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o Mayvnoto kot Awtantng
0 Alatapaxec Kadiou otov appuButoto ZA kot otnv dtafntikn

KETOSEWON.
0 YIEPKAALALULO OTOV UTTOPEVLVALULKO UTTOAASOGTEPOVLIOUO.
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Mayvnolo

0 DuoloAoyLKEC TIHEG (tMg) :

o 0.7-0.9 mmol/L , 1.4-1.8 mEq/L, 1.7-2.5mg/dL
o iMg

0 0.44 to 0.59 mmol/L :
o iMg/tMg : 0.60 (0.50-0.70) e .

\
Protein bound }

0 (1 mEg=12 mg otowxetakol Mg= 0.5 mmol)

0 Turukn dlatta : 250-350 mg payvnoiou nuepnoiwg.

o (25-60% amoppodatal oo To EVIEPO).
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Enineda Loviopévou payvnoiov IX€0N LOVIOMEVOU ayVNOLOU E EVOOKUTTAPLO KLYV OLO
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Fig.2. Relation of serum ionized magnesium values (Mg-10) to in-
tracellular levels of free magnesinm. Mgi, intracellular free magne-
L. M. Resnick et al.: lonized magnesium in sium levels, Mg-io and Mgi were significantly related, r = 0.728,
diabetes. (p <0.001)

Diabetologia (1993) 36:767-770
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Table 1. Extraccllular and intracellular free magnesium levels in
normal and Type 2 diabetic subjects

Mg-t Mg-io Mei
(mmoll) (mmol/l} (mmol/T)
Control subjects (.56 0.630 2233
(r =30) + (.01 +0.008 +8.3
Type 2 diabetes 0.81 0.552¢ 184.1°
in=22) +0.05 +(.008 +13.7

#p < (.001 vs control subjects
Mg-t, Serum total magnesium; Mg-io, serum ionized magnesium;
Mgi, intracellular free magnesium

L. M. Resnick et al.: lonized magnesium in
diabetes. Diabetologia (1993) 36:767-770
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0 Houxvotnta tng umopayvnoloLpiog ota atopa pe XA sivol 14-48% svw ota
ducololoyika dtopa 2.5-15%.

o Mo ouyvn otig yuvaikeg (2:1).

o KOpleg attieg Tng umopayvnolatpiag otov XA ival n pELwWHEVN Statpodlki)
npocAnyPn kabwg kot n auEnMévn anwAeLla e Ta ovpa. JUUBAANoOLVY :
0 Qopwtikn dtovpnon
O  Ynodwodatalpia, utokaALlaLia
O Imepopatiky umepldnbnon
O MetaBoAkn o€Ewaon

0 H umepyAukatlpia kaBwc Kat n avtiotaon otnv WWOOoUALvn TTPoAyouV TNV anwAesLa
Lolyvnoiou ota ovupa.

Gommers L et al. Diabetes 2016;65:3—-13
S
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TH
o ¢ My,

= Altia umtopalyvnotlaiog oto atopa e ZA

o Attia rtov oxetiovtan pe to NEZ ocvotnua.

O NeupondBela tou autovopou NI cuVOEETAL LE YOOTPOTIAPEDH, YOLOTPOOLOOPAYLKN)
naAwvdpounon , Stappoleg kat mBavweg dtatapaxn tng arnoppodnonc payvnoiou (oxt
BEPalo).

o Nedpwa aitia

O Auvénuévo mpooupo SinBeital oto oneipapa : AOyw tNG UTEPYAUKALUIOG (WOUWTLKA
Sdtovpnon).

O MetaBoAkn ofcwon (StafnTiki KEToEEwaon) Kol UTTOAEUKW HATWVALULia : AuEdvouv To
LOVIOPEVO Mg Ttou prtopet va 6inBnBei oto omeilpapa. H Asukwpativoupia mpodyet
eniong tnv vedppikn anwlela (cuvdeon aABoupivng kat poyvnoiou).

0 H enavappodnon payvnoiou Kwveital mapaAAnAa pe Tnv emoavoppodnon vatpiou.
YPnAn por) oUpwV HELWVEL TNV emavappodnon payvnoiov kat oto TAH.

O Melwwpévn emavappodnon oto DCT Aoyw €AAeLP NG LVOOUALVNG 1} avTtiotaong otnv
Sdpaon ¢ (kavaAl petadopac TRPMS).
Gommers L et al. Diabetes 2016;65:3—-13
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TH
o ¢ My,

= Altia umtopalyvnotlaiog oto atopa e ZA

0 MetaBoAkeg StatapoyEG.

0 YrnokaAwoupia : >to TAL n umokaAlotpio HELWVEL TNV SpaocTtnpLOTNTA TOU CUMUETAdOpE
Na-K-2Cl , tnv €e€wbnon kaAiou pEow tou KavaAlou ROMK kat €toL n peiwon tng
StapepuPBpavikng dtadopac Suvapikol mou CUPPAAAEL TNV TTAPAKUTTAPLKN
gnavoppodnon payvnoiou.

O Me dyvwoTo PNXaVIoUO LELWVETAL KOL N emavappodnon payvnoiov oto DCT.

0 Ynodwodataiwuia : H umopwodatatpio LELWVEL TNV EMavappodnon Hayvnoiou.

MetaBoAwkn o€éEwon : Melwvel tnVv €kdpaon twv TRPMé6 oto DCT.

0 ‘EAAewpn wvooulivng, avtiotaon otnv WoouAivn : Augdvetal n anwAeLa poyvnoiouv ota
oupa.

o XpnRon dtoupnTikwv. MeyahlUtepn anwAela BewpnTikd Pe SLoupnTIkd ayKUANG o€ oxéon
ne Belalldika (Ayotepo payvnolo sival dtabeatpo yla «omatain» oto DCT amno otL oto TAL).

o XTtnv Xpovia xprnon Belalldikwv avadepetal LeLwUEVN EkPpacn TRPMG.
Gommers L et al. Diabetes 2016;65:3—-13
Y
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Mayvnolo ko ZA

0 Hunopayvnolapia (<0.7 mmol/L) oxetiletal pe tnv epdavion ZA.

o H unmopayvnotlatpio oxetiletal pe TNV ypnyopotepn EEALEN TNC VOOOU KAl TWV
ETUIMAOKWV TNC (1tY TNS VEPPLKAC VOOOU).

