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Hyperkalemia - Clinical Spectrum and Current Management
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yNauaad ENaC 151304 luminal membrane Wy Na-K
ATPase pump U304 basolateral membrane %84 prin-

, e o A X
ciple cell Ul ueaFusmanmatlasisiinan

3. luminal membrane factor %138 kaliuretic factors
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PREARIN mmﬁm’iﬁaﬁmmmmqﬁ'm Ifannsesa
sl aeenaludthenguil nmusmgmaiie
M hyperkalemia % 3 NG (@97 1) de

1) malesulumaden wu masudsemuavnsiuies
emgs dmljasmunatuensieuUndveslalumsade
TuraFusiane wiafiuinudardosldsulunades
Panofigesnniiud lwomfifinoesda navhaesas
i (hypercatabolism) ¥ ¥ lantaael ieaides
nnaag wden dmlrawulugihe mabdomyolysis,
tumor lysis syndrome L@¢ intravascular hemolysis

2) msedAeusasliunaFusoanaNTas L‘ﬂummel‘ﬁ'
o unn 5 dun mashme budengesinaia
plasma osmolality ﬁﬂﬁﬂﬂl,mﬁ \FUNDNMNIEAR MILNIA
Mﬁa@ﬂﬁﬁ@ inorganic acid Lﬁ?f}% (Mg organic acidosis
1 lactic acidosis, ketoacidosis A H+ L%Wéji'?dﬂmﬁuzgﬂ
puffer MelsradnSaniiun organic anion Whirad 39k
i@ electrical gradient wrzaviadslifinasanaidnaan
wadvadlUunades) mslisuenauehe) fitarntluas
FusipRonaananTad 19 beta-blocker (mﬁuézamﬁﬁw
3UUN Beta2-agonist), digitalis (mﬁué’:amiﬁmwﬂaq
Na-K ATPase pump), succinylcholine (maaﬂawé depo-
larize ﬂuawﬁaéﬂﬁmﬁa), arginine hydrochloride (&1

WAl HOl Wil inorganic acid) uagnmsmaig
NNAB hyperkalemia periodic paralysis L‘dﬁl‘a’jﬁl,ﬁ@mﬂ
ANNHAUNGYDY voltage activated Na+ channel 7843
néadornladusedendhead uachuasdusinden
2ANNNTAR

3) msvialuamdasmalaanas Wunalnndnaes
MM hyperkalemia mugl,mjﬁ@mﬂﬂngvlmwmﬁ’:ﬂumjﬂm
e uaelsmededs Taame hyperkalemia Fofin
Lﬁ'amiﬁmmaﬂ@ (Glomerular filtration rate, GFR) %ot
N7 15-20 mL/min LLaxsluﬁﬂamimawaL%a%qazLﬁwﬂwaz
hyperkalemia L:ﬁ{a GFR #8807 10 mL/min Lﬁadmﬂ
sliﬂay”l,@msjéa%@azﬁﬂavl,ﬂmﬁﬂ%ueh vl lmenansad
ToumaiFosuisiu rvmadissamns lnssasisame ms
yomaaseailin aldosterone A LAZMTNNLYES
Na-K ATPase pump 134304 collecting tubule 209101 wae
lfvifiaie aehalsionalugielomedeseindimmg
w203 hyperkalemia annethaelall SR Fnaa
Tumaalneemsfifluuesdengs viadihelamades
iwzqm“hmﬁwmﬁWaﬂLﬁamvl,a\iaajmmaémﬁamama

fhevhl vdedtheleamefid GFR snnnh 20 mL/
min WaAANTE hyperkalemia AvdasinnauiaLnGvas
nalnlumsil uas@esmmaladiens Tnssnsnsnduiila
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a a .
M5N 1 ﬂavl,ﬂmsm@mm hyperkalemia

