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AE1 Ut:uu: metabolic acidosis, renal tubular acidosis, lactic acidosis, drug-induced
uni Tu@su dewnin 22 fadlua/dns A13g metabolic

A% metabolic acidosis 1umulinun®  acidosis winduguuss wazldsunissnuwdieads

yosaunansa-meviavieiinuldvos Tufiedlis
ansfie wieldsusniuvwn eswinsenieinis
ainnsauniuly nstunsaeenainsienieilsy
a1 wiedinsgaydennnuduanslusanie Taeenis
LazeNsiantweInEiinlls e usina
arterial blood gas sinilAuansanudunsa-ang
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Anudunsa-ana 18 2 m1e Ae mMaveawaznsle
el

o NIALATUANAILA hydrogen ion (H) wad
901y bicarbonate ion (HCO)) ayshmiadu
buffer wWasudu carbon dioxide (CO) fueen

y9van’ uaNnIs?

HCO +H <> HCO < CO +HO
3 2773 2 2

e il hydrogen ion 2dusenu1unNIg
proximal tubule duAU bicarbonate ion ledu
carbonic acid (HZCOB) wagly brush borders
109 tubular cells AwLUdsy H.CO, Wu CO, uaz
H,0 wazgngandu wWaswdu bicarbonate ion

AIUANANT" 2

CO +HO <= HCO < HCO +H'
2 2 2773 3

o

wenandsdl urinary buffers Wu ammo-
nia wWaswidy ammonium ion (NH ") YU N

yataaniy suaunns’

NH,_ +H" = NH *
3 q

drunsafidu oreanic anions UIwTa Wy
lactate, ketoanions GRERERII metabolize Lﬁa
a$elmlidu bicarbonate ion winsaulsilaiily
a111309n metabolize 16 WU phosphate %30
sulfate Azgndusenrunslaaiy’

AMETiAnnsazay hydrogen ion Tus1ang
dlfiAnanudunsaludeon (acidemia) & Ben
F19717% acidosis A1 pH Tu@Susias (pH Teenn

7.38) annsauvseanidu 2 Uszlan Ae metabolic
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acidosis wag respiratory acidosis lag respiratory
acidosis 1Ana1nn1sudansadiszimeld (volatile
acid) nenismgladainuunnses W carbonic
acid Jueenlusy carbon dioxide @1un1Ig meta-
bolic acidosis 1inaNNIsazaNTEINTATILTZME
(non-volatile acid) 3n15a3513 hydrogen ion 110
1Auly w399U hydrogen ion pantsatiuly wisd
nsgapdoanuduaidlusienie® nsluumani
gnamingiinulesuariinnududunse fide

INYATEISAY A N1IE metabolic acidosis

gTeansREAlfAAN2 metabolic acidosis

Metabolic acidosis 7Ananevioansfiy
ansauuslailiu normal anion gap Wag wide anion
gap 1ay normal anion gap s hyperchloremic
metabolic acidosis 1An1nil hydrogen ion Way
chloride ion (CU) Wistu wi3efin1sgauds bicarbo-
nate ion wagdinisifinves chloride ion Wiesnw
@una @ wide anion gap {invnd anions il
a1usadaalauiselinazanegludon (unmea-
sured anion) W lactic acid’ %'!ﬁ’u,l,ummmmq

AMSAALA AILEARIIUANTIN 1

nalnn1sin metabolic acidosis 3NV EITRY
AN5LAM metabolic acidosis ANYINIBEANT
fuiinalnnisiiafiviainviany Town
[y 5 v A g
- MISUUIEMUANTAIRUNLTUNTA
- msqzyLﬁammLﬁudwmﬂlmawmau
27915

a ¢

- ASLANAITET 1NNTALNBUNTY (strong

organic acids) Tusnsnie
- nsTunseeanmalaunNng o WY 1NAS

o

UE4 renin-angiotensin-aldosterone system
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M990 1 @ meuaziieg e wiseasiteiaunsavilviiin metabolic acidosis

dvin)

