L




OepaTTEIa UTTOKAAIQIUIOC

» AttlohoyLkn Beparmeia

» Xopnynon kaAiou

> 1 mEqg/l peiwon oto MAACHA OVTLOTOLXEL O OUVOALKO EAAELpa 200 —
400 mEq

° [pOTLUNTEN N OTTO TOU OTOMATOC Xopnynon
> TpodEC MAOVUOLEC O KAALO
o XAwpLoUxo KAALo — ALttavBpaKIKO KAALO

o EvOopAEPLO xoprwnon LLOVO O€ nepmrwoaq coBapnq ou untwuauknq
uTtoKaALaLpiag np aduvapiog xopnynong KaAlou oo To otopa




OepaTTEIa UTTOKAAIQIUIOC

Xopnynon KaAtou armo to otopa
» TpodEc MAoUOLEC o€ KAALO
o Znpa ouka (>25 mEq/100gr)
o Kapubia (>12,5 mEq/100gr)
> Topata (15-20 mEq)
» Xopnynon OKEVOOUATWV

° 20-80 mEq / nuépa (ACUMTMTWHLOTLKA
3,0-3,5 mEq/L)

© 120-240 mEg/npeEpa (ZUMMTWHOTLKE < %
3,0 mEq/L)




OepaTTEIa UTTOKAAIQIUIOC

EvoodAeBLa xopriynon kaAlou
» AldAupa xoprnynonge
o Artodevyoupe StaAvpa YAUKOING

o Mpotipovpe StaAdvpa Nacl
»PuBuog xopnynong
> 10-20 mEqg/wpa
> 40-100 mEq/wpa (o€ KplOLUEC KATOOTAOELC)
» [MukvotnTta Yopnynong
o 20-40 mEqg/L (max 60 mEqg/L)
> 100-200 mEq/L (10-20 mEq os 100 ml o€ kplolUEC KATAOTAOELC)




Oeparela UTTOKAALOLULOG

Resuscitation (2006) 70, 10—25

KaAwo < 3,0 mEq/I

|

{

HKI
Entineda Mg

AGUMTTTWLOTIKA
HKI eupnupota
eU kUpata
oEmimeda T
e[Ttwon ST

o

AU&non Slattag K
E.®. xopriynon K
10 meq/wpa

o

Xopriynon Mg
AVOAOYWC ETUITES WV

!

YrokaAloupia
arelANTKN ya th {wn
AppuBpuia
(kot\takn Ttaxukapdia)

E.®. xopriynon K
20 meq/wpa
(max 20 meq/10 min)

E.®. xopriynon Mg
10 mmol/30 min

)|

Kapdiakni avakonn

.

KAPMNA

18

E.®. xopriynon K
20 meq/2-3 min

o

E.®. xopriynon Mg
10 mmol/1-2 min

Il

Enavektipnon kaAiou — attioAoyikn Oeparmeia




ARE YOU SURE
THEY'RE A GOOD
SOURCE OF

POTASSIUM? YTI- 8 p KG)\' a | IJ I’
0

f,»“'\-

&
D



YTrepKaAlaiyia

DuOLOAOYLKEC TLUEC KAALOU:
°Opou 3,5-5,0 mEq/I

> Auénuévec kata 0,4 mEqg/l (0,1-0,5) o ox€on e QWUTEC TOU
MAQCOLLATOC

WevbdoUmepkaALatuio

o AlOAuon tou Selypatoc kata tnv atpoAnyia

o Kakn HeTaXelpLlon tou delypatoc

> [ToOAU peyaAoc apltBpoc AEUKOKUTTAPWV 1 ALMOTIETAALWY




AITIa UTTEPKOAIQIMIOC
»YniepBoAwkn mpooAndn n xopnynon KaAiou

» Avokatovoun kaAtov (€€odoc amod ta kutTtapa)

»Melwpevn vedpikn amofoAn kaAtou (kupla attia)




AITIO UTTEPKOAIQIMIOC
AvakaTtavoun KaAiou (£¢od0¢ aTTo Ta KUTTAPA)

» Kuttoplkni kataotpodn
o PadopuvoAuon
> AUoN OyKou
o Maliki atpoAvon
o loxatpio

» MetaoAkn oféEwon

» ALaBNTIKA KETOEEWON, LN KETWOLKO UTIEPWOUWTIKO KWL
> B-aTOKAELOTEC

» Ayoéivn

»Aoknon

» YiepKaALOLLULKA TtEPLOSLKNA TtapAaAuon




AITIa UTTEPKOAIQIMIAC
Meiwpévn ve@ppikn attoBoAr) KaAiou
IMewwpévn mapaywyn aAdooTtepovnC