0 KAWLKEC peAETEC amodeLlKVUOUV OTL OE UTTIOUAYVNOLOLULOL UTIAPXEL LELWUEVN
SpaoTNPLOTNTA TWV TTAYKPEATIKWY B KUTTAPWV KOl LELWUEVN EVALoBNoia TwV LOTWV
oTNV WVOOUALVN.

0  Meléteg umodelkvuouyv eniong OtL n dtattntik pooAndn payvnoiov BeAtiwvel
TOoV METAPBOALOMO TNG YAUKOING KoL TNV evaloBnoio Twv LoTwV O0TNV WVOOUALvN.

o MHXANIZMOI :

0 Hoavtodwodpopuliwon tou urtodoxea tn¢ tvoouAivng e€aptatal amnod ta evbokuttapla enimeda Tou
payvnoiou.

O To evdokuttaplo payviolo pubpilet Tnv yAukokwaon , ta kavaAla Ky, kot ta kavadia Ca L-tumou ota
B kUTTOPA TOU TIOYKPEATOC.

Gommers L et al. Diabetes 2016;65:3—-13
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Ynopoayvnolalpia kot veppondBdeia otov ZA
TUMov 2

Log relative hazard
=
L

1.6 1.8 2.0 2.2 24 2.6

serum magnesium (mg/dL)
Figure 2—Estimated log-relative hazards for the primary outcome in a multivariate regression
spline model in type 2 diabetic nephropathy subjects. The model was adjusted for age, CCr, UP,

HbA ., serum P and albumin levels, ACEIVARE use, loop or thiazide diuretic use, and MgO use.
The solid line represents the estimated log-relative HR, and the dashed line represents the 95% CI.

Diabetes Care 35:1591-1597, 2012
A
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o Avrtiotpoda : H voouAivn amoteAel onUAVTIKO pUBULOTLKO TTOPAYOVTA TNG
OMOLOOTAOLOG TOU payvnoiou.

0 210 veppO N LVOOUALVN EVEPYOTIOLEL TA KAVAALO payvnoiou Suvapilkol

neAaotativng tumou 6 (TRPM6) ou kaBopilouv tnv TEALKN €KKPLON payvnoiou
oUpWV.

0 AogUeveic ue ZA kau vurtopayvnolatuio ELCEPYXOVTAL OE EVAV (PAUAO KUKAO Oomou n
urtouayvnotlapio avédvel tTnv avtiotaon otnv tvooulivn Kat n avtiotaon otnv
tvoouldivn avéavel tnv anwAsia yayvnoiou.

Gommers L et al. Diabetes 2016;65:3—-13
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S ’?% H augnuévn TpéoAnyn Hayvnoiou HEIWVEI TOV KivOuvo ggpaviong ZA :

i f 2xéon TPoOoAnYng payvnoiou Kai TitTTTwong ZA.

%} \\j§ (yia ka@e 100 mg avgnong nuepnoiag TpdoAnyng)

Morpe WS-
. Relative risk
Study (95% Cl)
Kao et al,, 1999* & 0.86 (0.63-1.18)
Kao et al, 19991 L »1.00 (0.82-1.22)
Meyer et al., 2000 L 0.86 (0.75-0.99)
Lopez-Ridaura et al,, 2004 (HPFS) B 0.82 (0.74-0.91)
Lopez-Ridaura et al., 2004 (NHS) —— 0.80 (0.74-0.86)
Song et al., 2004 : 0.90 (0.81-1.01)
Hodge et al., 2004 —— 0.94 (0.87—1.01)
van Dam et al., 2006 = 0.71 (0.62-0.81)
Overall - 0.85 (0.79-0.92)
06 0.7 08 009 111 12
Relative risk

Helmut Geiger, and Christoph Wanner Clin Kidney J 2012;5:i25-i38 CKJ
CLINICAL KIDMEY MOLUIRMAL
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2XEon payvnoiov pe kivéuvo epdaviong ZA

Study Population Follow- Multivariate RR (95% confidence interval)
(cases/total) up, years | (highest vs. lowest) and p for trend”
Nurses’ Health Study’*® 4085/85060 18 0.66 (0.60-0.73). p<0.001
Health Professionals Follow-up | 1333/42872 12 0.67 (0.56-0.80, p<0.001
Study ®
Atherosclerosis Risk in | 1106/11896 6 0.95 (0.52-1.74) for Blacks, p=0.47
Communities Study 0.80 (0.56-1.14) for Whites, p=0.49
Towa Women'’s Health Study ¥’ 1141/35988 6 0.67 (0.55-0.82) P=0.0003
Women’s Health Study ° 918/39345 6 BMI>=25:0.77 (0.61-0.98) p=0.02
BMI<25: 1.77 (0.95-3.32) p=0.29
Melbourne Collaborative Cohort | 365/31641 4 0.62 (0.43-0.90) per 500 mg/day magnesium
Study’ increase
Black Women’s Health Study™ 1964/41186 8 0.69 (0.59-0.81), P trend <0.0001
The  European  Prospective | 844/25067 7 0.99 (0.78-1.26), P, NA
Investigation Into Cancer and
Nutrition (EPIC)—Potsdam
study™
Meta-analysis Year Studies No. of cases/total Summary RR (95% CI)
Larsson SC, Wolk A. | 2007 7 10,912/286.668 0.85 (95% CI, 0.79-0.92) per 100 mg/day
>1 increase).
Schulze MB, et al.*® 2007 8 8,459/228,997 0.77 (0.72-0.84)
Dong JY. et al. > 2011 13 24,516/ 536.318 0.78 (0.73-0.84)

RR.: relative risk: NA: not available: No.: number.
a: Multivariate-adjusted RR represented those comparing the highest category with the lowest category of magnesium intake; p for trend
indicated the linear trend across quartiles or quintiles of magnesium intake.