Normal anion gap metabolic acidosis
fnsgaydehitnaduoms
Renal tubular acidosis

« Type 1 (distal) renal tubular acidosis

» Type 2 (proximal) renal tubular acidosis
» Type 4 renal tubular acidosis (hypoaldosteronism)

<
dnnBU

Wide anion gap metabolic acidosis
Lactic acidosis

» Type A (hypoxic)

« Type B (non-hypoxic)

Ketoacidosis

Pyroglutamic acidosis

I78N1387

gV livieade’ W 8158Une (laxatives)

Amphotericin B, lithium *, toluene

Acetazolamide, topiramate, zonisamide, ifosfamide,
valproate, tenofovir®

Spironolactone, trimethoprim, cyclosporine, tacrolimus®

Sodium chloride infusion®, ammonium chloride,
calcium chloride5, sulfuric acid, hydrochloric acid®,

cholestyramine’,

Carbon monoxide®’, cyanide®

Salbutamol, stavudine, didanosine, linezolid, propofol,
metformin®, iron, isoniazid, salicylates’, alcohols
(ethylene glycol, propylene glycol, methanol),
toluene®

Dapaglifozin, canagliflozin, empasliflozing, alcoholic
ketoacidosis’

Paracetamol”

(RAAS) el proximal tubule 3o distal tubule
Talanansavds hydrogen ion Témand

gvidoansiniiduananinin metabolic
acidosis anunsnutseantdiiiu 4 ngundn dil

1. sndeansfiviiunsanisuensienie
(exogenous acid) ju

- upanegeaiszingld 1wy methanol

uay ethylene glycol @nsavilAn high plasma
osmolal gap 31NAIATHALIIN metabolite i
aldehyde wazlin wide anion gap metabolic
acidosis 910 metabolite #idunsawn (strong
carboxylic acids) 1u formic acid 910 methanol,

oxalic, glyoxylic uag glycolic acid a1n ethylene

glycol' nzuIuNITRINATIanslugU 1
- Ingdu (toluene) Wuansiwuldluiiues

o o

(thinner) finthanldlumsdifia (abuse) Tasnnsga
AU @509 19ALAA normal anion gap metabolic
acidosis 39311 wide anion gap 970 hippuric acid
way benzoic acid dudu metabolite agnslsfinu
Ingduaiunsalin metabolic acidosis a1nnaln
31 W distal renal tubular acidosis 16 % 12

- Ammonium chloride \Juindavesnsa
winazwaseu wuamdunsalusiesnie was
anunsaasudniiiu ammonium Wy urea Uaee
chloride ion vilifiAa hyperchloremic metabolic

acidosis®
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Alcohol dehydrogenase

Methanol — >  Formaldehyde

Alcohol

dehydrogenase

Aldehyde

dehydrogenase
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Aldehyde dehydrogenase

— F ormic acid

Glycolic acid oxidase

Lactate dehydrogenase

Ethylene glycol =™ Glycoaldehyde —®Glycolic acid —— Glyoxylic acid

5
&
N
K
ol
®

Oxalic acid Formic acid

a-Hydroxy- Glycine

[B-ketoadipate

gﬂﬁ 1 LAMINTZUIUNIT metabolism 183 methanol wag ethylene glycol®

- Propylene glycol L{Jumi@mmméﬁu 1GH]
emulsifying agent nulalugnda wazdl lactate \Ju
metabolite sniAafiwiloldsuasluuinamnnuas
520152 ImaLawwzaahﬁﬂuéﬂwlmunwéaq Unfans
Haslasulainiu 25 fadnsu/Alandu/ !