1. Increased (oral/intravenous) potassium intake or increased tissue catabolism

® Hemolysis
® Rhabdomyolysis
® Tumor lysis

® Stored blood administration

2. Increased potassium release from cells
® Pseudohyperkalemia

® Metabolic acidosis

® Insulin deficiency, hyperglycemia and hyperosmolality

® Beta- adrenergic blockers
® Severe exercise

® Hyperkalemic periodic paralysis

® Drugs: digitalis overdose, succinylcholine, arginine

3. Reduced urinary potassium excretion
® Renal failure
® Effective circulating volume depletion
® Selective impairment of potassium excretion

® Hypoaldosteronism

Tl e T NanaIINMIe99239 Transtubular potas-
sium gradient (TTKG) 138 99 Fractional excretion 984
T ussdes (FEK) aﬁ;ﬂu@nmﬁ 2 ?Sqmmsmmﬂmmqmi
Fulussdeamslaanaatiu 3 nau fa

3.1 Bnnmeandelnden uamsnvielnsane
80 (Inadequate cortical collecting duct sodium deliv-
ery) SravnsmauanaAenmadmdon fllunaFesiine
%uu’%nm principle cell 984 collecting tubule AARI A
el usm@usaanan ifasnsldionns quii 2) ms
\NAM¢ hyperkalemia mﬂﬂa”l,ﬂﬁdmslmijﬂuﬁﬂa biid
effective circulating volume depletion 1 Tsevialaney
BHINEHLL‘N (severe congestive heart failure) Iiﬂ@fml,%ﬂ
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FLYSNY I?QVL@]LiaNVlNﬂTJZﬁﬁ‘fﬂ@‘Hﬂ‘nN I@HL%WWEQSLT]@

Tutheilaemesioant 600 Aaddaseiaiu
3.2 MIWINUYBITZUY renin-angiotensin-aldoster-
one WG (Defect in renin-angiotensin-aldosterone
system) sLmnzﬁﬂ@ aldosterone %mzéjum‘sﬁmwmaq
principle cell U314 collecting tubule maﬂmﬁﬂﬁu
TounsiFuseonmatiaameisin lunsdifine aldosterone
aufinnmy hyperkalemia Vit Ineutisaanid 2 NANAD
3.2.1 Hyporeninemic hypoaldosteronism
L%adwmimﬂmia%fw renin 91N macula densa 8N juxta-
glomerular apparatus maﬁma@a@ ﬁﬂﬁsz&w’u aldosterone
BIANIIREN w‘ﬂamamﬁawﬁnwszéfw renin ¢ aldosterone
i Iﬁ@ﬂdmﬁdauiwmwuiu RURELWNL 9078 UasMI
nnuzadlnanas lay GFR Aenulseanns 20-60 wa. sia
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M998 2 Fometssdiumetullueadasmaslalunig hyperkalemia

Test Formula Interpretation Notes
Fractional excretion of (UK/SK) x 100% -FEK < 10 % indicates Values can be increased
potassium (FEK) (UCr/SCr) or renal etiology in chronic kidney disease.

UK x SCr x 100 -FEK > 10 % indicates

SK x UCr extrarenal cause
Transtubular potassium (Urine K / Serum K) -TTKG < 6-8 indicates Values can be increased
gradient (TTKG) (Urine Osm / Serum Osm) renal cause in chronic kidney disease

or (Urine K x Serum Osm) -TTKG > 6-8 indicates

(Serum K x Urine Osm) extrarenal cause.

;& Urine Blaad

@l 7T Kaliuretic Factors

‘gﬂﬁ 2 Principle cell 15104 collecting tubule %ﬁmﬁwﬁ@@mﬁﬂmﬁwu’i’wﬁaémmm Na Epithelial channel (ENaC)