N A J Med Sci. 2013;6(1):9-15
S
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Mayvinolo ko evatesOnoia otnv WWooulivn
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Insulin
Receptor

Lipid Cell Growth
Metabolism Synthesis Differentiation

Gommers L et al. Diabetes 2016;65:3-13
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H

sl : Mayvnoto kat evatesOnoia otnv tVGouAivn

o Avo wovta payvnoiouv cuvdEovtal oTnV MEPLOXA TOU
UTtoSOXEQ TNG LVOOUALVNG TTOU OXETL{OVTAL UE TNV

SpaoTNPLOTNTA TUPOCLVLKNG KIVAONC. l
o HolUvdéeon auti mpodyel tnv ouvéeon Ue to ATP 4{ m

Insulin Receptor

~ CellMembrane ‘

avavovtag tnv evIVUIKN Spaoctnplétnta Tou E— ,
urtodoxea. v /

o ToMg2+ amoteAel GNUAVTIKO TOLPAYOVTIA TNG A 2§ Mg
avtodwodopuliwong tou urmtodoxEa tnG LWoouAivng. ., i /

0 H pewovektikn avtodwodpopudiwon tou urmtodoxéa tng
LVOOUALVNG E€Lval 0 CNUOVTLKOG UNXOVLIOUOC UE TOV OTtoLC
N uropayvnolatpio cupPAAAEL otnv avtiotaon otnv l
WoOUAivn ota dtopa pe SA.. Ol P e sAl

o To Mg2+ auéavel tnv ékdppaon Twv GLUTT kalt GLUT4 N
OTOUG HUC. (AyVWOTOC HNXAVIOUOC). 4

0 Xe ENewdn Mg2+ , auvéavetal n dpaoctnplotnta TNG \

Cell cytoplasm

Tyrosine kinase

Insulin signalling activated

Insulin

PEPCK oto nmap (veoyAukoyEveon). \ Na+ e
o ToMg2+ amotelel onUAVTIKO AVTLHAEYLOVWOEC \\\ L il )
HOPLO. ZTa AUtoKUTTAPO OTa IaXUoapKo ATOUA N J— Sl

urtopayvnolatpia avéavel tnv €kppaon IL-1 kat TNF-a.
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Mavvﬁclo KoL evatcbnoia otnv t(vooulivn

Insulin

®
IQ l Q @ subunit

/\

Insulin receptor

Glucose

I

PC-1

Thiazolidinediones

Plasma membrane

= ~ o i ol )

@' "FJ -
B
i\ ) B subunit

\J \J

PKC ""'/IRS | 1R< 3)

/&Y—% ‘74

(Tyr ) T)y ‘
R d
L

/l\ 1
. GLUT 4 \\_) '

ranslocation

Tyrosine kmase

l / ycolySIS

[Mg?]

v
PPAR -
2

Intracellular magnesium and insulin resistance. Volume 17, issue 2, June 2004
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Mayvnoto kat evatcOnoia otTnv LWGoUAivn :
e OMEOCEC KOl EMECEC OPACELC
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‘ [Caz+]i —» * [Mg2+]i ———— 'Ty:z:stiir\u/ie{;inase

4Pi<c /

Calcium mediated
vasoconstriction

\j
Blood <——— Insulin Insulin
pr¢essure ™ | resistance sensitivity
Hypertension Type 2 DM

Intracellular magnesium and insulin resistance. Volume 17, issue 2, June 2004
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Mayviolo Kot NTTATkog HETOBOALOHOC YAUKOING

Glucose Insulin Glucose

LR.
Cell Mrﬂ:m Glut2
Glut2 1\ ’ cytoplasm i
v

GlucoKinase

(GaP=Ff + G)
Glucose & Phosphatase

G6P

/ Hexose 6 Phosphate

| Dehydrogenase
Glycolysis G&P +NADP = NADPH +

E-pﬁasp#agkmmaiadme
Pentose Shunt
Pyruvate Acetyl-Cod
p-oxidation
. . Cholesterol
Mitochondrion FAS synthesis  synthesis

Intracellular magnesium and insulin resistance. Volume 17, issue 2, June 2004
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Mavvﬁclo KOl EKKPLON WWOOUALVNG

Membrane
depolarization

Glucose

L-type

.Ca2+
Ca2+ channel

Glucose @
-6-phosphate

PANCREATIC
B-CELL

Insulin

Gommers L et al. Diabetes 2016;65:3—13
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1" §padon :
O Hdpaon ¢ yAukoklvaong e¢optatal amno 1o
MgATP-%

0 Mewpéva enimeda poyvnoiov HELWVOUV TV
ouvbeaon tNG YAUKOING LE TNV YAUKOKLVAON.

2n épaon :

0 Mapoucia Mg?*, n Spactnpldtnta Tou
kavaAwou K, kabopiletalamd tnv oopporia
HeTa&L MgATP (duololoyikd petafd 1 kal s
mmol /L), kat MgADP.

0 Houvbeon kat twv duo ( MgATP kat MgADP)
ot SURT umopovadeg avoiyouv ta KavaAla. e
anouoia payvnoiou 1o ATP kAeivel Ta KavaAla
Karp HE QEON OUVEEDN HE TG UTIOUOVASEG
Kiré.2.

3n épaon :

O  Humopayvnolotpia PELWVEL TNV EKbPach TwV
KavaAlwv aoBeotiou L-TUTIOU HlewvovTag
EUUEOQ TNV EKKPLON LVOOUALVNG.

ATO TIC SpACELG AUTEG uOtdZEL TOo Mg va €xel
avaota)\tu(r] S6paon otnv EKKpLO'r] LVooUAivng.
Marti tote n uTopayvnolalia cuvdEeTal e
HELWHEVN EKKPLON Lvoou)\tvnq, (aAAeg
dpaoelg; EmBiwon B kuttapwy;)
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Nedplkn emavappodpnon payvnoiov
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)
Mg*™ ; {TRPM6} MeTtd tnv omelpapatiky Stbnon, to
(Filtered) {Passive} 5-10% LOVLOMEVO HayYVHOLO Enavoppodatal
15-25% t 0 : AIAANA 3 )
100% 0 — nadnTkad mapAAANAQ LE TO VATPLO OTO €yyUG
+ 4+ ’
1K owAnvdptlo (PT);
= DCT 3TNV CUVEXELD, eavappoddTaL
PT TaPAKUTTAPLKA SLa TG claudin 6 (CLD16;
= {CLD16} CT paracellin 1) oto axL avidv TUAUA TNG
[‘f * 65-75% g aYKUANG tou Henle (TAH); Kat téAog,
enavappodatol SLAKUTTAPLKA oo Ta
N\ v I . .
KavaAla transient receptor potential channel

melastatin (TRPM6) ota Anw eomelpapéva
owAnvapta (DCT). CT, aBpoloTtikd cwAnvapla.

l

{Excretion}
1-3%
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7, gmavappodnon Tou payvnoiov

PRO-URINE

210 vedpo, TO HayVvAOLO
enavappodatal madnTika

OTO €yyu(g ow)\nvd'pto (] 0- —
25%) Kol 6TO TIaXU VIOV CONVOLUTED —
OKENOC TNG AYKUANG TOU TUBULE
Henle (TAL) (60— 80%).

