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NaAivtovog appovia
gélooppoOmNONG TWV OVTLOETWY

———

UYELO amOTEAEL pia
Suvaukn Loopponia mou
géaodpaliletal pEoa ano

TNV appovia Twv
OVTLOETWYVY

TOo yilyveoOau

«Duoig kpunteoOau PpAei» HpakAeitog



H dtayvwon tnc MA sivat OgpéAo AiBo tng AA - n KaTACTOON TOU

«EPYOLOTNPLAKA» OyKou tou aoBevi (ouotoAn  avénon tou
(HCO; opou> 30 mEq/L) OYKOU)

XAwplogvaicOntn MA 2uotoAn oykou (TEZ) kat ouvodevetatl aro
(Cl- oUpwv<10 MmEq/L) - unoyAwpatuia Kot urtokaAtatpio

, Neppiknc¢ atttoAoyiac | oykou (I K*,{, CI
XAwptoavBektikn MA - Awovpntika, o. Bartter kaut Gitelman)

MA auénpévou OyKou, UE

- 2UvOpOoUO MEPIOTELOG XAATOKOPTIKOELO WV
UTLEPTOLON KOl UTTOKOALOLLLLOL

MAN & L K*, A/A pevivn, aAbootepovn ?




OEPANEYTIKH NMPOZEITIZH
METABOAIKHZ AAKANQ2ZH2

~

Avartaé¢n tou npwtonabol¢ attiov

& Twv napayoviwv nouv cupBaAAouv otn

ditatipnon tng MA
XAwplogvaicOntn MA
HME OUGTOAN OYKOU:
oVOTARPWGN TWV
EAAEPpATWV

Cl, K & H,0

XAwproavOektiky MA

AvaotoAn tou attiov - (o.Bartter &
Gitelman), unootnpiktiky Bepaneia,
avanAnpwon twv eAAelppatwy K+, CI,
MgZ+

MA (P aAatokopTikoeldol¢
dpaotneLoTNTOC) : AMoKATACTAON TOU
npwtonadol¢ attiov / avaotoAn TnG
oAOLTOKOPTLKOELOOUC Spaon¢ oTo
eninedo tou vedppou

(xopriynon omeilpovoAaKtovng Kat
opitAopidng)



Nepintwon # 1
78xpovn yuvaika dtakopiletat oto TEM pe epéToug ano

eBOopadoc, KOLALAKO AAYOC, CUYXUTLKN, HE EVTOVN HUIKA
aduvapia Kot cUoPUKTLKO TTPOKAPSLO AAyoC

lotopko PopPHAKEVUTIKAG ayWYNC: AsUKO (rteplodika PPIs)
ZeL povn
A.N.: 90/60 mmH,  omapy] Sépuartos | }[HCO3-]  ImEglL

TayvoappuOuia, HKI: etkova woxatpiog T
AloOnpa dvomnvorog PCOz 0.7 m mHg

ABG : Epyaotnplakd eloaywyng :

pH :7.58 Na*: 141 K*:2.2 CI: 86 (mEq/L)
pCO, : 54 mmHg HCO, : 45 mEq/L (AG 7,8)

PO, :68 mmHg Clur, . : 8 mEq/L

HCO, : 44.4 mEq/L POt



T enav. HCO, I

T enav. Na*
T enav. HCO;
T amof. K*




Attt MA o€ MOPOATETAREVOUG ELETOUC

AnwAsio HY &
katakpatnon HCO;

AntwAeia HCl | ————>

, . Nedpkni emavappodpnon
AnwAewa K —> g > M ékkpron H*

Nedpikn emavappodnon

ol +
AntwAswa Na Na* > 1 ékkpon H*

MALD -
: M enavappodnon HCO,

JCl|

AnwAegwa H,0



Neputtwon # 2

Neapn yuvaika, 26 etwv povteAo npooEpxetat oto TEM atiwpevn
£VTOVO aliocOnuo aduvapiog Kot LUTKWVY KPOLLTTWV

lotopko PoPHAKEUTIKAG ayWYNG: AEUKO (teplodika BLtapivec)
ApVELTaL TNV MOPOUCLA EPETWV