2. nfioravilvgadanuidusianislanie
Maiuens Ineundilesinisgaude bicarbonate
ion $1en1eaedinalauiin chloride ion Mauny Fasin
ylsAAA normal anion gap metabolic acidosis

2.1 givilsiAnnsgeyde bicarbonate
ion M3l 1

- Acetazolamide \Ju carbonic anhydrase
inhibitors &4 carbonic anhydrase Duoulaaifild
lun1spafunduves bicarbonate ion sauenlu
ﬂﬁjmﬁﬁ&ﬁﬂﬁlﬁﬂ bicarbonaturia tag mild hyper-
chloremic metabolic acidosis d@ulngnuiiainis
meivineludgeeny gifimsihauveslaunnses
wazHelUmY

- Topiramate vl mild hyperchlo-
remic metabolic acidosis i pH Tulaanizuas

annN5IUDBN citrate Nallaaniy

g

- g71ungu sulfonamide osanilan’
carbonic anhydrase inhibitors

2.2 aﬂﬁﬁﬂﬁlﬁﬂmiqmﬁﬂ bicarbonate
jon IuWWQLﬁuaﬂwﬁi U

- Cholestyramine @13115049UAU phos-
phate ion, sulfate ion Wag bicarbonate ion Tuns
Wiue1ms vinlviiinnisaeide bicarbonate ion
201911319018 laglun1zund Tnazdinisasng
bicarbonate ion TuNALNY LLG]IWmI’;JIJ‘L'J’JEJﬁﬁﬂ”Ii
wraruvedlaunnses orafiaaudsddunisiin
hyperchloremic metabolic acidosis 1

- Sevelamer hydrochloride vJu non-
reabsorbable phosphate binder lag chloride
ion 9zgnUasyeanumEIaInAiTinsiuiy phos-
phate mgﬁuiﬁﬁmwﬁla bicarbonate ion 9119114
LAWDINIT KU chloride-bicarbonate exchange
flelaianunsnasng bicarbonate ion 1AWV 19
\in hyperchloremic metabolic acidosis b Yagiu
3afinsiUasunld sevelamer carbonate daiile
JUAU phosphate ion 3zUasy carbonate 9811

wnu vinbiliinnisagde bicarbonate ion Tuyns
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WU

3. eviliin13@319 endogenous acid L

4

2)
=

3.1 gfivhliina1e lactic acidosis

d1LnnUe9 lactic acidosis Lﬁﬂlﬁ‘ﬂzw’m
nM5as9 lactic acid wnAuly w3ein lactic acid
Tlddesnuly aunsauddlaidu type A @ang
tissue hypoperfusion 310 hypovolemia, cardiac
failure, sepsis #38 cardiopulmonary arrest) Lag
type B (g1m3aansiiwvinliiinAnuunnso9veg
cellular metabolism) Taen15tAn lactic acidosis
finsvuiunsdiiingaui il

- fimsa¥ pyruvate ity

- Pyruvate 191g mitochondria anad ¥
Wi pyruvate gn oxidize Duthuas Co, vizaLdny
Lﬂumié’?&ﬁﬂumm%ﬁaﬂ@ﬂa (sluconeogenesis)
Ieianas

- {ANS shift wa9 cellular cytoplasmic
redox state WU fnN15azaNUas NADH Lazn13an
a3u0e NAD+ ¥1li# pyruvate wWasuluidu lactate™

fragn9evinlmiinnT1Ie lactic acidosis

- Metformin ETUE?Q pyruvate carboxylase
ﬁﬂﬁlﬁmmié’uégqnﬁa%'wﬂqiﬂaﬁﬁu (hepatic
gluconeogenesis) %14 lactate ﬁﬂ%mmmﬂ‘ﬁu
uenaNd metformin aduds complex | 983 mito-
chondrial electron transport chain (ETC) iy
§n31d3u NADH/NAD+ ratio fudanisiing tricar-
boxylic acid (TCA) cycle v84 pyruvate ¥inlsin
N3 shift ¥89 pyruvate 1Uu lactate Wrutoulwl
lactate dehydrogenase nsel metformin-asso-
ciated lactic acidosis (MALA) d@aulnegyfisnseulu

AUaenLduT A Wy lanedeundu ns

NTAsAFINTIUISINEIUIA

auvesiuunnses Wudu wazdagiudnsinis
aean MALA Suwilduanasainluefn esann
finsuhsySefmnzaunntu