uaziuliunsiesaanainsismems ROMK channel lagiitfadeunszduan 1) stiulunadosludongs 2) mavhom
989 aldosterone 3) luminal membrane factor 8 kaliuretic factors 4) é’wmﬂmammmﬁa@mﬁm LLasﬁmﬁa»L@d’m
e
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Wi LL@iﬁiwmmwumﬂ%ﬂuﬁﬂw systemic lupus erythe-
matosus, multiple myeloma Q¢ acute glomerulonephri-
tis fihafouynmeariimavhanumeslnaras Saduiiade
EETEdIARAME hyperkalemia uav30eias 50
M¢ hyperchloremic metabolic acidosis ﬁﬁ urine pH
Taunm 55 Tamde Wahifunarasnme hyperkalemia
vt ledunsnanas ndnmssnmee Sraluesidesil
013 Saiums Whendutiasniznas thiazide %30 loop
diuretics et lunmdasaanmaiisans ALeng
NeaRRaITNSNweIY fludrocortisone 0.1-0.3 Nadn3u
foTu tonaums aldosterone fianas UuAdoIszIINadNg
Resiandyde mlmfnmmasilafings usvemavan
3.2.2  Hypoaldosteronism

® Primary adrenal insufficiency &n
Aennlsrzassanntan inanniaulse 3 autoimmune
disease mjmﬁfazﬁm’;z cortisol deficiency FIUMERLANG
andaTIMs Maresen AN Brn collecting tubule Y1l
msdulunsdanoanneme Bsanas uazaiE
mmmwﬂumjuéﬂw congenital adrenal hyperplasia
saReanmsmedules] 21-hydroxylase ¥lmsats al-
dosterone g cortisol AARY

® Isolated aldosterone biosynthesis
deficiency An3eAy aldosterone aRAY WAISYAL cortisol
U@ s luihermumnsiiruganssinbenalwdan
id iheuoulsmennaosdiheAnng (intensive care
unit, ICU)

3.2.3 mﬁﬁwa@ia renin-angiotensin-aldoster-
onesystem’ éun en beta-blocker aaﬂqw'ﬁia@mﬁﬁmu
PIFLUY sympathetic nervous system ‘V‘l’ﬂﬁmiﬂ%ﬁﬂ re-
nin 8@ &1 non-steroidal anti-inflammatory drugs
(NSAIDs) aaﬂqwéaﬁmia%ﬁa prostaglandin %@ﬁwaaﬁmi
&5 renin Wag aldosterone AARFINLN £N heparin g
aansEds aldosterone Tnsmssfisasmsnnla deiinauiie
"Luﬁ”ﬁmﬁmmﬁ”ﬂ%ms LWAEEN angiotensin converting en-
zyme inhibitpr (ACEI) aamw%‘a@mﬁa%ﬁq angiotensin 11
¥ WiM35519 aldosterone MNFaxMAIN L5104 zona

glomerulosa 8AAI

3.3 amaiAnUnAvasvielelumadulunsiges (de-
fect in renal tubular potassium secretion) B:J\T‘]J"J mﬂdwﬁaz
§i526 renin uag aldosterone o/ lwnauTind w%aqa%u
wsithelsssnaoduliuasdeseenmallsamels Garkwie
lalsinavauassiomavhomzassaslamsingn vidaFunn
aldosterone resistance Iiﬂhﬂ’sjm‘ﬁlﬁ LN

3.3.1 Pseudohypoaldosteronism Liiiaan

u 3 nax Ae

1. Pseudohypoaldosteronism type 1 1@
AneNNRaLUNGYes ENaC 289 principle cell ¥ s
gelmieandy wasiulussdansenmatlame o
fheasfiomauannasmadulafisshanidelmes i
Hadne wagdinnig hyperkalemia metabolic acidosis
gt éﬂaaﬂdmﬁﬁﬂwuiuLﬁﬂ r;w'mm@maﬁuqmw%umu
autosomal dominant Wag autosomal recessive N33U
UsemunAouisdu szteisseduenudulatia uaziy
Touna@esmalasnnu