Ewkova evtovneg adpudatwonc
A.N.: 85/50 mmHg, | onopyn 6£ppatoc
TayvoppuOuia
AloOnpa atpwdiog SakTtuAwv
Tpopog, amadeia




mmol/Lt N\dopa Oupa acbu&dtwor] YT[(')TaO'I'],
Na' 138 36 > I onapyn 8épparog
K’ ) -
cr — Anox)\ewuég' EUETWV,
HCO; BouAuiog
pH - S |
Ve CI(0-10) (| -responswe alkalpsw
—— C(>20) Cl-reststant alkalosis

Ca" ‘l 7.4

?= AIOYPHTIKA CI




mmol/Lt MNAdopua OUpa
Na* 138 36
K* 2.7 61
Ccr 99 57
HCO3" 28 (0]
pH 7.46 5.9
mMg** 1.0 4
Kpeatwvivn 1
ca™ 7.4

Mechanism of Action of Loop Diuretic

ascending

Lumen-
urine

NKCC2 /
Na*
K*

2CI '

1 )

e

ATP

2
KO

(+) Potential <e—— K*
L Mg?*, Ca?*

-

—_—

Interstitium-
blood

Na*

Kb

Ynotaon

/

VK

.

Kapdlakec appuOpieg
HUTKNA aduvapia, KPOUTIEC
dvormvola - aVOITVEVUOTLKN
ovenapkela (avar. HUEec)
nopolodnoiec, teTavia
avopeéia, vautia, EMETOC
duokolAiotnta
TLOLPOLAUTLKOC ELAEOC

noAvoupia, moAvdipia
(dlatapaxn CUUTTUKVWTIKNG
LKavotTNTaGg, peCOC EPENOUOC
kévtpou biYac)



M A M ouvvéeon Ca?* ue Alb
e Ne > J, Kwwntonoinon Ca?* anod ootd

$

¥ Mg?* + ¥ Ca*
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Torsades de pointes ventricular tachycardia

A/A gpétwy # SLOUPNTIKA
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sl,'CIﬂ ™ Clur




Neputtwon # 3

AoBevn¢ 73 etwv npooEpxetat oto TEM pe €vtovn puikn aduvapio
o€ OAQ Ta AKPOL, EVIOVO METEWPLOMNO

ATOMLKO avapuvnoTiko: Yiiéptaon amo 10etiac
utto 10 mg apAodurivn

KAwikn e€€taon

A.N.:175/90
HKI: pAeBokouPikoc puOuoc, kupa U

& EKTOKTEC KOATILKEC GUOTOAEC, 100 bpm
‘Evtovn pukn aduvopio

K*=1,6 mEq/L

Bloxnuko¢ EAeyxoc
Sl X CPK =7463 U/L

Kotsaftis et al, Cases Journal 2009; 2: 6813



JRenin and JRenin and 1 Renin and
JAldosterone MAldosterone M Aldosterone

-Primary - Renin secreting tumor
. 17-a-l'lydmylase hyperaldosteronism -Renal artery stenosis
deficiency - Adrenal carcinoma -Barter syndrome
- 11-beta-hydroxylase- -Gitelman syndrome
deficiency
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Figure 3 Summary of mechanisms resulting in impaired renal
acid excretion and consecutive systemic metabolic acidosis

Single kidney

Reduced nephron mass

|Impaired renal acid excretion
Metabolic acidosis




Posttransplant metabolic acidosis: a neglected factor in
renal transplantation?
Patrice M. Ambuhl Curr Opin Nephrol Hypertens 16:379-387. 2007

Table 1 Potential causes and mechanisms of posttransplant metabolic acidosis

Proximal (HCO;”) Distal tubule H* Titratable
NH, generation reabsorption NH, transport secretion acidity
Reduced nephron mass or generalized l | | | l
disturbance (immunogenic’)
RTA (immunosuppressive drugs) () () - | (1)
Insulin resistance () - |- (1) (1)

/1, known or very likely/expected to be decreased/increased; (~), probable/postulated; -, unlikely.