> Mpwtomnadnc ulmoaAdo0oTEPLVIOUOC
> N. Addison

> YTIOPPEVIVOLLLLKOC UTTOAASOCTEPLVIOUOC
o YaKky. Aapntng

> Qapuako
°c MZAQD
o ANLOKLPEVN
° a-MEA — ARB
o Htapivn




ACE inhibitors

ciotensin-

ensin |1 :
eceptpr blockers

M %md release of renin

“_W&R&Peta-blockers,
¥tacrolimus,

iabetes, or advarced

\UKAoOoTOpLVN |

a

Angiotensin
receptor

Adrenal
gland

Distal
convoluted
tubule

-

|
=hpdererav o
due to adrenal

KetokoyaloA

Aldosterone

Afferent Collecting
arteriole BN duct

Juxtaglomerular
cells
A Glomerular
capsule

Aldosterone-

receptor blockers:
spironolactone and
eplerenone

/
Apical  ~

m‘mbrwe" i |

DN
Aldosterone
receptor

Collecting duct
(principal cell)
~f :

Sodium-channel blockers:
amiloride, triamterene,
trimethoprim, and pentamidi




AITIa UTTEPKOAIQIMIAC
Meiwpévn ve@ppikn attoBoAr) KaAiou
JAvaotoAn dpdonc tng aAdootepovng

» Qappoka
O ZTILPOVOAQKTOVN
o EmApevevovn

JAnokAelopoc StavAwv vatpiou

» Qappuoka
O TPLOUTEPEVN
o Apthopidn
oTplueBomnpiun
oMNevtautdivn




ACE inhibitors

| Angiotensin | *
Aliskire)xr

Angiotensin Il Angiotensin-
: receptor blockers
Renin

Impaired release of renin

»( due to NSAIDs, beta-blockers, Angiotensin

cyclos porine, tacrolimus, receptor

diabetes, or advanced

-

Adrenal
gland

Distal
convoluted
tubule

Impaired aldosterone
metabolism
due to adrenal
disease, heparin,
or ketoconazole

Afferent
arteriole

Juxtaglomerular
cells 4

/ Gldmerular
capsule

FLPOVOAOLKTOVN

receptol blockers:

(_Emiepevovn

DN
Aldosterone
receptor

)

Sogiﬁm-channel iiockers:

anfi [

trimetho!rtm.l'a& pentami
MNe L




AITIa UTTEPKOAIQIMIAC

Meiwpévn ve@ppikn attoBoAr) KaAiou

IMewwpévn npoodopd Na+ - ponc SinBripatoc otov anw veppwva

» OAlyoupLKn vedpLKr AVETIAPKELL

»Wevbolmoaldootepviopoc tumou




YTrepkaAiaiyia kar XNN

»2e aoBeveic pe XNN €wc 4° otadiou dev eival ouyvn n
uTtEPKaALaLULLOL
(0c0 Slatnpouvtal emapkn enuteda aAdootepovne Kol EMapKnG poodopa
ponc dtnBnpatog otov anw vedbpwva)

o AUENoN €KKPLONG Ao TOUC ABLKTOUC VEPPWVEC
(avénon dpaoctnplotntac tng K* — Na* ATPaonc)
o Abénon €kkplong armo to eviepo (30-50% tou mpooAapfavopevou KaAlou)

»2e aoBeveic pe XNN 5° gtadiov (GFR<15 ml/min) n oe aoBeveic
IOV yilvovtal oAlyoupLkol oL pnyaviopot autol 6gv emapkouV