2. Pseudohypoaldosteronism type 2 e
58N Gordon’s syndrome HaAennMmeauYag
thiazide NaCl absorption ﬁu%nm distal tubule Lﬂ?\im\m
2w vlkAmagandurasnas lsinmitnnu (distal
nephron Cl reabsorption e Cl shunt) LLﬂ%ﬁﬂﬁ@@ﬂﬁU
gasladneny iranUSialadas iy collecting
wbule 3¢lafimailunaFempansrhlasms Subdihe
nauem vgjazlemudulafings annazlmdosniivly
THMY LAz hyperkalemia metabolic acidosis I
e mafiainda vae Wenduilaane thiazide vi3a furo-
semide s e uAnnGueandeussin

3. Pseudohypoaldosteronism type 3 0!
L%Hﬂﬂﬁjwﬁ’t’h acquired defect in renal tubular potassium
secretion e nemuAnLnAzame lalwm vl unsdes
a'aﬂmﬁgwmmz hyperchloremic metabolic acidosis
7 urine pH shnnN 5.5 donfumsanyiolainananag
l,l,axvl,@]ﬁauﬂwmzw NDEMWLLUL chronic tubulointerstitial
change %&wﬂéﬂwﬁﬂw obstructive uropathy, idiopathic
interstitial nephritis, systemic lupus erythematosus,

post renal transplantation, medullary cystic disease,
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sickle cell nephropathy, chronic pyelonephritis, lead
nephropathy ¢ amyloidosis 5@&% r}gﬂ’mﬂds\lﬁ’i’fﬁﬂﬁmu
suagsiamssneneme enduilaany vide fludrocortisone
332 enaushe Aiasametulunaides
VI,CngJLLﬂ' &N spironolactone NEANENALAINM aldosterone AL
11U aldosterone receptor 13K0k basolateral membrane
P collecting tubule vz aldosterone aRAN
¢ triamterene, amiloride k&% trimethoprim A¢aANT
vhomes ENaC ylAlilnmeelmdonndy wasiulung
Femmananuiiaame Sesquriidasamadfissssulyuns
Fualudonlummid 3 ussusnvmamiiadanne hyper-
kalemia mﬂmﬁﬂﬂLmaﬁammﬁma@aﬂ@ﬂﬁ 3
2INFHALDINTHAAIYDINIY hyperkalemia>*
IMIAED NI TGN lﬁuwammﬂm’az hyperkalemia
azensesu I resting membrane potential mamaéeim
ﬁ‘l,ﬁ‘m*%ﬁu electrical %38 nerve conduction ﬂméjﬁ%
YN action potential {finlede ﬁaﬁuvﬁaa‘@mﬂ fnme
hyperexcitability 3970 cardiac arthythmia %ﬂmimg&m
wlasas EXG sihmudlasesuuasides budonsnnn
6 mEq/L wassinasduiusiusssurasliuamdanluion
Lés\mﬂ T wave LAUAI LLazﬁj&%u (peaked T waves) QT
interval é?um PR interval mf;%u, ORS complex ﬂ%ﬁa%u

P wave Mgl waufondn sine wave Waaifaidu ven-

M9eA 3 nalnmaAiaame hyperkalemia 289eNNge

tricular fibrillation 3 standstill |&¥ o3t 4 aehalafions
wurh fihelemedess uasdiherandessmomitnsls
fimsun A asasnanliihilamasest T uasdesdl
Lﬁa@‘ﬁ'gﬁu Geomidunamnananufinnfassss
unaidesludanfingsasdnes

omusasstuLan I seuudssemiAaenendi
L‘ﬁaa'aw,lﬁdl,l;]_l‘]_l ascending paralysis s’%@dfsﬂmgwﬂu
B:\JTﬂ’JH familial hyperkalemia periodic paralysis (HYPP)
31NN hyperkalemia mﬂmmsﬁ'm TLUUNNLAUDIMNT
AneAuld an@en 1heros 13 bowel fleus el lunsides
golunemeazudeiunanludion (NH,") Tumsgandy
1551704 thick acending limb of henle loop (TAL) @83%a
Snavh vaemadunsa NH," oanmuilsiamizznm collect-
ing tubule 903le wasniAnnmy hyperchloremic meta-
bolic acidosis
N195N¥1N122 hyperkalemia'™"

