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OpoiléoTaon KaAiou

Ta amoBiéuara K+ o’ éva uyil evijAika €ival TTEPITTOU
3.000-4.000 mEq (50-55 mEqg/kg Bapoug cwHATOG).

2¢ avribeon pe to Na*, To otroio TreEpPIOPIleETAl OTOV
ECWKUTTAPIO Xwpo, To K* gival Kupiwg £VOOKUTTAPIO
KaTiov, Mg 10 98% TOU K* TOU OpPYOVIOMOU VO
EVTOTTI{ETA EVOOKUTTAPIA.

H ocuykévrpwon tou K+ oT10 £€vOOKUTTAPIO SIOUEPICHO
KUMaiveTal petagu 140-160 mEQ/L, evw OTO EEWKUTTAPIO
Olapépiopa peTagu 3,5-5,5 mEQ/L.

Clausen T, Everts ME. Regulation of the Na+, K+-pump in
skeletal muscle. Kidney Int 1989; 35: 1-13
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The Nernst Equation
Ton Conc. Inside

EMF (mv) = - 61 * log

Ion Cone. Outside




AITIOAOYIO

» [lepiopiougvn S1AITNTIKN TTPOCANWN.

 Auénuévn gicodo¢ K+ ora kurrapa: Auénon
gSwKuUTTApIou pH .




Augnuévn 01000 IPOTNTA IVOOUAIVNG

H Bepartreia coBapnc utrepyAukaldio¢ o€ aocBeveic Ue
appuUBuIoTO oaKXapwodn dIalNATN.

O1 aoBeveig auToi £xouv EAAeIpUa K+, OAAG N apxIKn
OUYKEVTPWON Tou K+ OT1O0 TAAOpa €ival ouvhBwg
(QUOIOAOYIKN 1 Augnuevn, €TEId O OUVOUAONOG
EMEINPATOG  IVOOUAIVNG KOl UTTEPWOHWTIKOTNTAG
TTPOAYElI TNV METAKIVNON €vOOKUTTApPIOU K+ OTov
ECLWKUTTAPIO XWPO.

AUTEG ol dlaTapaxeg dlopBwvovTal Ye TN Xopnynon
IVOOUAIVNG, OTTOTE Kal ATTOKOAUTITETOI TO UTTOKEIMEVO
EANAEINpO KT,

Clausen T, Everts ME. Regulation of the Na+-K+-pump in skeletal
muscle. Kidney Int 1989; 35: 1-13.




AugnMEvVN B-adpevePYIKN OpACTNPIOTNTA

L AmeleuBépwon ETTIVEQPIVIC Of KATAOTAOEIC Stress
(OCU oTeaviaio €TTEI0O0I0) PTTOPEI dUVNTIKA va 0dNYNOEl
O EMIKIVOUVN EAATTWON TNG OUYKEVTpWONG K+ 0710
TTAGoua o€ eTTitTreda KATw at1rd 2,8 mEQ/L.

AoBgveic NETA KaPDIOAVATIVEUCTIKN avalwoyovnaorn, o€
delirium, petd amd  KPAVIOEYKEPAAIK)  KAKWON,
onAnTnpidon ME Beo@uAAivn KaBwce kal n BgpaTtreia Pe B-
AOPEVEPYIKOUC AYWVIOTEC (A.X. QAMTTOUTEPOAN,
VTOUTTOUTOMIVN) Yyia Tn Ogpartreia aoOpaTtoc 1 KapdIlakng
QVETTAPKEIAG.

De Fronzo RA, Bia M, Birkhead G. Epinephrine and potassium
homeostasis. Kidney Int 1981; 20: 83-91.




[Mep10dIKA TTAPGAUON

0 Zmavia dlatapaxn TTOU XapakTtnpideral aTtro
utroTpomialovia  €melcodia MUIKAG  aduvapiag N
TapAaAuong, Ta OTroia MTTOPEI va yivouv Bavarn@opa av
EMTTAOKOUV Ol AVATTVEUOTIKOI MUEG.