- Nucleoside reverse transcriptase in-
hibitor (NRTI) @i didanosine, stavudine, lami-
vudine, zidovudine wag abacavir n1sanw1ly
NADANAABDINUIN &J’mfjuﬁé’ug’qmzmumi B-
oxidation, tricarboxylic acid (Krebs) cycle way
DNA y-polymerase ¥1#n19%1191u203 mito-
chondrial Unw384 LLazquﬁaﬂizmumi trans-
cription veseulifiddy vinldiAn hepatic
steatosis (L‘Wu triglycerides), myopathy, pancrea-
titis, nephrotoxicity Wae lactic acidosis #1411

- Linezolid §UN3IUNTLUIUNIT mito-
chondrial protein synthesis fifadasiu ETC
nsldeiisaniu selective serotonin reuptake
inhibitors 1u citalopram tag sertraline gy
anudsslunsiin lactic acidosis TéunnTu waw
dndlnginifslugthegeeny Aldsuenduszezinm
v Taganansameldieailovnen

- Isoniazid mmﬂl,ﬁmmﬂmigugqmzmu
13 metabolism nsiasy lactate Ju pyruvate
Lazerainannsindeiliosiinaugueinislald
(refractory seizure) TiliinsTuvendaiiod
wnAuly uAnn1ag acidosis Tagvuineniisl
$1891UN54AN lactic acidosis fe YUIALITGNTT
300 Hadnsu/du

- Propofol ETUE:J,'Q coenzyme Q ey cyto-
chrome C # complex IV lu ETC uazdfuffansyuau
7115 mitochondrial fatty acid metabolism
F1891uE U8 2 518 fidadeidsdlunisiia
metabolic acidosis ﬁquu‘mmn propofol loun &

2 oo . & v a Yo
N1sUInRUAAsYEeg1eguLss WudUieingn lasu
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ns¥nululsaneruiauiunda 48 $alus 1d¥uen
yuragaunni 4 fadndu/Alandu/dlue wasd
A% inborn errors YBINTEUIUNIT fatty acid oxi-
dation’

- Methanol uag ethylene glycol \in
91 formic acid 7y metabolite lUgudanszuu
A5 oxidative phosphorylation tin anaerobic
metabolism ¥l# lactate tingu

3.2 gfivhliAnn192 ketoacidosis

LANAINATLUIUNTT metabolism ua4 fatty
acid HuINNIINTEUIUNITVIADNUDY ketoacids
(acetoacetic wag B-hydroxybutyric) Unfviniile
fin13vn insulin wiedinnaziese insulin aufy
miLﬁwﬁu‘m glucagon wag catecholamine vl
sumeldannsadinglaaunldlanuuns Fanns
aasladu (lipolysis) WINTU wazLinnTS YU
glycerol, alanine Wag fatty acids diethluadis
ketoacids gwSeansiivinliiAna1ie ketoacidosis
WU

- mslasvenlungu salicylates \iuwunn
JnLAn wide anion gap acidosis lulfAn wagiin
‘1?1%\1 respiratory alkalosis la¢ metabolic acidosis
Tuglug) fiwan salicylate 925UNIUNTEUIUNIT
oxidative phosphorylation wag Krebs cycle vinlw
WiANsazaNvad lactic acid wag ketoacids'

- EJ’]Zst’;)'i/ sodium glucose co-transpor-
ter-2 (SGLT-2) inhibitors laun dapagliflozin,
canagliflozin, empagliflozin dAudunusiuns
LM euglycaemic diabetic ketoacidosisd

- 7173¢ alcoholic ketoacidosis tinlug
Unefiinueanasedidods dnnzymlasuins vn
asomsUssananilulewmsn viedinisgydeiilu

579078’
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3.3 gfivilimAnn1ie pyroglutamic aci-
dosis

Anninssuniu y-glutamyl cycle
Tflunsas glutathione Llesueyyadasy (free
radical) ¥i1lifLAn wide anion gap metabolic aci-
dosis gnitvilAnne pyroglutamic acidosis u