Nephrol Dial Transplant (2016) 31: 730-736
doi: 10.1093/ndt/gfv098
Advance Access publication 2 May 2015

Metabolic acidosis in renal transplantation: neglected
but of potential clinical relevance
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FIGURE 1: Frequency distribution of bicarbonate levels in 138 KTx patients, evaluated 1 month (A) and 12 months (B) after transplantation.
Acidosis was defined as serum bicarbonate levels lower than 22 mmol/L (dashed line). The percentage of acidotic patients decreased from 27 to
16% from the first to the second assessment (data on file of IRCCS-Fondazione Ca’ Granda-Ospedale Maggiore Policlinico Milano-Italy).



Actual serum [HCO3]

240

238

236

234

232

230

228

228

224

Transplant Proc. 2006 Jan-Feb; 36(1)1:123-6.

Early acid-base balance disorders during kidney transplantation.

Tejchman K', Domaniski L, Sieriko J, Sulikowski T, Kaminski M, Romanowski M, Pabisiak K. Ostrowski M, Ciechanowski K.

Mean actual serum [HCO;] (30 cases)

Vart = Distance Weighted Least Squares Mosn Spelory pCO; (3 ca0eg)

Var1 = Distance Weighted Least Squares
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Partial pressure of expiratory carbon dioxide (pCO»
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Conclusions. The beginning of reperfusion was the cause of increasing metabolic
acidosis, which was partially compensated by blood buffers. Simultaneous increase in
expiratory Pco,, corresponding to the dynamics of acidosis, indicated the existence of
respiratory compensation. Sudden increase in acidosis parameters may be the result of
lactate accumulation during kidney ischemia. The decreased [HCO; | may indicate
postreperfusion kidney injury, which must be the subject of further research.

30



Prevalence and risk factors of renal tubular acidosis after kidney transplantation
Suhail Igbal Malik,! Rubina Naqvi,2 Ejaz Ahmed,? Mirza Naqi Zafar®

Department of Nephrology,!-3 Department of Pathology,* Sindh Institute of Urology and Transplantation (SIUT) Karachi, Pakistan.

Tahle-1: Demographic Data and Immunosuppression protocol of RTA and Non-RTA group.

All Patients RTA Non-RTA P
(n= 100} (n=40) (n= 60)
Mean Age (vears) 34.65+£9.03 35.58+9.37 34.03£8.82 0.406
Sex (Male/Female) 74/ 26 35.58£9.37 45 /15 0.819
Mean Transplant age (months) 61.97+48.55 29/11 57.53=49 0.265
No. of Transplants (1/2) 95/5 68.62+47.70 5872 0.349
Azathioprine 62 23 39 0.449
Cyclosporine A 66 28 38 0.491
Mycophenolate Mofetil 36 16 20 0.496
Tacrolimus 5 2 3 1.000
Rapamyein 6 2 4 0.731
Table-3: Comparison of characteristic features of RTA and Non-RTA groups.
All Patients RTA Non-RTA P
(n=100) (n= 40) (n= 60)

Pre-Tx HD Period (months) 8.86+8.62 7.68+6.16 9.65+9.90 0.432
Body mass index (kg/m2) 22.93+4 41 23.47+5.51 22,56 +£3.50 0.315
Previous rejection 12 8 4 0.044
CAN 11 6 5 0.297
CsA dosage (mg/kg/day) 1.21£1.18 1.31+1.24 1.15£1.5 0.491
ACEI 27 16 11 0.017
Diabetes mellitus 7 4 3 0.337

Pre-Tx HD= Pretransplant haemodialysis. CAN: Chronic Allograft Mephropathy. CS8A: Cyclosorine A. ACEl= Angiotensin converting enzyme inhibitor.