Ouwg n pubpuion tng

TeEAKNG armoBoAng ota

oupa ylveTal 0To AW

EOTIELPAPEVO OWANVAPLO

(DCT) (5—- 15%) omou n

Slakuttapikn

enavappodnon kabopilet

TNV TEAKA AMWAELN V
Hayvnoiou ota oupa. @ Na-K-ATPase

TRPM&. transient receptor

Kird.1

potential channel Insulin
melastatin 6 (TRPM6) Receptor ( @

BLOOD

Gommers L et al. Diabetes 2016;65:3-13

~®

Na+ K+
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AL0pOwon uTtopayvVNoLaLMLOC

o Au&non npooAnyng payvnoiou pe tnv tpodn.

o Mpoidvta ooylag, oompla, Enpot kaprmol Omwe To apUuydoAa Kot Ta KAoLOUC,
SnuNTPLOKA OALKAC AAECEWC , dpouTa Kol AoXOVLIKA OTIWCE TO OTIAVAKL, Ol UTTALLLEG,
TO 0€0KOUAO, Ta amoénpapeva Bepikoka, Ta afokdavto

magnesium

12

Avocados Potatoes Brown Rice Cashews

Clin J Am Soc Nephrol 2: 366—-373, 2007
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AL0pOwon uTtopayvVNoLaLMLOC

0 Avrtiuetwriion SLaBntikng yaotponapeonc.

o Melwon dwappotac (SLaAuTég lveg, pkpa yeupata, eAeUBOepa YAOUTEVNCG,
TLEPLOPLOMOG AaKTOLNG, KAovidivn KATT).

0 Mewwpévn vedpilkn amwAeLla : AuotnPOC YAUKALULKOG EAEYXOC, amoduyn
uTtEPPOPTWONC OYKOU KATA TNV UTEPYAUKALULQ, xprion dappakwy asova
(AMEA/AIIA).

0 Avtkataotoon SloupnTkwy oV XPELAOTEL pe AAAO dAppako, avamAnpwon
anwAelwv KaAiov kat pwodopLkwv.

0 Xopnynon cUUMANPWHATWY payvnolou pe okomo enineda payvnoiov 2.0 €wg 2.5
mg/dl.

0 (1 amp payvnoiou iv epléxel 4.06 mEqg Mg*™ = 50 mg payvnaoiou).

Clin J Am Soc Nephrol 2: 366-373, 2007
|
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s Xopriynon payvnoiov ota atopa He ZA

£
) N
Doy W

o Hxopnynon payvnoiou og dtopa pe 2A yla HeYAAo Xpoviko dtdotnpa BeATlwvel
TNV evalcOnoia otnv WWooUuAivn.

0 2e atopa pe A n xopnynon 3yp/ nuepnoiwg yia 3 eBdopadec BeAtiwoe tnv
EKKPLON LVOOUALVNCG.

0 300-450 mg nuepNoiwg o€ pOLPACHUEVES SOOELC.

o MAG-2: 2-4 pUoLyyeC NUEPNOLWC. 1 amp 10 ml: 122 mg OTOLXELOKO HayVHOLO.

o Trofocard : tabl 614,80 (60,77 mg otolxelako payvnolo) tabl kat dakeliokol 1229,6 (121,56 mg
OTOLXELOKO payvnolo), oe pakeAiokoug 2459,2 (243 mg OTOLYELOKO HAYVHOLO).

€D sachets o]

0 SOLUMAG FORTE : amp 2.81 gr/10 ml (243 mg otoweLakd payviolo).

ral granules in single dose
di
ARTATE HYDROCHLORIDE

P e
=

S

T
sol“‘“ag -
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Proton pump inhibitors and
hypomagnesemia: a rare but
serious complication

Meilwon tng evtepLkng amoppodpnong
payvnoiov pEocw PeTaBoAng tou pH pe
Toug PPls Ttou emtnpedlel TNV CUYYEVELD
Twv TRPM6 /7 e TO payviolo.

Eldkn) mtpoooxn otav AapBavel o
ao0Bevig kal SloupnTika.

Kidney International (2013) 83, 553-556
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Mayvnoo kot SGLT2

A B ~ —wr o Novrtikia KO otov ouppetadopéa
T TR SGLT2 napouatalouv yAukoloupia Kot
o- N=21 — 5004 N=24 |—| ° ' ' '
E i @ =g . auvénuevn amwAela payvnoiov ota
— - Sp— ~N E !
:5; % Ntz ‘g’.:.:‘; ouvpa.
b % ?® s ,
£k ) 12" 4 «_gg . 0 e HeENETEC OE AVOPWTIOUC Ue
§ & =lm 2™ ww  wm avaoToAelg twv SGLT2 bev
> 0 v T T T I 7 7
Water Urine WT Hets T napatnpnBnkav aflohoyeg petaBoleg
Consumed  Collected ota enineda payvnoiou.

C - - D
s T8 N=24 g ::: N=24 J Am Soc Nephrol. 2011 Jan; 22(1): 113-123
25 2 354
4 2 30-
g%. N 25 Mwkpn avénon pe tnv damayAipAolivn ota enineda
gé, 2 ?2 nayvnoiou oto aipa (0.30-1.0 mEq/L) pe tnv 8éon
ga g ;::: N=1;‘":=2‘ Tou 5 mg o€ povoBeparneia.

0.0- Aoocoegeptwpevn avénon Twv emmedwv payvnoiou

Urea (mmol/ Creatinine Ca? Urate Na*

259) (umoli25 g) (umolid) (mmolid)  (mmol/d) napatnprBnke pe v kavayAipAodivn.
E Méon avénon payvnoiou kotd +8.1% kot +9.3%
g avr?ormxa pe 100 kat 300 mg kavoayAipAolivng
o avtioTtolya.
‘é% Mukpr) avénon tng td€ng 0.1 mmol /1 kat pe v
E eunayAipAolivn 25 mg x1.
[~}
£
<

Phosphorus Mg?*
(umol/d) (umol/d)
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o Mayvnoto kat AtaBAtng

0 YmokoAlapio- Atatopaxec kaAiov otov appUOuLeTo ZA Kot
otnv dtaBntikn KeETo¢Ewaon.

0 YrepkaAlatpio- YrtepKaAlaLpio 0Tov UTTOPEVLIVOLULKO
UTtOaAOO0OTEPOVLIOUO.
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METAKINHZH KAAIOY MEZQ THZ KYTTAPIKHZ
MEMBPANH2

Na,K-ATPase H cuykévtpwon tou K* ota kUttapa eival oAU peyaAltepn
> QIO TNV QVTLOTOLXN OTO EEWKUTTAPLO UYPO KL AUTO Elval TO
(-) ®OPTIO 3Na’ anotéAeopa TG Slatipnong apvnTikou NAEKTpLKoU dopTiou
OTO E0WTEPLKO TWV KUTTAPWV.