- Acetaminophen 3¥af glutathione i
v-glutamyl cysteine Frzdeuluiduy pyroglutamic
acid (5-oxoproline) @alnajazlaiinanazd win
FuUsEnIU acetaminophen LWEALAYY WAAZLAA
defitaduidusduq e wWu fUaeiidanym-
109UIn15 d011g sepsis AnLoaneged dlsARU
ERICITATIERN

a. grflannisdunsaeenmsle

4.1 gritvinlififia type 1 renal tubular
acidosis (distal renal tubular acidosis)'

inagvinliiia hypokalemia hyper-
chloremic metabolic acidosis Lfiasa1nldanunse
ibidaanzidunsa wazdusenluzy ammonium
ion NH," 1 TneiAnfuefianunsadsunisdusinu
L?jaﬁm%é (membrane permeability) Lu

- Lithium 1Juaungirlsd voltage-de-
pendent unnseaslunIsnas hydrogen ion Lazan
H*-ATPase activity

- Amphotericin B §uiiu sterol Tu mam-
malian cell membranes vi1l¥LAA intramem-
branous pores HiNAMNANNNTATUNTUNINEUTBS
hydrogen ion 1ag liposomal amphotericin B 2
flonmaliniaanin conventional amphotericin B

4.2 g1iiviiliAn Type 2 renal tubular
acidosis (Fanconi syndrome %38 proximal renal
tubular acidosis)'

N139ATUNRUYDY bicarbonate 7 proxi-
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mal tubule aziAatwdiefinisdu hydrogen ion
WazAY bicarbonate ion ﬂé’UquLﬁamﬁ basolateral
membrane (AAUfASE1 CO, + HO HCO, + H’
1awede carbonic anhydrase) #n proximal tu-
bule v9uunnses 92¥11il bicarbonate ion
$rnunanil distal tubule adl limited capacity
lun1saadunduves bicarbonate ion 1lvifin
bicarbonaturia kagiinlin1stunsatiosamiuun 9
\An metabolic acidosis anfiviliAnnalndanann
iy

- Carbonic anhydrase inhibitors 1§u
acetazolamide inl#iAin bicarbonaturia way
hyperchloremic metabolic acidosis Turzgﬂwgﬁm&g
Adaelaane wagdUaeuimanu

- Antineoplastic platinum-containing
agents (W cisplatin) waz DNA-alkylating agents
(|Wu ifosfamide) vinane proximal tubule cells
HIUNTZUIUNTT apoptosis

- Anti-viral/HIV drug (@i lamivudine,
stavudine, tenofovir), valproic acid (VPA) suniy
N15%1971UU89 mitochondria Tu proximal tubule
cells v11¥n15¥11971u904 tubular AAUNA

4.3 g1iivinlifiin type 4 renal tubular
acidosis (hypoaldosteronism)'

W angiotensin Il tag aldosterone 1l
Mﬁ'}ﬁmwﬁjuﬂﬁv‘hmu%q H*-ATPase a-interca-
lated cells Tu cortical collecting tubule il
1511 hydrogen ion 1914 urinary luminal Wiedy
gen mniansfudinisineues renin-angio-
tensin aldosterone system (RAAS) agvinlALAnN1S
fudls H-ATPase ausn vinlaanisuds hydrogen
ion waziiin metabolic acidosis ¢ wenaniinns

fuds RAAS deannisgadiundures sodium ion

NTAsAFINTIUlSINEIUIA

(Na*) 7 collecting tubules ann155ueanves
hydrogen ion wag potassium ion (K") 91291l
ANz hyperkalemia ann1sasisuazn1siussn
YOI ammonium ion

g1iifinasie  RAAS fiflanudsdlunisiin
metabolic acidosis lein

- 872110@’1/ cyclooxygenase (COX) inhi-
bitors Wag B-adrenergic receptor blockers UNIU
MM9Mdse renin vWARA1E hyperkalemia uay
metabolic acidosis

: E/?Zimév'll angiotensin-converting en-
zyme inhibitors (ACEls), aldosterone receptor
blockers (ARBs) Uag renin inhibitors lUsunau
renin-angiotensin-aldosterone system (RAAS)
vinlALAn hyperkalemia wag hyperchloremic
metabolic acidosis