OIKOYEVNG (QUTOOWHMATIKOG ETTIKPATOUVTAS XOAPAKTHPAG) N
ETTIKTNTN WG ATTOTEAEOMA BupEOTOSiKWONG.

—EKOUpPOON HMETA amrd dAOoKnon, ME YeUpa TrAouUoIO OF€

udaTavlpokKeg, OTPES N Xopnnynon IvVOouAivhg N
ETMIVEPPIVNG.

Ta £meI00010 XapaAKTNpPi{ovTal ATTO {APVIKN METAKIVNONn K+
EVOOKUTTApPIO odnywvTtag o€ emTiTreda K+ mmAdoparog 1,5-2,5
MEQ/L. Av n KaTaoTaON OEV AVTINETWTTIOTEI N MUIKK dUvaun
atrokafioTaral META 6-48 wpeg KAOBWG 10 K+ EMOTPEPEI
OTOV EEWKUTTAPIO XWPO.

Layzer RB. Periodic paralysis and the sodium-potassium pump. Ann



Mia trapopola pop@n TTapdAucng TTPOKUTITEI HETA OTTO
OnAntnpiaon pe BAPIO, KATACTAOT TTOU TTPOKUTITEI META
aTTd KATAVAAWOT CUVTNPNMEVWYV TPOPWV.

2’ autn TnVv diatapaxn To BAapio NTTAOKAPE! Ta KavaAla K+
OTNV KUTTAPIK MEMPPAVN TOU UTTO @PUOCIOAOYIKEG
OUVONKEG EMITPETTOUV TNV OIAXUOCTH TOU OTOV ESWKUTTAPIO

XWPO.

O1 punxaviopoi TTouU TIPOKAAOUV TNV UTTOKOAIQIMIKE
TEPIOOIKN TTapdAucn Oev gival TTARPWG KATAVONTOI.

H di1dyvwon TTpOoKUTITEl ATTO TO OIKOYEVEIOKO ICTOPIKO, TH
ooBapdTnTa TWV £TTEICOdIWV XWPIG TTpo@avi) Adyo Kai
TNV ATTOKATAOTOON TWV EMITEOWYV K+ KAl TNG KAIVIKAG
E£IKOVOG TOU ao0evoug META TN Xopynon K+.

Layzer RB. Periodic paralysis and the sodium-potassium pump. Ann
Neurol 1982; 11: 457-452.




OepaTreia avalpioag 1) OUOETEPOTTEVIAG

oMia o&gia auinon TG TTAPAYWYNRS AIMOTTOINTIKWY KUTTAPWYV AUEAVEI TNV
mpooAnwn K+ amd Ta véa KUTTOPO HME OTTOTEAECMA TNV EM@EAVION
UTTOKOAIQIMIOG.

olNa trapadsiypa otn xopnynon @UAAIKOU o¢éoc | Bl2 oeg aocOeveig peE
HEYOAOBAQCTIK avaidia pTTOPEi TTPOKANOEI EAATTWON TNG CUYKEVTIPWONG
K+ oto TAAoua KATw amrdé 3 mEQ/L, gye mBavA TNV gu@AvIon KAPOIAKWYV
appuduIWY, 1IB1aiTEPO TO TTPWTO 48WpoO.

OASIOONMEIWTN UTTOKAAIOIMiO MTTOPEi va Trapartnen@ei Kal oTn Xopnynon

augnTikou Trapayovta (GM-CSF) yia Tnv 8160p0won oudeTEPOTTEVIAG.

0ACOEgVEIG HE avayVWPICIUNN AUENON OTNV TTOPAYWYK AEUKWYV AIHOCQAIPIWV
HITOPEI Va £XOUV OUYKEVTPWON K+ TTAAONATOG KATW atrd 2 mEq/L.

Viens P, Thyss A, Garnier G, et al. GM-CSF treatment of hypokalemia.
Ann Intern Med 1989; 111(3): 263.