To apvntiko auto ¢optio ouvtnpeital anod tn dpdon tng
M O avtAiag Na-K-ATPaong ntou Byadel 3 katiovta vatpiov £§w
OIto TO KUTTAPO yla KAOE 2 katiovta KaAiou rou Balel
MHEéoa o€ QUTO.

2K’ ErunpooBétwg, o K* Ba pmopouoe va ByeL amod to KUTTapo
nadntika, Aoyw Sladopag ouykeEVTpwaong, amo Stavloug K*
TIOU KOTA KOVOVA OUWCE Tapapéevouy KAslotol, epnodilovtog
TNV avAamntuén NAEKTPOXNLKNG LOOPPOTILAC EKATEPWOEV TNG
KUTTOPLKAG LEMBpPAvVNG. Emopévwg, aAAayn 0TV KOTAVOUN
Tou K* ekatépwOev tng pepBpavng Oa prnopovos va
oupBel eite og petafoln tng dtadpopdg Tou NAEKTPLKOU
SuvapkoU TG LEUBPAVNG elte o€ Avolypa Twv StavAwv K*

Seldin and Giebisch's,
The Kidney, Physiology & Pathophysiology, 4" Ed. Elsevier Inc/Academic Press, 2008
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H peTtakivnon yAukodng Kail KaAiou 0TOUuG HUG
ME TNV OpAON TNG IVOOUAIVNG.

Glucose InsulinO Na,K-ATPase
+
; N /!‘ v,r. )
' i =1 Y Y N g 0900,
3 — pB6bt 658 3 bé L N
5 2 .o'.«'
. +
oo ‘ P . P :
oo O 4
[or s
<X = "_.o ‘
)
',' 3 ‘.,'.:’.
= - . "o';'t ’..
. = o .‘:v 0 =<0
‘ \ 4 3 y 1 -.‘. ._ :‘:. ..:-' ,' ».. M
=D -t =L
=R . =0
T Jaelevaen
s JE0NAN o B,
o'-’,:. GALARRIES AR .‘v.
o o .o’«‘.\.’
& Q000 Q0 00 RTLEHD
XA G \HO
A BB oY
le 0000 000 0000 ov
Ho K CJASN 2011;6:1513-1516
I. lwawvidng- latpeio AraBnitn kot Naxvoapkiog-revikd Noookopeio N. lwviag KwvotavionoUAeio Matnciwv

jejeleielelele]

o

31 31 A

5




KUttaptKﬁ METAKIVNON KaAiov

ATTAOTIOLNUEVO SLAYPAULO TIOU
Selyvel Toug onUavTIKOUG

Duabaln ' ;
/\ HETAPOPELC TTOU EUMAEKOVTAL OTNV
Na* Ko Thyroxine HeTakivnon tou kaAiou.
ATPase

K cesium
Aldosterone O /
—— .
Na* ) ©\® = X
e

Insulin
receptor a-AR B,AR

O O )

Insulin Catecholamines Catecholamines

Barium,

a-AR, a-adrenergic receptor; 2-AR, B2-
adrenergic receptor; AR, aldosterone
receptor; H+, hydrogen; K+, potassium;
Na+, sodium; NHE, Na+/H+ exchanger.

1. H woouAivn pecolaBel Tnv petakivnon tng
Na/K ATPase amo Tov evEOKUTTAPLO XWPO OTNV
KUTTOPLKN ETLPAVELQ.

2. H wooulivn Sieyeipel tnv Spaoctnplotnta tng
npwteivng avtaAhayng Na/H mou
deutepoyevwg SteyeipeL tnv Na/K ATPase.
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A Normal reciprocal relationship between Na+* and aldosterone

arterial blood volume

arterial blood volume

[ Decreased effective J Increased effective

Increased proximal

Increased renin Decreased proximal (Decreased reninJ
Na* reabsorption

Na* reabsorption

v
Increased distal Decreased
Na* delivery aldosterone

B Coupling effect of Na* and aldosterone in uncontrolled diabetes

Decreased distal Increased
Na* delivery aldosterone

above glucose T excretion of sodium || thiazide diuretics
ketoacid salts

Y

Increased aldosterone and
increased distal Na* delivery

Increased renal

[ Osmotic diuresis ] Increased urinary [ Loop and J
( )

max

K+ excretion

The NEW ENGLAND

Palmer BF, Clegg DJ. N Engl J Med 2015;373:548-559 JOURNAL of MEDICINE
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AwoBNTIKA KETOEEWON
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Av Sgv pnopei va petpnBel
KETOVN OTO aipa AapATtne

H OTtop€n KETOVIKGV YNEPIAYKAIMIA

OWHATWVY 0TA 0UPA >++ KAl XACHOTOG
aviovTwy >10 CUUIMANPWVOULV Ta
KpLTrpLa.

Stress umtepyAukaipia

‘Hrua

-pH 7.25-7.30
-HCO3 15-18 mEq)/!
«Xdopa aviovtwy >10
Méong Baputntog
-pH 7.00-7.24

*HCO3 10-15 mEq/I
Xdopa aviovtwy >12
Bapela KO

-pH <7.00

*HCO3 <10 mEq/I
«Xaopa avioviwy >14

TTeiva, vnoTeia
AAKOOAIKN KETWON

>250ng/d|

>3 mmol/I

Negpiki
FaAakTikA
®apUaKeUTIKA, UTTEpXAWPAIHIKA
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Blroxnukeg dSwatapaxeg otnv AKO

o Auénuévn yAukoln nAaopatog (300-800 mg%).

o Au&nuévn yYAukoln kot o§ovn ota ovpa.
o Auvénuéva enineda ketovwv (B-HB) oto aipa (> 3 mmol/l).
o pH aipatog <7.30 kot HCO3 <15 mEq/I.

o  MeydAa eAAeippoata 08atog Kat NAEKTPOAUTWV.
= Nepo 6-8 Aitpa. (100 ml/kg ZB)
«  Natpto 500 mmol. (7-10 mmol/ kg 2B)
»  KadAwo 300-1000 mmol. (5-10 mmol/ kg ZB)
«  XAwpto 350 mmol. (5-7 mmol/ kg 2B)
«  AoBéotio 50-100 mmol
Mayviolo 25-50 mmol.
«  Qwodpdpog 50-100 mmol.