1. 1%mﬂﬁr;§ﬂwﬁmag hyperkalemia 338AUMT
s lasraseauliihinla siondiiadauss eevh
MINENUULANAU(13] Fada it (mmﬁ 4)

1) M3AAEN 10% calcium gluconate aaﬂaw%&l‘u
MINATLA threshold potential HINNARAMINANY
cardiac arthythmia fafvacende songridame e

1. Increased potassium release from cells
® Beta-adrenergic blockers
® Alpha-adrenergic agonists
® Insulin antagonists (somatostatin, diazoxide)
® Arginine hydrochloride
® Succinylcholine
® Digitalis
2. Decreased activity of the renin-angiotensin axis
® Angiotensin converting enzyme inhibitors

® Beat-adrenergic blockers

® Non-steroidal anti-inflammatory drugs
® Heparin
3. Inhibit potassium secretion
® Spironolactone
® Amiloride
® Triamterene

® Trimethoprim

Pentamidine

® Cyclosporin A
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Hyperkalemia

GFR > 20 ml/min GFR > 20 ml/min

Aldoster one deficiency

| | Acute renal failure

Chronic kidney disease
Tubular hyperk alemia without aldos terone

- Addison's disease deficiency
- Hereditary adrenal enzyme defects - Acquired
- Hyporeninemic hypoaldosteronism Obstructive uropathy
- Drugs Post renal transplantation
Heparin Systemic lupus erythematosus
Nonsteroidal anti- Amyloidosis
inflammatory medications Sickle cell nephropathy
Angiotensin-converting Interstitial nephritis
enzyme inhibitors AIDS
Cyclosporine - Drugs
K-sparing diuretics
Cyclosporine
Pentamidine
Trimethoprim
- Pseudohypoaldosteronism
Type I

Type II (Gordon's Syndrome)

511 3 wmemsifiasiunne hyperkalemia anmsiullunsdasmslnacas

st 4 Snwosseanliivilalunaz hyperkalemia
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2-3 wift WamsShwogmtszanas 30-60 wift thlalléina
melu 510 wiftgansn il SaseTeluganldsuem
digitalis 2217 digitalis intoxication »LGgf

2) M39@ insulin S9N glucose WaanLaen
o T insulin azasnyisaolunsdendnaad uaerslsh
glucose detlastunsiAansnmalmdand feiundl
$im7¢ hyperglycemia ki 1iudaslyt glucose Souty
Usganmngslumsansziuluesdesludon s
ansesldunadualiudanlagetls 05-1.5 mEq/L Masnm
%Lwaaﬂqwﬂunm 15-30 Wift a1 4-6 ol UaY
SBNInINEMNeNNGRIMS UAdass s shmaly
Raneh

3) MIWue albuterol ﬂwaﬂizﬁu Betaz-adlener-
gic receptor v‘iﬂﬁﬁ@mﬁmﬁauﬁmaﬂﬂLL@aL%mmLﬁi’héLsﬁaag
\WLAENTWTY insulin mi%ﬂmazémamw%ﬂm’am 30
Wit uasis 24 $l sasaasseUl ursFesudan
05-1.0 mEq/L ustunadiszaul uasiesludangennena
FNTNISNINTINAL insulin SsnInanseaulUuasdes

dl v ada .
M1979% 4 Mﬁﬂ’)‘ﬁﬂﬁLLﬁl‘ﬂﬂﬂ%ﬁ hyperkalemia

Twdon 1.2-1.5 mEg/L" dams9s3awad albuterol Aavh 1%
Aerlagugy sarnlinduiianlanadesmEule
4) masnenelmaesluemsuame (NaHCOg) Wi

vanadond Wsfueninesld wasumsh#snmane
hyperkalemia lnzanidin Fohmautluny metabolic
acidosis ARl uasFesindadizad uei udlageid]
marmmEudaEun NaHCO, lifasasesuluinsen
Tudan® memiﬂw 5 LLavmmaLﬁamﬁlmmwmmuslu
TNMY NAMIE hypocalcemia mmmvlm ﬁa'«guma\mmmﬁ
it NaHCO_ whlaniy hyperkalemia am"iwiﬂwﬁﬁ
amg acidosis uussidudiasunladhy NeHCO,
maduliuesidessanaindrenie