YTroOeppia

0 Miropei va TTPOKOAECEl HEiwoNn Tou K+ TTAAOHATOG
KAtTw amroé 3 mEg/L, wg atmmotéAsopa TG e10000U K+
OTA KUTTOPO.

To @aIvOpevo E€ival TTAPWS AVACTPEWYINO ME TNV
«OEppOavonN» TOU CWHATOG KOl MTTOPEI VA TTPOKAAECEI

AVTIOPOOTIKA UTTEPKAAIQIMIAL.
JASN

Schaller M-D, Fisher AP, Perret CH.
Hyperkalemia. A prognostic factor during acute
severe hypothermia. JAMA 1990; 264: 1842-1845.




* AUSNUEVEC YAOTPEVTEPIKEC ATTWAEIEC.

o AUSNUEVEC VEQPPIKEC ATTWAEIEC: AloupnTIKA.




o

Bartter's Type |

Fig. 1: Schematic diagram of various inherited salt-losing
tubulopathies- the Bartter and Gitelman syndromes (Adapted from

Harrison’s Textbook of Internal Medicine, 17th edition)




KAwvikn elkova

0 Mia oceipa amrd OIaTAPAXEG OUVOEOVTOl ME
UTTOKOAIQIIQL.

0 Av Kal n ooapoTNTA TOUG £COPTATOI ATTO TO
BaOuo ™G UTTOKOAIQIMIOG KOl TNV
I0100UCTOCIO TOU OTOMOU, OVOYVWPICUEVO
OUUTTTWMOTA E£M@AVICOVTOI OE CUYKEVTPWOT

K+ katw atro 2,5-3 mEqg/L.




Muikn aduvauia

H puikn aduvapia epgavicetal 6Tav n OUYKEVTPWON
K* gival katw atré 2,5 mEqg/L, e¢aptaral amd
TN Oouykeévipwon tou Ca**, 10 pH Kkal TN
TaxuTnTa KOl Tov TPOTIO ME TOV  OTIOIO
gykaBioTaTal n uTTOKaAIaIdia.,

H eykardotaon tng BAABNG eival XapaktnpioTikh,
TTPWTA €TTNPEAovVTal TA KATW AKPO PETA TA
AVW Kal TEAOG Ol AVATTVEUOTIKOI MUEG.

Ta Kpaviaka veupa aTravia etrnpealovrail.

KpauTreg, mmapaiocBnaoieg, TeTAVIA, ATPOPIEC Eival
OTOIXEIQ TNG KAIVIKNG EIKOVAG.

[MapaAAnAa, €EUTTAOKN) A€iWV MPUIKWV IVWV  TOU
YOOTPEVTEPIKOU  OCWAAvVa  utTopouv  va
TTPOKAAEOOUV TTAPAAUTIKO €IAED, QVOPECia,
EMETOUG, DUOKOINIOTNTA.

Weidmann S. Membrane excitation in cardiac
muscle. Circulation 1961; 24: 499-505

mu h cell myelinated axon  nerve

bady of Schwann cell _
axon terminals
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Appubuisc

0 Mia oeipd atrd appubuiec PTTOPEl va EU@PAVIOTOUV OEF
uttokaAlaipia (pAeokoufikn Bpadukapdia, TTAPOCUCHIKN
TaxUKapoia, KOIAIKG Taxukapdia, yapuapuyn K.qQ).

0 O pnxaviopud¢c pe TOV OTIOIO eykaBiotaralr Ogv Eival
YVWOTOC. H uttokaAiaiyia  TTPOKOAEI  augnon Tou
QUTOMATIOMOU Kal KaBuoTepEi NV KOIAIOKI)
ETTAVATIOAWON.




PaBoouuoAuvon
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Katd 1n diapkeia doknong UTTApxEl avAaykn yia augnuevn
MUIKA AIJATWON WG ATTOTEAEOUA TWV EVEPYEIAKWY AVAYKWV.

AUTN N «UTTEPAIYIKNA» AVTIOPACN TTPOKAAEITAI KOTA EVA
HEPOG aTro TNV ammeAeuBépwaon K+ a1rd Toug OKEAETIKOUG
MUEG, N OTToia JE TN OEIPA TNG TTPOKAAEI AYYEIODIATTOAN.

QoT1o0o0 n atreAeuBEépwaon K+ gival eEAaTTwévn OTav 1A
atmofEpaTta K+ gival on mrepiopiouéva.