Chronic

'ﬂg‘r“t; Decreased Tubulointerstitial Anaemia requiring A
Injury Gm damage blood transfusion e
Decreased Inability to secrete |- K* shift into _ Metabolic
urine flow ' or excrete K extracellular space | acidosis
Tissue _ High acute _ Renal tubular acidosis or effects Kidney
injury o K* load - of calcineurin inhibitors ' transplantation
: I |
| L1
- B Increased dietary Dietary
—————= | Hyperkalaemia Suy -« Kintake | * | modifications
iR
Relative
insulin
deficiency
e Inhibition of Decreased renin
pacs Decreased Block of decreased ductal decreased B_receptor
Hypertonicity production aldosterone K+ reabsorption ability to -— aﬁtagunists
of aldosterone: effects: and K redistribute
Inability to induce decreased decreased redistribution across K* to the
tubular K- secretion | K+ secretion K* secretion cell membranes intracellular space
|
Kovesdy, C. P. Nat. Rev| Nephrol| 10, 653—-662 (2014)
Mineralo- Cardlovascular disease
Diabetes | corticoid- ||'IE|I.|E|I?||;IIE a:ute |+
myocardial Ischaemia,
Hyporeninaemic RAAS receptor Cardiac left ventricular hypertrophy

mellitus
-]
_ hypoaldosteronism inhibitors || Heparin blockers glycosides and co ve hoart fallurs _




KAIVIKI €IKOVA UTTEPKOAIQIMIOC

NeUPOUUIKEC EKONAWOELC
» AlLwdiec Avw Kol KATW AKpWV

> MapatoBnoiec avw Kol KATw AKPWV

» Aduvapia kot yahopn napalvon (amo ta KAtw Aakpa)




KAIVIKI €IKOVA UTTEPKOAIQIMIOC

EkdnAwoelc amo tnv kapoLa

» AppuBuiec
> QAeBokopPikn Bpadukapdia
o Kot\takn taxvkoapdia
o Kol\lakn papuopuyn
> AcuoTOAL

» Awatapayec HKT
o Q¢ukopuda kupata T e otevn Baon
o Emiunkuvon P-R dtaotipatoc, emumedwon N anovotia P
o Atebpuvon QRS




HKI /pIKEC aANOIWTEIC

UTTEPKOAIQIMIOC

Ofukopuda kUpata T pe otevn Baon
(5,5-6,5 mEq/L)

Emtipnkuvon P-R dtaotnpatoc,
etunedbwon P, Stevpuvon QRS
OUUTTAEYLOTOC

(6,5-8 mEq/L)

Amnouoia P, mepattepw dlelpuvon
QRS, 8lokolAlokoc puBuoCg, KOWLOKN
LOLpLOLPUYT, OLOUOTOAL

(> 8 mEq/L)




A10@OopOooIAYVWaON UTTEPKAAIIMIAC
AlaocwAnvaplakn KAion kaAiou (TTKG)

Table 2. Defining Renal Origin of Hyperkalemia or Hypokalemia:
Application of TTKG, FEk, and Urine K:Cr Ratio

Expected values for TTKG* or FEx in nonrenal forms
Hypokalemic patient

TTKG =< 3, FE == 2% ’ ’ ’ ’
Urine I("' :Cr ratlo < 1 mEg/g Cr KaALo OUpwV/KaAlO opov

TTKG =
Hyperkalemic patient , , ,
TTKG = 5-7, FEx > 10% QopwTIKOTNTA OUPWV/WOHWTLKOTNTA OPO
Urine K Cr ratio = 30 mEqg/L

“Renal” hyperkalemia
TTKG << 5 or FEx <= 10% (inappropriately low

Urine K":Cr ratio <= 30 mEqg/g Cr

Urine [K"] <= 256 mEq per 24 hours

ena vpokalemia

TTKG = 3

Urine K:Cr ratio = 1, but often = 15 mEqg/g Cr

FEx = 2% (often exceeds 10-15%)

Spot urine [K"] = 20 mEqg/L




Oepatreia UTTEPKAAIQIMIOC

» AvTaywviopog Tng 6paong Tou KaAlou otnv KUTTAPLKN
HepBpavn

> Xopnpynon AcBeotiou
» Metakivnon kaAiou amo tov e€wKUTTAPLO 0TOV EVOOKUTTAPLO
XWPo

o Xopriynon Lvoou)\tvr]q Kot YAUKOUNG

° Xopnynon B, dieyeptn

o Xopniynon dtttavOpakikwy (??)

» ATtopldkpuvon KoAlou oo 1o ocwpa
o KALOOWVTOANOKTLKEC PNTLVEC

> ALOUPNTLKA TNC AYKUANG
> AlpokaBapon




Oepatreia UTTEPKAAIQIMIOC

The effect of disorders of [K*] on cell
membrane potential

»YTTrepKOaAlaiyia: peiwan duvauikou
NPEMIaC — augnon dIEYEPOIUOTNTAC

»Xoprynon acPeaTiou: aucnon calcium
6UVG}JIKOU npepiag administration

S G

hyperk -‘l N
hypoK




Oepatreia UTTEPKAAIQIMIOC

0.4
021 __— -
0 , . ' . .