0  AEUKOKUTTAPWOT, QUAQCaLpiaL.

I. lwawvidng- latpeio AraBnitn kot Naxvoapkiog-revikd Noookopeio N. lwviag KwvotavionoUAeio Matnciwv




H

D
Y
04’/4[ ““s(s

To KaAwo otn AKO

£
) N
Doy W

0 H petaBoAikn oé€won kat n eAattwpevn YAukoAuon (tvoouAworevia)
nipokaAoUV £€€060 Tou KaAiou armo ta KUTTapa KoL QUTO UIMOpPEL va KataAn el o
UTtEPKOALOLULLOL.

0 H wopwtikn dtovpnon kat o dsutepomnabnc aAdooTEPOVIOUOC (UTTOY KLU

adudatwonc) odnyolv oe onpavtikn KaAtoupnon Kat EAAELUpO KoAlou.

o Otav urtapyel uTtoKaALaLULO TO EANELLHA Eiva TTOAU peYAAo Kal cuvRBwg

OUMMETEXOUV KOl TIAPATETAMEVOL EUETOL N Beparmeia pe StoupnTika.
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KaAwo kot oéeofaocikn Lcoppomia
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pH 72 | 73 | 74 |75 |7.6 |K*€AAsipypa
50 | 45| 40| 35 |30 0 mEg
K+opod | 45 | 40| 35|30 |25 | 100 mEq
40 | 35| 30| 25 |20 | 200 mEq
35| 30| 25|20 |15 | 400 mEg

O&cwon AAKGAwon
KUTTapo ECF KUTTapo EC
Y P
3 K+ = 3K+ H+ 3K+ <— 3K+
K+ |(+
H H+ Wt |
2Nat 2 Nat . 2 Na+ 2Na+
s L oupu
__ )
H*T "O%va olpa H+! aAkaAika oUpa
K+l xapnAb K+oupwv K+1 ClUEnI.IEVOK"' oupwv
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YIPA iv
1.

AATOPIOMOZ ANTIMETONIZHE AIABHTIKHE OZEQEHI
1.0 L0.9% NaCl aova wpa apyixa (15-20 ml/kg/hr).

INEOY AINH

1. iv yopripmon
bolus 015 u fEIAG ZB

Av ymovKopio:
Tuweyifoups 0.9% MaCl

Koo S AT OTTons TTAG,.

2. iv &yxuon pe ourhic
0.1 wikdho Z8S wpo.
A Oy Tramel S0-70 mg 3 (17 wpa)
AMTALMooUa: pofls JEypI
1) TrTIO] v o S0-FOmg % fopo

Av PETpIO UTIOTOOT):

0.9% av 10 Ma v gopnio
0.45% o 1o Ra uprhad.
t4-14 mikghr)

A 10 baolus iu Iy owd dp,
TropoTd atoy SiopBoEEl
Av 10 oaKycpo <250 g eS0T (RETIOT.
DivS%s gz Samp MaCl
150-200 mih pg Tropd A AR
iv eouaien 0.05-001 ik

Trdyog - 150-200 mog%e

KAAID
1. ov opymd <3.3 mEqgA

stop moounive
40 mmold (3 amp KD hr
pEYp =3.3 mEgA.

2. ov mavm awd 5 mEgi
gl KAAID-Ehay o vl 2mpo.
J.ov >3.3 mEgd ko <5 mEqga

1-2 amp KCl owd ATpo uypoy
TrEOTdE ¢ ka0 4-5 mEga.

HCO3

1. av pH >7.0

.

2. ov pH 6.9-7.0

S0 mimol NaHCOS aes 200 ml H2O0.
Pary : 200 mif oy,

3. av pH <6.9

S0 mimal MaHZO3 ae 200 ml H2O.,
Par : 200 milf dp.

EMyyoe ovd 2wpo pExp pH=7 .0
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Q Tabl Trofocard 5 mEq/tab.

=
0 AKO:Ze K <5.3 mEq/L kaidoupnon >50 ml/h ermuParAetal n xopriynon
KaAlou.
0 2e umopayvnolatpia ( TmEg=12 mg Mg) :
0 30-40 mEq nuepnoiwg og Bapld utopayvnolatpio
QO Sach Trofocard 10 mEq/sachet

*.
0 10-20 mEq o€ pikpotepn ENAedn.
O Amp Mag2 : 10 mEq/amp
O Solumag forte : 20 mEq/amp

0 1 evéowun amp 5ml: 5 mEq
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=
o Mayvnoto kat AtaBAtng
0 Alatapaxec Kadiou otov appuButoto ZA kot otnv dtafntikn

KETOSEWON.
0 YREPKAALOLULO OTOV UTTOPEVIVOLULKO UTTOOAASOOTEPOVIGHO.
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a0 2e ouvduaouo pe 2A (50%)

0 'Hma acUURTWHOTIKA UITEPKAALOLLO cUVABWC

0 ZUVUTTAPYXEL AT EKTITwon VEPPLKAG AELToupyiog

0 ZUVUTIOPXEL ATILOL UTTEPXAWPOLLULKN HETABOALKA 0§Ewaon

0 'EAAewpn aAdootepovng (UTTOPEVIVALULKOC UTTOAASOOTEPOVIOUOC)
avtiotaon otnv 6pacn tng aAdootepovng.