H anékkplon ofEwv HELWVETOL OE H unepyAwpatpiky oféwon

acOeveic ne vedpikr peTApOOXELON, glval mpodyyeog
YEYOVOG mou obnyei og €kdnAn 1 ETULKELPNEVNC Ofsiog
QVTLPPOTOUHEVN HETABOALKN OfEwon anéppudnc

H CyA sniong avaotéAAeL tov mMoAvpeplopd tng hensin ota abpolotika
ocwAnvapla n onoia puOMileL TNV pHeTATPOT TWV OOPOLOTIKWY CWAnvVapiwv
oo ekkpivovta SittavOpakikd oe ekkpivovta oEa (a-type intercalated cells)



Nepintwon # 4

e Avtpac 40 etwv pE MpwTomadn vooo ‘Xxpovia SLApESn
veppitida’ = XNA 2003 kat HD

e 2007 Metapooxevon vedppou — {wvta d01tn

e AvoookataotoAn: tacrolimus (4 mg/day), mycofenolate mofetil
(MMF) & prednisolone (15mg/day)

-
Etcaywyn otn NO kAwikn 3 MAVEC META TNV LETOLUOCXEVON
Aoyw aduvapiag, kataBoAnc katl avopeéioc

KAwvikn eikova: Apuvdatwpévog, 2B: 45 Kg, ©: 37.1°C,
AN 110/70 mmHg, heart rate 98 beats/min &
respiration rate 18 breaths/min



Epyaotnplaka evpiupota :

Hyperosmolar hyperglycemic state (HHS)
Effective plasma osmolality: 322 mOsm/kg
Na: 126 mEq/L, K: 5.88 mEq/L, urea: 132 mg/dL, Cr: 3.2 mg/dL,
Glu: 1262 mg/dL,

Nukolovpia & KeTOoVvoupia

ABG: pH: 7.30, pCOZ 24, HCO;: 15 mEq/L

— —— —_—




BANTAQO Journal 2009; 7 (2): 41-43

BJ

BANTAO Journal

L

Case report

Diabetic Hyperosmalar State Caused by Tacrolimus in a Renal Transplant
Patient: A Case Report

- r—-: ‘-'l- II- s w amam asmamn : ‘I'-_IL S aa A sen e amw "III- mEaea e se sameaa -‘ am saem e

Tacrolimus and stermds increase 1nsulin resistance and
hepatic glyconeogenesis. favoring the development of
PTDM [4]. Experimental data have shown that tac-
rolimus reduces 1nsulin secretion, with deficient insulin
mRNA transcription, which i1s probably mediated by
FKBP-12 protein ligand and calcineurin inhibition of
pancreatic 3 cells [4.5]. PI' DM shows a multifactorial

diabetic ketoacidosis and hyperglycemic hyperosmolar
syndrome with increased mortality after renal transplan-
tation. Post transplant patients receiving tacrolimus
should be followed up carefully for high blood glucose.
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MIKTH O=EOBAZIKH AIATAPAXH

opiletal n noapAAAnAn NOEOVGCLO TEPLOGOTEPWV OO LOG
anAwv dlatapoywv, Tov pnopsi va petafailiovyv to pH
TOU alipatog mpog tnv idta i avtiBetn katevBuvon

OL avtippomnioTiKoi
> LINXOVLOMOL

notE Sev mpokaAouv

UTTEPAVTLPPOTINGN
2TNV OLVTILULETWIILON TWV ErtBAaAAeton n tautéxpovn
MLKTWV SLatopaywv dev OLVTLULETWTILON TWV
glvau aapaitntn n TARPNS EMUEPOUC SLaTapaywv

orokataotoon tov pH



AL0yVWOTIKOC OAYOPLOMOG LoG MLKTAC Statapaxc

v
KaBoplopoc pe Baon tnv T tov pH aipatoc av npokKetol yio
ofvatpia N aAkaAotpia

AvayvwpLon tThe npwtonafolc dlatapaync: LoTopLKo, KAWLKN e€€taon,
aéLoAOynon epyooTnPLOKWY EVPNHATWVY