AUTO €xel WG aTTOTEAECHA N AUENON TNG PONG AiJATOG Va
UNV €ival N aVAPEVOUEVN 0ONYWVTAG O KPAUTTEG, ICXAIMIKN
VEKPWON Kal padouudAucH.

Knochel JP. Neuromuscular manifestations of electrolyte disorders.
Am J Med 1982; 75: 521-535.




AgpLa ailpatog KaALlo oUpwv




O¢epaTreia

dTo Tmpwto pnua eivar n  ekTiynon  Twv
EMITITWOEWY ATTO TO EAAcIppa K, KaBwe UTTapXE
HEYaAo €upog OTO [ABUO ooBapOTnTag NG
KAIVIKNG €IKOVAC TTOU €YKOBIOTA N UTTOKOAIQIMIAL.

1Ba0OIKO OTOIXEI0O TOU XEIPIOPOU AUTWV  TWV
AppWOoTWV _ €ival  n  TTapakoAoubnon  Tou
NAEKTPOKAPOIOYPAPNHUATOG KAI TNG HUIKNG IOXUOG
TWV 000evwyv OQUTWV TIOU QVTAVAKAOUV TIG
AEITOUPYIKEC OUVETTEIEC TOU EAAEiPpOTOC KT,




How much K* to give

 Altered cellular distribution

* No total body K* deficit so any K*
given will need to be excreted after
the maldistrib-ution is rectified

* A compilation of 7 separate
metabolic balance studies
reveals the following graph

2

0 100 200 300 400 500 600 700 800
K Deficit (mmol/70 kg body Wt)

Check the Creatinine first




How much K* to give

« Altered cellular distribution

* No total body K™ deficit so any K*
given will need to be excreted after
the maldistrib-ution is rectified

« A compilation of 7 separate
metabolic balance studies
reveals the following graph
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Baoikog okOTrog 1ng Bepartreiag eival va atmo@uyel o
aoBevnc Tov Kivouvo Kail 6xI va diopBwoei dueoa 6Ao To
EAEIPpa K*.

EAattwon tou K* TAdopaTtog atmo 4-3 mEqg/L icoduvapei
UE EAAEIppa 200-400 mEQ/L.

‘Eva emimtAcov EAAeippa 200-400 mEQ/L Ba eAaTTwOEl TO
K* TAaouatog o€ 2 mEqg/L.

2 UVEXICOMEVEG aTTwAeIeg K* dev Ba TTpOKAAETOUV
ETTITTAEOV UTTOKOAIQIUIO agpou N atreAeuBEpwaon K* atro Ta
KUTTAPQ €ival IKavr va dlaTnenoeEl Tn OUuykeEvTipwaon K*
TTAQOMATOG KOVTa oTa 2 mEQ/L.




OAol oL topartavw UTTOAOYLOUOL UTTOBETOUV OTL UTIAPXEL
duololoyLkn katavoun K avapeoa ota KUTTOpO KoL 0TOV
EEWKUTTAPLO XWPO.

[l mapadeLlypa otouc acBeveic pe meplodikn napaivon ta
amnoBspata K+ gival puoLloAoyLkd Kol n UTTOKaALOLLOL
odelAeTal AMOKAELOTIKA OTNV peTakivnon K+ peoca ota
KUTTOPOL.

2’ autn TNV nepintwon K* didetal ya va emavadEpPEL ot
dUOLOAOYLKA OPLOL TN CUYKEVTPWOTH) TOU OTO TTAQLOLOL KOLL OXL
VOl QLTTOKOTOLOTAOEL TO EAAELUUQL.

Scribner BH, Burnell JM. Interpretation of the serum potassium
concentration. Metabolism 1956; 5: 468-479.

Metabolism

Clisdesl and Esperimental




To pH kal N WOPWTIKOTNTA TOU TTAGOUATOC Eival
ONMAVTIKA EPYOAEIQ OTNV EKTIHNON TWV ETTITTEOWYV K+
TOU opyaviouou.