0.2 -
0.4 -
0.6 -

J. Am. Soc. Nephrol. 1995; 6:1134-1142)



OepatTeia UTTEPKAAIQIMIAC

>

‘ sK<5.0

e Provide informationin order to
avoid excessive dietary K intake

* IntensifysK controls and check for
hyperkalemic non-anti-RAAS drugs

Correction of metabolicacidosis, if present
e Considerdowntitration of anti-RAAS

sK >5.0

Downtitrate or stop anti-RAAS
Plan dietary counseling
Optimise diuretic therapy

Use K binders

sK >5.5

e Stop anti-RAAS

Perform ECG

* In cases of persistent sK >7.5, start iv treatment
(bicarbonate, insulin+glucose, calcium
gluconate), and eventually dialytic therapy

Journal of Nephrology (2018) 31:653—664



Resuscitation (2006) 70, 10—25 6

Oeparela UTTEPKOALOLLLOC

KaAwo > 6,0 mEq/I

ZoBaprn
YriepkaAtatpio
Q@uotoAoyiko HKT

N oéukopuda T

o

g

AUKOTN KoL LVOOUALVN
+

AtttavOpoaKika
(og 0€€won)

1l

Pntiveg PO
(Kayexalate)

YriepkoAtatpio
ATtelANTIKNA yla T {wn

MaSoAoyiko HKT

XAwplovxo AcBEaoTio
10 ml 10% o€ 5 min

AUKOTN Kall LVOOUALVN

NaHCO; (o€ oécwaon)
+

YaABoutapoAn(NEB)

1 B

!}

Kapdiakn avakonn

a8

KAPMNA

o

XAwplovxo AcBEaoTtio
10 ml 10% bolus

il

AUKOTN KoL LVOOUALVN
+

AtttavOpoKLka

118

AlpokaBopon

Ertavektipnon kaAiov — attiohoyikn Bepaneia




Resuscitation Council

Emergency Management of
Hyperkalaemia in Adults

ounded 1950

Airway Breathing Circulation Disability Exposure (ABCDE) Approach

(seek expert help if airway, breathing or circulation compromised)

Obtain IV access and correct volume status*
Asess

Patient Check K+(send arterial or venous blood gas and laboratory samples)

Perform 12 - lead ECG

Exclude pseudo-hyperkalaemia

SEVERE
K* 26.5 mmol/L

MILD MODERATE
K*5.5-5.9 mmol/L K*6.0-6.4 mmol/L

Seek expert help!

Monitor ECG in high dependency area (see tex{)

Peaked T waves

NO Acute ECG changes present? Absent P waves
Broad QRS
Sine wave
Bradycardia
YES 1yc:
5:’0':50! Give 10 ml 10% Calcium Chloride IV (6.8 mmol) over 5-10 min
e OR
Heart Give 30 ml 10% Calcium Gluconate IV (6.8 mmol) over 5-10 min
Add 10 units soluble Insulin to 50ml 50% glucose (25g)

Shift then give IV over 15 min

K+ into

cells

Salbutamol 10-20mg NEB
(give as 5 mg nebs back-to-back)
x
**Calcium Resonium (see text)
15¢g X 4/day PO or 30g X 2/day PR

Remove

K+ from

iy Consider Dialysis

(Seek advice from Renal or ICU team; patient transport may be required)
» K*2 6.5 mmol/L despite

Monitor eent medical therapy

L& enx] Monitor serum K+and blood glucose

blood g

glucose

Consider cause of hyperkalaemia, prevent further rise and recurrence

Prevention (Assess risk factors; stop all nephrotoxic medications)

K+ — potassium; Na+ — sodium; creat: creatinine; Bicarb — bicarb Wi NEB - nebulised,
— min — minutes; PO — oral; PR — per rectum ; IHD- ischaemic heart disease; EWS — early warning score

Publication date: 1.09.12

Review date: 1.09.13

Date _/_/_ Time __

First 15-30 min

Nat —_________  02Sat %

@9 Resuscitation Council (UK)

1 Treatment of Hyperkalaemic
Cardiac Arrest

THE RENAL
ASSOCIATION
founded 1950

K+ RR

Uread o BP _/_

Creat Pulse
Time EWS
ECG

Severity

*Volume status - Give IV fluids if
hypovolaemic or diuretics if fluid
overloaded; caution in dialysis
patients.