1. merdaliuesiuamannniemeshumsgaansy
el potassium exchange resin @4 sodium polystyrene
sulfate (Kayexalate) a8 calcium polystyrene sulfate
(Kalimate) o 1N suaniaensswilsidem viaueaden
fldunanden 1S idlva) wiotuluraGeseonsniy
293¢ JagiuuueshJudsemu kayexalate 15-30 N3

Medication dosage Onset Length of Mechanism of action
effect
Calcium gluconate 10to 20 mL of 10 % Immediate | 30 minutes  Protects myocardium from toxic effects of
solution IV over 2-3 calcium; no effect on serum potassium
minutes level
Insulin Regular insulin 10 151030 2-6hours  Shifts potassium out of the vascular space
units IV with 50 mL minutes and into the cells; no effect on total body
0f 50 % glucose potassium
Albuterol (Ventolin) 10t0 20 mg by 15t030 2-3 hours Shifts potassium into the cells, additive to
nebulizer over 10 minutes the effect of insulin; no effect on total body
minutes potassium
Sodium or calcium Oral:50gin30mLof | 1-2hours 4-6hours  Removes potassium from the gut in
polystyrene sulfonate sorhitol solution (rectal exchange for sodium
(Kayexalate or Rectal: 50gina route is
kalimate) retention enema faster)
Dialysis Immediate Duration ~ Movement across a concentration gradient
of dialysis
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fUETIE 20% sorbitol Suay 1-4 A% Tunsdifihe
SutlssmulalldRsynmeswiumsymmingne kayexalate
30-50 NSu 37U 70% sorbitol ¥38 dextrose in water
100 Aadaas nanmlusandmniasantis avanansn
amsuliunaiFeswdonld 0.5-1.0 mEg/L T
f¥adiinde dadlnmathaioy 1-2 Faluslunvseangns
Sliumsidus uassadhafesnnmesrmnle W daeons
BessomsiRiensios ldme (bowel necrosis)® %&daﬂmj
wluiihesvasmdandinlnal e sorbitol uag
TS Mssfumvmain usissassarmenumainu
IGUINTEIU wasaesnauanMalgen kayexalate
S8 sorbitol wiLF szl sonaniins 1
kayexalate aziintSmnadmdenluome Safudodie
ansmalfenludihenfinmahdulunome

2. mmvderule Tughelahoudng malfmah
LazeriTaemzasisn Rannaandelmits uashanvie
ladutans Feslumsiullussduseananssme

A Plasma Potassium,

mrmiald L

3. myrdnsvmaraniden assanTmanseeLllussEeN
Twdanldachmnds uasiilsAvinmes anemadalomns
whvemnsiisAvEnmaiuie udesngrsndimsven
L

mavendendismsSnmanealiunades useme
sansnadaliuasdunldge 40120 mEq doese ua
samnassvsulusadenwdanatumingy savasms
walluasdemsonamhimetuarivsssuluamial
Gon BeflemauanssrasszdulounsiFes udoerinhen
wWanRaasnazinmadslUunsdusaananssmesnn
TN FetT9 2 Plususnasmanenidonazansnnaie
Tupadenligeann® mavanden bimslihemenden
Alsilumsdon mmzanhlissannsaramod unades
Twdarathmaduinliasiinasomsifia cardiac arrhyth-
mia uazi laveaidula®

Fotiaunssymavnlssarsnmlumadalussdes
PnnMINanGananas® fa

—0.5+

ol IN

-1 54 Tep<0D

Insulin/glucoss

T
Dhalyis

N
IET\}
]
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