—~_—

AVOLLEVOLLEVO EVUPOC AVILPPOTNONG
— awviyvevon mOavic HKTAC dtatapaxic

7\

A{loAoynon XA A§loAoynon tou Adyou AXA / AHCO;

Awadopiki Stayvwon pe Baon tnv KAWLKA ELKOVO TOU ao0evouc



Slapopd Twv Un UETPOUUEVWYV KATIOVTWV
QTO TA 4N UETPOULUEVA AVIOVTA

XA=Na*-(Cl+HCO;)

Stoxwplopd touv tumov tnc MO (pe avénpévo R pucloloyiko XA),
Stayvwon ocuykekaAvppeEvne MO
antokaAvyn cuvonapénc MA og cuvduaouo pe MO pe P XA

ovayvwpelon ptktwv M0

_ _ ‘ e anAn MO, n avénon tou XA (AXA)
AX=AXA/AHCOy=1 i toouta pe ™ peiwon twv HCO; (AHCO;)

Ortav 1o XA givat avénuévo, 9a npemnetl va urtoAoyiletat 1o AX yia va
dlepevvatal av untapyetl kanoto Seutepn UeTaBoAikn dtatapoxn

Apyric MO
DT Awpnua ketogéwon

Fahaktu oféwon
_ ZUVUNTAPXEL UTtEPXAWpP Lkl MO
Zuvundpxet MA




NMepintwon # 5

fuvaika 55 eTwv pe ZAT2 wvoouAvoOeparmevopeVo SLakopiletal
oto TEN o€ nUIKWpATWON KaTtaotoon

AtouKo avapvnotiko: KA umo digoxin & Osialtdbiko diovpntiko

Arterial Blood Gases

pH 7.41

pCO; 32 mmHg

pO; 82 mmHg

HCO3 19 mmol/I

K* = 2,7 mEq/L, yAukoln > 800 mg/dl, AG: 34



A/A : Awafntikn acOevic pe urtepyAukapio & | eninedo ocuveidnong

$

* DKA (omavia n Kwpatwdng kataotoon)

* NKHC

* AAANn awtia J eninedo ocuveidbnonc : AEE, umovatplatuia,
UTTAPAXVOELONC aLpoppayia KATT

7

1

 Mapovucia aAAnc oéeoBacikn¢ Statapayxnc n omoia va
TLEPUTAEKEL TNV KAWVIKA €kova 1.X. MA (€petol i StovupnTika)



Arterial Blood Gases

, , pH 7.41
O¢eopBaoikn loopponia

pCO5 32 mmHg

; pO>, 82 mmHg

HCO3; 19 mmol/l

 pH normal: 1) Asv vntapyxet dtatapayxn tne OBI
2) 2 SLatapayEC LE AVTAywVLOTIKA dpaon

Téoo to pCO, 600 Ko tae HCO, €xouv xapnAotepeg amno to
dUOLOAOYLIKO TLHEC EMLITEIVOVTAC TO OEVAPLO Yia petkti OB
Siatapaxn



e KAeldi: 1 yAukoln - DKA R NKHC
KETOVEC OUPWV XPROLUEC otnv 6/6 (??)