Cardiac Monitor: YES / NO
(if unwell, K¥ 26.5 mmol/L or acute
ECG changes present)

Call for senior help: YES /NO

Renal/ ICU referral: YES /NO
(refer all known CKD 5 and dialysis
patients)

IV Calcium salts

-ensure adequate IV access
-consider repeating dose after 10 min
if no improvement in ECG

Next 30-60 min

Treatment and Monitoring

Salbutamel=reduce dose (10mg) if
IHD or tachycardia

**Calcium Resonium - consider in
mild-moderate case give laxative

Blood Monitoring:

Glucose K*
Baseline
15 min
30 imin
60 min

Second hour + onward
Blood Monitoring:
Glucose K*

90 min
120 min

180 min _——

240 min
360 min

Follow ALS Algorithm

Identify and correct reversible causes

During
CPR
Check K+
(arterial or venous blood gas and laboratory samples)
K =Z6.5mmol/L
Yes No
Seek -
R EnTILE Cons_lder other
reversible causes
Protect Give Calcium Chloride 10ml 10% (6.8mmol) IV bolus
OR
the Heart Give Calcium Gluconate 30ml 10% (6.8mmol) IV bolus
Add 10 units soluble insulin to 50ml 50%
N glucose (25g) IV bolus
Shift K+
into cells

Sodium Bicarbonate 50ml 8.4% (50mmol) IV bolus

Remove K+
from body

Consider dialysis during CPR if no ROSC
(HD or HDF more efficient than CVVH or PD)

Monitor K+

Monitor serum K+ and blood glucose
& Glucose 9

If ROSC occurs, follow standard post cardiac
arrest management and treatment of hyperkalaemia

Post-Arrest

Consider cause of hyperkalaemia and

Prevention prevent recurrence

K- i Na™ - sodium; creat: c inine; Bicarb - bic: IV - min - minutes; hr - hour; ROSC - return of spontaneous

24 hrs

(beware of rebound by 4-6 hrs)

circulation; HD - haemodialysis; HOF - haemodiafiltration; PD - peritoneal dialysis; CVVH - continuous veno-venous haemofiltration

Publication date: 1.09.12 Review date: 1.09.13

Date _/_/_ Time —
Nat pH

K* pCco2

Urea pO2Z

Creat Bicarb

Time BE

First 15 minutes

During CPR

Ensure high quality CPR: rate, depth, recoil
Plan actions before interrupting CPR

Give oxygen

Conslider advanced airway and capnoegraphy

Continuous chest compressions when
advanced airway in place

Vascular access (intravenous, intraosseous)
Give adrenaline every 3-5 min

Correct reversible causes

Calcium chloride
Does not lower serum K+

Effective within 3-5 minutes, but effects
last only 30-60 minutes

Give empirically if suspected
hyperkalaemia (eg dialysis patient)

Consider rapeating dese if no ROSC or if
resuscitation attempt is prolonged

ROSC may not be achieved until K+
controlled

15 minutes onwards

Dialysis
Plan early

Use existing dialysis access if available;
otherwise insert femoral dialysis catheter

Use no/low petassium dialysate solutions

Blood Monitoring:
Glucose K+

Baseline

15 min

30 min

60 min

90 min

120 min

180 min

240 min

360 min
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Table 3 Dialysis for the treatment of hyperkalaesmia in cardiac arrest

STUDY [K] at time of CPR pre-RET Type of Dialysis duration [K] at ROSC
arrest (mmaol £ i) RET at ROSC imin) frnmial S 1)
Torriecilla 1989 10.2 10 HD 90 6.5
Lin 1990 9.6 h5 HD 25 7.6
8.5 35 HD 30 1.2
8.5 105 HD 35 h.2
Costa 1994 9.6 15 HD 95 1.2
Jackson 19% 9.8 165 FD 40 4.3
Kao 2000 8.3 100 HD 40 0.

The s=rum potassium [K] at the time of cardiac arrest, the duration of CPR before the initiation of dialysis (CPR pre-RRT), the
type of RRT used during the resuscitation attempt, the duration of dialysis at the time of ROSC and the serum potassium at ROSC
are shown in seven patients from case reports and one small case series. K potassium, RET: renal replacement therapy, HD:
haemodialysis, PD: pertoneal dialysis, ROSC: return of spontaneous circulation.

Resuscitation (2007) 73, 12—28
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