- Heparin uag ketoconazole SUNIUNIT
FuAs1¥9% aldosterone

- Spironolactone & eplerenone duds
aldosterone receptors

- Na* channel blockers anUsgyaulu
lumen 71 cortical collecting ducts (CCD) vinlwan
N137U08NYBY potassium ion kag hydrogen ion
lAAn hyperkalemia wag acidosis

- Calcineurin inhibitors (WU cyclospo-
rine, tacrolimus) UNIU Na, K-ATPase Tu prin-
cipal cell aANTTNAS transepithelial potassium
ion way hydrogen ion ¥1l¥ALAA vasoconstriction
i afferent glomerular arterioles Wagan glome-

rular filtration rate

DINTTLLATDINTTLLE N

2INTLALBINITHAAIVBINIIE metabolic
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acidosis U gewmds (Jeems duau Wilawy
57 welaisa & Kussmaul breathing (melaveu
&) wargayderh n3dl metabolic acidosis 7iguuss
anvlifladn wazausuladingn  (hypotension)
1§ Feomsmariiduoinisitldsunzinnzas uay
vuafoliifionnisuans fdunsifiadesduetiy

HanesUuRng”

N1531aY

mMsulanavein1znsn-ae azuuniu 2 ngu
Tueymu primary process 1idu metabolic disorder
uwa respiratory disorder lngNa1304191NAINIIADY
UftRmavienszuIunasne fed 2> 5

1. pH luiden (AMUnR 7.4£0.02), PaCO,
(F1UNA 40+2 TadunsUsayn) way bicarbonate
ion (ANUNF 24+2 fiadlua/ans)

e 910 pH 111N 7.42 Wag bicarbonate
ion 1A 26 Nadlua/dns wanaandu primary
metabolic alkalosis

e wIn pH 11N 7.42 uaw PaCo, ey
N1 38 Naansusen wansindu primary respi-
ratory alkalosis

e wn pH tound1 7.38 uaz PaCO_ N
N1 42 faawnsusen wansindu primary respi-
ratory acidosis

¢ 91N pH UawnI1 7.38 Wag bicarbonate
ion "ewunin 22 fadlua/ans waneindu primary
metabolic acidosis

2. WI1TUINTLUIUNIT compensatory res-
ponse

Unfidlewin metabolic acidosis (primary)
7l pH wazsEdU bicarbonate ion ludsuanasae

AANTEUIUAIT compensatory response 1114

A17% metabolic acidosis aneMseETHY 205

respiratory (secondary) @ finsmelagaau
(hyperventilation) el PaCO, fas Tnganuse
N15041IINTLUIUNIT compensatory response
Tudntusthamnzaundol Tdanaunis feil
Expected PaCO, = 1.5 x [HCO_] + 8+2 mmHg

e W PaCo, ldannsialndideaiuen
fismnndls iy pure metabolic acidosis

e W PaCo, fldnnisiatesninaiil
Aadle wanaandl respiratory alkalosis 5236178

e 0 PaCo, ld1nnistauinninend
Al Laneandl respiratory acidosis S

3. W11 anion gap N&aUNS (1) (gﬂﬁ 2)

Aun@values anion gap aglurg 8 -
12 fadlua/dns waluaniiz pH lusanie (Uni)
albumin agiusequau fsifunme hypoalbumin
Tudeneradutiedediinaiu anion sap? Fedes
Usuaniduanildsheauns (2) (5Uf 2)

* 91 anion gap {ANgwWINNTIIAIUNG
(wide anion gap) ®138@LMHXIN organic acid
ﬁLfJu anion WU keto acids, lactic acid, salicylate,
metabolite 4849 toxic alcohol Wudu A75Hn

ANUSEAU lactate, ketone Tuldan wagRa1aun

a

osmolal gap 1n&NN1T (3) (U7 2)