AG: 34 mmol/Lt a MO pe PAG
I A/A DKA 1) TaAaktikni o€€won

Avcavaloya TAG yla ta entimeda Twv dttavOpoKikwy

$

delta ratio AXA / AHCO; ->[(34-12) / (24-19)] =22/5=4.4

+ MA (6lovpntika)



NMepunttwon # 6

fuvaika 50 etwv pe eAeVBepo Al npooepxetat oto TEN
TLOLPOLTTOVOU MLEV VLA ETILLOVA ETLELOOSLOL EPETWV TLC

TLPONYOUMEVEC 5 NUEPEC

KAwikn e€€taon : Mewwpévn ontopyn 6£pUAToC Kal opOootatiki
umotaon

Electroyes: Na 140 , K 3.4, Cl 77 HCO3- 9, Cr 2.1
ABG: pH 7.23 , PCO2 22mmHg

lotopkd: Baol{opevol otnVv KAWLKN ELKOVO (0P OTETAEVOL
£MeTOL) n MBavotepn OB Suatapaxn sivort:
1. MO pe P AG Aoyw urtooykaupiog (4 twv yaAaktikwv)
ka/f xwpig
2. MA AOyw EPETWV



Electroyes: Na 140 , K 3.4, Cl 77 HCO3- 9, Cr 2.1
ABG: pH 7.23 , PCO2 22mmHg

pH: 7.23- ofuaiuia

pCO2 & HCO,: To petaBoAikd okENOG XpwHATILEL TNV
pnetofoAn tov pH
?? AVAMVEUGTLKA QVTILPPOTINOCHN NMEPLITOV AVAUEVOUEVN
(1:1.2->18)

The anion gap is Na - (Cl + HCO3-) =134 (/7 + 9) = 48

XA: Since gap is greater than 16, it is therefore abnormal.
Delta ratio = A Anion gap = (AG - 12) =(48-12) =36=2.6

A[HCO3-] (24 - [HCO3-]) (24-9) 14

MO pe TAG (Aoyw yaAaktikwv) kot MA AOyw EUETWV



UANE MPOTA ENAN rYPO
JITHN MEPIOXH, MOY EXEI MOANOY.Z
TYNOMHAIKOY.Z MOY, KAl ZTO
TEAOZ EPXEZAI KAl JE MENA!

FIATI; EAMIAA

JE NENE;

® N <
O©EPATIEIA TQN 2t poc Katooudag
O=EOBA2IKQN AIATAPAXCQN | Nedporoyos

[M.I.N. «<ATTIKON»



Xopnynon Bacswv atn MO povo O untepXAwpPALLKEG KaTaoTtaoelg MO

otav to pH nAdoparog eivan <7,1 ouvnOwg amattouv TV XPNon
KOlL O€ TOCOTNTA, TOON WOTE TO SittavOpakikwy yia tn 610pOwon Toucg og
pH va ¢taoceLto 7,2 OVTIOEON ME AUTEC HE XAOHA AVLOVTWV

AocOeveic pe Bapld kapdlakn N veppLKN OVETTAPKELOL OTTOU N XOpRyNnon
UYPWV Kol SIttavOpakikwy avtevdeikvutal, n
avtipetwriton tng MO yivetau pe e€wvedplkn kabapon



H avtipetwnion tng xYAwplosvaicOntng H Oegpaneia TG YAwpLoavOEKTIKNG

MA yivetau e xopriynon Lootovwv MA cuvictatal otnv avacTtoAn TG
opwv NaCl ko n d16pOwaon tng XPRONG SloupnTIKWYV Kot TN
UTTOKOALOLLLLOLG OLTTOKAELOTLKAL MLE xopnynon, epocov amnoattouvrol
okevaoporta KCI KOLALOGUVTNPNTLKWV S1o0UpNTIKWV

/

@
| Important l
\—/

N

NpwTtapxko¢ otoxoc Oeparmneiac tnc AO H Ogpaneia tng AA ansvBuvetal
glvaw n avénon kat dratipnon tng OLTLIOKAELOTLKA OTNV QVTLULETWTILON TOU
Pa0,>60 mmHg, mou avtioTtol el o€ OLLTLOAOYLKOU Ttapayovta, v
KopEoMO atpoodaipivng os o§uyovo AopBAveTal KOVEVA LETPO

>90% pH aipatog eival <7,5



Table 1.