0 Mewpévn napaywyn pevivng : EkpuAlon- ivwon mapaoTelpoLaTIKAG
OUOKEUNC, LELWHEVN cuumradntikn dpaotnplotnta (veupormabeta ANZ) .

o AvaotoAn ocuvBeoncg mpootayAavovwy (PGE2) artd NSAIDS.
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ETravappopnon dITTavlpaKIKwvV-
E£YYUG eoTrEIpapévo ocwAnvapio (PCT)

\’k\\“\‘\ A7p, 5’0
A
/0’//4[ o

= Proximal tubule epithelial cell \
—_— = il
P ——
H* = ' -
H*  + HCOZ B Nat
/ HCO;"
(secreted) (flltered) C 02 + H,0— HyCO, X o /I: 3
e H 3 =
) s«_-.: i
H2CO3 . . HCO3~
B — ===
- — -.————————___ ===
H,O + C02 ;'l/_';,ﬂl | -
e . Peritubular
Tubular fluid = /) fluid
e %07
T Rl

A’ MaBoAoyikr KAivikA kai AlaBntoloyiké laTpeio

"N.N.lwviag «KwvoTavtomrouAeio Martnoiwvy» I.J;I.'.H.l
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Avayévvnon HCO3 :0 yeTaBoAIONOG TS YAOUTAMIVNG
OTO £YYUG eOTTEIPAPEVO owAnvapio (PCT)

%ﬁ_ﬁ // Peritubular
— E—— S fluid

Tubular
fluid
NH,* -
\ Na*
: NH; + H*—> NH,*
Glutamine < Na*

HCO;4 HCO,

y HCO,
e

e "’—\iz

A’ MaBoAoyikr KAivikA kai AlaBntoloyiké laTpeio ok
FN.N.lwviag «KwvoTtavrotroUAeio Matnoiwv» l.&.‘.l.l.l
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H ékkpion KaAiou oT1o ATTW CWANnvapio : Ta Baocika £y
KUTTGpa %@/@mnn“\\‘»\\§
KaBopLotég tng €kkpLong K* oto aBpolotikd cwAnvaplo

. Toa kUTTOPA TTOU €KKPivOUV KAALO 0TO aBpoLoTikd cwAnvapLo eival ta Baoikd (kUpLa) KUTTapa.

. H kAlon K* dnuoupyeitat amno tnv Na*-K*-ATPase

. H Stamepatotnta K* otnv kopudaia pepPpavn kabopiletal anod ta kavaiia K*

. H emavappodnon tou Na* dStapéocou twv kavaAlwv ENaC odnyet otnv dnpoupyia apvntikou SuvapLKou

OTOV QWUAO ToU oUupodOpou cwAnvapLlou pe dnuoupyia apvnTtikng Stadhopds SUVOULKOU SLOKUTTAPLKA.

. H aAdootepovn ouvdéetal pe evOoKUTTAPLO UTIOSOXEQ KOL TIPOAYEL TNV TTAPAYWYI) TIPWTEIVWV HE
kuplapxn tnv ENaC.

ENaC KavaAi

Na* - Z %
\
I/ \ 3 Na+
AUASC , A \
, ] €rereneanea = Aldo
owAnvapiou \ /
&
\ -~ s
ROMK kavaA KuUpla kUTTapa
o0
Kopugaia BaoikA kai TAdyia Y




ETTavappo@non KaAiou 0To ATTW £CTTEIPAMEVO
CWANVAPIO : Ta EYROAINO KUTTAPO
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Kopiog kaBopl1oTAG TNG eTTAVATTPOCTANYNGS KaAiou oTo aBpoi1oTIKO owAnvdpio givai :
Ta KUTTOPA TTOU ATTOPPOPOUV KAAIO €ival Ta evOIANECO KUTTAPA.
Ta KUTTapa auTd gival uTTelBuva yia TNV atmekkpion H*

H atmmoppdepnon cival evepyn kai jeooAaBeital ammd tnv H* K+*-ATPase 1Tou
BpiokeTal 0TV KOpU@aia HENPBEAVN TTOU TTPOAYETAI ATTO TNV AAdOCTEPOVN.

Kopugaia Baoikn -rAdyia

HCO;




O¢£won oTOV UTMTOPEVIVALULKO UTTOOASOOTEPOVIOMO
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5. H neploosia K+ HELWVEL TV OLUHLWVIOYEVESH KAl TV
aroBoArn 0§€o¢ oto PCT pEow TNG EVOOKUTTAPLOG

oAKAAwoNgG.

-

1. Amnotu)ia EKKkpLong
tou K* oto CCD

2. Nepioosia K+ oto cwpa

3. Eloodo¢ K+ ota KUTTOpQ
oto PCT.

< O\

Na*

HCO;- (1) Na*

H* H*
Y _V (3) HCO,"
CO, + H,0 —

\,

N
Q.

v

\ 4

L1 1
s

K+

H+

/

)
PPN —

J

4. AAkadomoinon Twv kuttapwv PCT Aoyw

K*/H* avtaAAayn¢
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0 XapnAQ eTES A AASOOTEPOVNG  mmmmmemdy  YTIEPKOAALOULULQL
o MNopepnddion mapoywyng apUwviou Kot ameEKKPLonG 0€€og oto VEDPO
— MeTaBoAikr) utepxAwpALULKA OEEWON.

o H avéantuén evbokuttdprag aAkdAwaong Helwvel TV £kkpion NH4+ oto eyy0g owAnvapto, TTAPAAANAQ
LLE TNV HELWON TNC EKKPLONG LOVTWY USPOYOVOU OTO AW CWANVAPLO (AOYW TNG LELWUEVNG
aAbdooTepovNC Kot TG Spaong Tng ota epBOALLO KUTTAPQ).

0 H petaBoAwkn oéwon eival Arma (HCO3>15 mEq/I). To pH twv oUpwv av kat Sev gival

TTavta XonAo gival ouxva Katw amo 5.3. (o avtiBeon pe tnv N2O tumou 1 movu sival mavta
>5.3).

0 H wkavotnta ofvomoinong twv oupwv odelleTal oTtnV avenapkr moocotnta dtabéatpov NH3
yla va e€oudetepwoouyv ta Lovta udpoyovou.
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YROPEVIVOLLKOG UTTOAAOOOTEPOVIOMOC

uvduadetal Pe NTLOL A LETPLO VEDPLKI AVETIAPKELQL.

Eudaviletal cuvnBwc otnv dtaPntikni vedpomabela | otnv Xpovia
dlapeon vedplitida.

Dappaka : NSAIDS, AMEA, nrapivn. (cuvnBwc og atopa e
npoUndpyouvoa NN).

AcBeveic pe avtiotaon otnv dpdon tng aAdootepovng (BAAPN anw
EOTIELPALEVOU CwANnvapiou) mx dpemavokuTTapLkn avatpio, kahonong
UTtEPTTIAQLCLA TTPOOTATN, OTILPOVOAOKTOVN).

Awdyvwon : H ebpeon vmepkaAlatpiog pe petafolkn oEwaon pe
bGUGOLOAOYLKO XA OVIOVTWY (UTIEPXAWPALULKE) , LE PUCLOAOYLKA XA LLNAO
pH oUpwv (<5.5) kot OeTIKO XAopa avioviwy ota ovpa enBePBatwvouv
v diayvwon.