[a TTapdadeiyua, n océwon (o€ VEPPIKA AVETTAPKEIA ) O€
VEQPOOWANVAPIAKA 0CEWaN) A N UTTEPWOPWTIKOTATA (O€
OIABNTIKA KETOCEWON) CUXVA QUCAVOUV TN CUYKEVTPWOT
Tou K+ oTO TTAGOPO Kal KAAUTTTOUV TNV coBapdTtnTa Tou

eANAEiPUATOC.

To yeyovog €xel 1I01aiTepn onpaacia €1Teidr) n d1opbwon
TOU TTPWTOTTA00UC TTPOLBANUATOC UTTOPEI va 0dNnyrnoeEl o€
onuavTikou BaBuou utrokaAiaiyia.

A\;i'z:ntx\
.
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Sc IENCES

Adrogue HJ, Madias NE. Changes in plasma potassium concentration
during acute acid-base disturbances. Am J Med 1981; 71: 456-467




H xprijon Ttou KCI €£xel TTAEOVEKTAPATA OTNV  QVTIMETWTTION TNG
UTTOKaAIQIMiag: d10pBwaon, TO00 TNG aAKAAWONC, 600 Kal Tou eAAEippaTog K.

2€ eVOOPAERIa xopnynon mpotibetal 20-40 mEq K+ o€ didAupa 0egTpodng S%.
To yeyovog auTo UTTopEi va emQEPEl Pia TTpoowpIvn peiwon Tou K* atro 0,2-
1,4 mEq, eCaitiag TNG aug¢nuEvVNG €KKPIONG IVOOUAIVNG.

2€ 00Beveig pe ooBfopd CUUTITWHATA TIPOTIUGTAI N ATO TOU OTOHPOTOG
Xopnynon yiati Ta 40-60 mEqQ utmmopouv va augnoouv Tn ouykEvipwon Tou K*
kata 1-1,5 mEqg/L, evw ta 135-160 mEq mpokaAouv au¢non 2,5-3,5 mEqg/L.

AUTEG 01 HETAPBOAEG €ival TTPOCWPIVEG, ETTEION TO TTEPIOCOTEPO K+ Ba €I0EABEI
OTa KUTTAPA VIO VO ATTOKATAOTACEI TO EAAEINUA. Eival ETTOPNEVWG atTapaitntn N
TTapakoAoubnon Twv emmédwyv Tou K+ yia va TpotrotrroinBei n 060N
xoprynone. MNa tapdadeiypa aoBevng pe 2 mEqg/L K+ ptropei va €xel EAAEIupa
400-800 mEq/L.

Sterns RH, Cox M, Feig PU, Singer |. Internal potassium balance and the
control of the plasma potassium concentration. Medicine 1981; 60: 339-354.

Medicine
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OEV EIOEOXETAI OTA LI0EpyETal
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I.V. XOPHI'HZH KAAIOY

TTOTE ZE D/W OPO




KAGE AMP KCL (10 mL-10%)

TTEPIEXEI 13.5 mEq K* +
13.5 mEkq CL-




OEPATTEIA YTTOKAAIAIMIAZ
-

Xopnynon KCl oc umdtova varpioixa diaAlpara

Méyiotn moootnta K*: 60 mEq/L (~ 4 amp)
ZuvnOng moootnta K*: 40 mEq/L (~ 3 amp)

PuBuog xopnynong K*: 10-20 mEq/h
1




Problems with |V potassium

Concentrated [V potassium
solutions cause phlebitis

insulin Dilute IV potassium in saline
* causes volume overoad

*

IV potassium in dextrose cause ',,.-!":'_,_;..L"* '\\
a release of insulin lowering | |:|:“""~,

plasma potassium / receptor




E=AIPETIKA ETIEITOYZA
YTTOKAAIAIMIA

1 amp KCL o¢ 100 mL N/S 0.9% (~135 mEq/L)

2E TTEPIZEPIKH METAAH 2AEBA MAKPIA
ATIO THN KAPAIA

TIPOZOXH: AN O PYOMOZ >80 mEq/upa
HKTikéc ENAEIZEIT YTTEPKAAIAIMIAZ