Initial plasma chemistry results

1 mo On

Ll Earlier Presentation s

Glucose (mg/dl) 128 136

BUN (mg/dl) 22 29

Creatinmme (mg/dl) 1.13 1.36

Sodium (mmol/ L) 140 136

Potassium (mmol/L) 3.7 4.3

Chloride (immol /L) 97 95

Total COs; (mmol /L) 29 20

Anion gap (mmol/L) 14 21

Lactate (mmol/L)

pH, arterial

pCO,, arterial (torr)

pO,, arterial (torr)

HCO;, arterial
(mmol /L)




KA = furosemide (160 mg iv), V urine: 320 ml 1 hour
* Xwpic BeAtiwon tng duomvolac

' 2 WPEC
AN 100/64 mmHg: tayunvoila
* AwaowAlvwon = Al 80/42 mmHg,
* |V dobutamine, epinephrine & norepinephrine
* vancomycin, levofloxacin, and metronidazole

* Vurine<5mi/h

KA. EWK:
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Table 1. Initial plasma chemistry results

1 mo On
Analyte Earlier Presentation

Glucose (mg/dl) 128 136
BUN (mg/dl) 22 29
Creatinine (mg/dl) 1.13 1.36
Sodium (mmol/ L) 140 136
Potassium (mmol/L) 3.7 4.3
Chloride (mmol/L) 97 95
Total CO; (mmol/L) 29 > 20
Anion gap (mmol/L) 14 > 2] ———
Lactate (mmol/L) MAG \

pH, arterial
pCO,, arterial (torr’
pO,, arterial (torr) AG:30-Lac19=117???
HCO;, arterial
(mmol /L)

AO?



AG:30-Lac19=117???

N

« Diabetic ketoacidosis * Plasma ketones and salicylates were

« methanol and ethylene glycol hot detected.
« salicylate intoxication * Aplasma osmolal gap 311 -296

mosmol/kg (<20)

patients with what seems to be pure lactic acidosis, the lactate
concentration explains less than one half of the change in the anion gap

Levraut J, et al . Intensive Care Med 23: 417-422, 1997

Attia ???
AVTLUETWTILON



Tahle 2. Causes of lactic acidosis

Type A lactic acidosis (oxygen supply: demand f
mismatch) L 7
Shock -
Sepsis U ’
/ &EUIM AT[UPST G, GAQBG
Regional ischemia 2 2
TypeEB lactic acidosis HEVQAI'] 600'[]
’ ’ Excessive lactat duction . '
e AN DUGLONOYIKA KATA sttuohols — Froduet aVTLRLOTIKWV ,1KPN

Ethanol aﬁgnon WBC

TNV NPocEAevon Methanol
Ethylene glycol
Propylene glycol (6 ° < ’
Fructose metabolic defects -y KaAn pUGp.tGr] Glu
y " Diabetes mellitus
] & Impaired oxygen use -

Disruption of mitochondrial oxidative phosphorylation
Cyanide intoxication
Carbon monoxide intoxication

Linezolid

* Normal osmolal gap Biguanides

o

‘g reverse transcription

* Mpoodatn

Table 3. Contraindications to metformin use (14) ;?‘E‘T:J;E '
ey avgnon tng

Impaired kidney function 500|1C Ty
% gt SLOUPNTLKWV KoLt
g()hge..s'tive hga.rf failu_re ) _ e ustd)opuivnq

espiratory disease with risk for hypoxemia
Heavy ethanol use
Intravascular radiocontrast administration

LICET HISEHsE
Kidney disease #






metformin
is one of several causes
of lactic acidosis—have
a mortality rate around
50%

Patients whose lactic
acidosis
is caused by intentional
metformin overdose have a
very low mortality rate

J GFR
(6ovpnTtika ?) =

MALA | <—— 4 86ong

l \ Hriatikn

+ lvotpona

AVETLAPKELOL
Mn avTipponoUpEVn N s |
KA ) isadequate? |
otk urntapbdevon A

Friesecke S et al Crit Care 14: R226, 2010
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