FaA1Un@ osmolal gap %ag‘ﬁl 106
fadesalua/Alansu wn osmolal gap degandn
AUNALIN (WnNnd1 25 fadesalua/Alansy) 919
1NN ethylene glycol, methanol, propylene
glycol, diethylene glycol 2819l5AnLMIA osmolal
gap flanunAnllanunsadnanngain toxic alcohol
16 \flesanidle toxic alcohol ma"]‘ljygﬂ metabolize
A1 osmolal gap ¥anad kA anion gap ity

e 01 anion gap Un@ (normal anion gap)

az1du hyperchloremic acidosis 912,AAA1NN1T
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Qiyt.?is bicarbonate ion #38iin15azaLved chloride
ion Wa1584191N urinary anion gap ([Na'] + [K']
- [C)) winenduau (Wesnin 0) o1afianng LWy
ouds 9su sodium nevasalden in type 2
renal tubular acidosis wnleAduuan o1aiin
911 type 1 %38 type 4 renal tubular acidosis
4. n3al wide anion gap vendrenaiingan

Aiuu normal anion gap metabolic acidosis %38
919AnTAUAU metabolic alkalosis b6 A58
ANENNTT (4) ('gﬂﬁ 2)

wSuvanasil

o vnAalA 1 - 1.6 uansandu pure
wide gap metabolic acidosis (Uﬂaﬂimﬁwﬁu 1

i 9819 bicarbonate ion anasll 1 wihe

NTASNFINTIUISINEIUIA

wazazhlel anion gap iudu 1 i)

s vnunladsenin 1 wansindu
wide anion gap metabolic acidosis 531U normal
anion gap metabolic acidosis (uaﬂmﬂﬂim‘ﬁu
Fu v5¥ bicarbonate ion anas dawalsk anion gap
diutuuda definnsgayde bicarbonate ion eonly
Tagasa 9naLmnw)

o ynAuIlaNINngT 1.6 uaneindu
wide anion gap metabolic acidosis 341U meta-
bolic alkalosis ({172 metabolic alkalosis \Antu

v
= £% o

agnourTaIintuTNme yiilseAu bicarbonate
ion qﬁu Jevilsmdlanin metabolic acidosis AVl
bicarbonate ion anas s¥AU bicarbonate ion lne

TUFENMNAUNAEBENT o)

dun1s (1)

Anion gap = [Sodium (Na")] - [Bicarbonate (HCOS')] - [Chloride (CU)]

dun1s (2)

Corrected anion gap = observed anion gap + (0.25 x ([normal albumin*] — [observed albumin]))

*AUnAved albumin Ae 4 NSU/ANTERS

dun1s (3)

Osmolal gap = measured osmolality — calculated osmolality*

*Calculated osmolality = (2 x [Na']) - ([glucosel/18) + ([blood urea nitrogen]/2.8)

dun1s (4)

Aanion gap/AHCO, = (anion gap - 10)/(24 - HCO,)

sUN 2 aunsilda1wiad anion gap wag osmolal gap
v
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A155n%

o @

UadedAgyvoen1siner metabolic acidosis
fio Mavnanive vigaewidean s duanvg 1
Shwndisumziusnseasivuaazeie wazlinis
$nwUseAuUsEAas (supportive care) Tmueas’®
S?fdmi%’ﬂma’mLmﬂm'wﬁ’ulﬂéfuagﬁumﬁmaqmﬁ
waztladedun it 212

« M3anUiuINEIinnagaduiiginante
(decontamination)

- MIsAIUANNTNIE (gastric lavage) ¥
Tunsallasuansiuvsesiiuouna Lagulsameiuia
ISanely 1 Fluandesudszniu uaduvinlunsdl
arsiuvsestullaqviianieu Wu nsm hydrochlo-
ric acid ¥3ea1siENgy hydrocarbons WU toluene

- N5l uAuTUs (activated char-
coal) vlunsdlgUlesulseniuasiivvsosiiu
w9 waznassmerasiniely 4 Flumdann
Sudsenu 1915ty activated charcoal 50

=

n¥u vse 1 nSu/Alansy selasesnauldonieu way

o

nsdan (aspiration) vuvintunsalgUiesuuseniu

asnilgrsinnseu waralsiiunayu hydrocarbons

4

diesneradsainnsddn wazenvldlausslony
Tunsdlansfiuiliannsagadudiensaufusiud
W iron, lithium, alcohol