Nepawtépw emPefaiwon pe tnv kKAaopatikn anékkpion HCO3 <10%
kota tnv €yxuon HCO3.
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KAion kaAiou d1aocwAnvapiakn a

AlaocwAnvapiakni KAion
KOoAiou

KAivikoi deikTeg éKkpiong K* oT1o @Aoiwdeg
aBpoioTIKO owAnvdpio

TTKG = CCDy/ P,

CCDosn «  TTKG = AOYOG TNG GUYKEVTPWONG
CCDy = Uy x OTa 0UPa Tou K* GTO QAOIDBES
Uosm aBpoloTiKO CWANVAPIO TTPOG TNV

ouykévipwon K* oto TTAdoua.

CC DOsm - IDOsm

. CCDy ekTipaTal d1opBwvovtag To
=) Uk yIa TNV ETTAVOPPOPNAON TOU
CCDy = Uy X Osm vEPOU OTO HUEAWDEC ABPOITTIKO
Osm owAnvapio.

. ‘EAA€IWN KaAiou :
TTKG <25

. Auénuévo KAaAio:
TTKG > 10
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XAoua aviovtwy oTa oupa

£
) N
Doy W

o Oupa: (Nat+K) - Cl

o Ta TpwTtovia ekKpivovTal KaTa Eva nEpog ws NH, (Un METPOUPEVO
KATIOV)

o To xaoua gival ouviBwg pundéEv | apvnTiko.
0 2TIG TTEPICOOTEPEC OCEWOEIC TO XAOMA YiVETAI TTIO APVNTIKO.
o 2tnv dRTA 10 Yaoua TTapapével undév f aucavetal .
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potassium

o Alata dtwyn o€ KAALO. |

0 Aloupntikad ayKUANC.
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NMaBoyéveon Twv NAEKTPOAUTIKWYV diaTtapayxwyv o€ RTA ToTtTOU 4
(ve@pIikKn cwWANVapIaK ogEwaon).

Proximal tubule
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A / Na*
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Decreased ammoniagenesis S\ LUMEN Hyperkalt_emla develops owing to
L ‘ \ decrease in luminal electronegativity
‘ \ in lumen of collecting duct
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Palmer BF, Clegg DJ. N Engl J Med 2015;373:548-559 E e NEW ENGLAND
JOUBRNALof MEDICINE
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Meplotatiko

50 eTwv avdpag, ue ZA TUTTOU 2 KAl
UTTEPTAON (XWPIC PAPUOKA, HOVO UE
diaita) TrpooépxeTal oto TEI pe
gvrovn aduvauia.

Positive Urinary anion gap

EpyaocTnplakd: l

Nq 133 Urine pH
& plasma [K']

K:7.1

— l
Kp&GTIViVF] 1_3 Urine pH < 5.5 Urine pH > 5.5
& high[K'] & low/nl[K']
pH: 7.3 HCO3 : 20 l l
Hypo- Distal RTA
, . aldosteronism (“Type I”):
Oupa : pH 5.0, 1+ TTpwWTEivn RTA (type IV) o LA
oupa Na 130, K 15, Cl 120
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<6.0 6.0-6.5 |1 65-70 | >7.0*
o MpéAnwn UTTOTPOTTAC l

0 Aiaita xaunAn o€ K
0 AANaYEC @apuAKwWY (1] 000EwWV)

o Megiwon Twv AaTodNKWV 0TO CWUA

a AloupnTiKQ
O 2UVOETIKEG PNTIVEG
0 AlgodidAucn o€ algokabalpOuEVOUS

o EvOoKUTTAPIO PETAKIVNON
0 [Aukoln/ivoouAivn, B aywvioTEG
a NaHCO,

o 2trafgporroinon puokapdiou
0 [AUKOVIKO a0BE0TIO IV (*ue HKI alayéc)
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= 2 Table 1. Electrolyte Disturbances in Diabetes Mellitus.
%% %\é‘z Disturbance Mechanism or Cause Comment Treatment
Doypp W

Hypokalemia Cell shift in which potassium moves from ex-  Increased renal excretion results fromin- ~ During treatment of hyperglycemic crisis with 3.5-5.2
tracellular to intracelluar space; may occur  creased delivery of sodium to collecting mmol potassium/liter, add 20-40 mmol potassium tc
after administration of insulin, correction duct in presence of increased mineralo- each liter of fluid
of hypertonicity, or By-adrenergic stimula- ~ corticoid activity
tion*

Hyperkalemia Cell shift intracelluar to extracellular space-  Cell shift causes transient hyperkalemia In hyperglycemic crisis in which potassium concentration
caused by insulin deficiency or hypertonici- is >5.2 mmolliter, do not add potassium to replace-
ty (not metabolic acidosis)* ment fluids (recheck potassium concentration every

2hr)
Impaired renal excretion Impaired renal excretion causes chronichy-  In type 4 renal tubular acidosis, start low-potassium diet
perkalemia discontinue offending medications if possible, maxi-

mize use of diuretics, correct acidosis if present, con
sider fludrocortisone in absence of fluid overload or

hypertension
Hypomagnesemia Renal magnesium wasting caused by osmotic  Effects of hypoalbuminemia can be corrected ~ Provide magnesium supplement; oral supplements pre-
diuretic effect of glycosuria and metabolic by adjustment of serum magnesium con- ~ ferred, with intravenous magnesium indicated in
acidosis, impaired gastrointestinal absorp-  centration to 0.01x (40-measured albu- symptomatic patients (e.g., those with arrhythmias or
tion, administration of proton-pump inhib-  min level [in g/liter]); hypomagnesemia neuromuscular irritability); magnesium supplementa-
itors or thiazide diuretics can cause hypokalemia as result of renal tion may reduce risk of diabetes
potassium wasting and hypocalcemia
Metabolic acidosis, which increases concen-
tration of ultrafilterable magnesium
Gastrointestinal loss of magnesium as a result
of diarrhea, which may occur in autonomic
neuropathy
Hypermagnesemia Insulin deficiency and metabolic acidosis, ~ Degree of elevation is mild; correction of aci- ~ No specific therapy indicated
leading to cell shift in which magnesium dosis, administration of insulin, and o~
flows out of cell adrenergic stimulation can unmask total-

body deficit if present
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