- 179911 whole bowel irrigation Vinlunsel
mt.‘f]ugﬂmuaanqwéﬁu (sustained-release) %30
gudnndoulunndiludldidn (enteric-coated)

o

Fonuusemugmsealsiuiinan uiudud

=~

ansagadulaunsila wu iron, lithium
U s v
o Tn155nwUUUsEAUUSEABINNNBINTS
- 1§ endotracheal tube lunsalfUqei
I CNS depression %38 hemodynamic instability

Wiataeriu underventilation wWiasainaiavinlyinnig

A17% metabolic acidosis aneMseETHY 207

acidemia WL&ad

- Hor5andrdarslaivia g ednaiusy
Tasine) uazuily onavhliiAa  wide anion eap
acidosis 910 lactic acid 19 mﬂﬁmiﬁﬁ isotonic
fluid videlvennsalvansinuwdn sty wu dopamine
(5 - 20 Wlasnsu/Alansu/undl) wse norepineph-
rine Auglvg)ad 05 - 1 lalasn3u/aund TudinGa
7 0.1 lulasndu/Alansu/and)) WieUszduuszaes
Anusulain Joartulailinig acidosis wgas

- M50 sodium bicarbonate (NaHCO )
mndun1ig metabolic acidosis ﬁjULLSﬂ WY arte-
rial blood gas &I pH Wewni1 7.2 5¥@uU bicarbonate
ion Tudsudesnin 8 Nadlua/ans 819NW150U0
oA NaHCO, NIYADALADAAILUY infusion L¥U
7.5% NaHCO, 150 fiaddns (7.5% NaHCO, 50
faaans 9219 bicarbonate ion 44.6 faddnAin-
@ush) 13991411 5% dextrose in water (D5W) u
laUsu1ms 1,000 Tadans w1uu1en1ssnel Ao
bicarbonate ion Tu@Suu1nnin 8 Jadlua/dns e
N3EITULTINN WU pH Uaendn 7 seau bicarbonate
ion lugSuesnin 5 fiadlua/dns dnneilavya

Wl uaiuIy 8198 oli NaHCO, 1AgN15an

a ¢

WnaeALdenA1LUU bolus 1 - 2 HadsnIauy
Alan3u 15l NaHCO, Avalinisinmu pH uaz
bicarbonate ion ludsundslveniiodestululv
wendumsnnawiuly (alkalosis) #nna sodium
ion 5¥79 hypernatremia sefanmsiniu (fluid
overload) waganavinliiin hypokalemia 2%
s hypocalcemia Lo wonnil AssriasyTe
Al NaHCO, JuiimwlunquiUneiladuiman
(congestive heart failure) Qﬂwﬁmiﬁ’mumaﬂm
unwsas fefiuanhainnisasan sodium

- n3glgvagdn Wersanlderlungu ben-
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zodiazepines AIUANEINITTA WU diazepam (LU
fvajdadinaondendt 5 - 10 fadndu 19l
yn 5 - 20 wdl drenslaiddu Tudndadmaon
\WHeaen 0.1 - 0.5 HadnTu/Alandu (vunegagn
10 fadnsu/ay) o1afiarsanldidmn 5 - 10 wfl
dro1mslidtu) mindadnegudsld diazepam 30
fladnsu Tugflve) vdo 10 fadn3u Tuiinflenguin
N1 5 U o1afiansangnlungu phenobarbital wnu
dlesnmstndasefudunaiu enavhlinie
metabolic acidosis ugaala

- Yssidlumundesdug fenavinlifanag
metabolic acidosis wias uazuily Wy Aviima
#1 (hypoglycemnia) agliaunavesnioustu
319M8 (electrolyte disturbances) NMEY1ADONTLAU
(hypoxia) Amgiladuiadeanag (dysrhythmias)
Amgnansgla (respiratory depression)

o 819UNE (antidote)

Luiflgmuiwdnzdmsuniig metabolic
acidosis wip1aflendufiufisimnzinivasivevie
ansiwuiinfiviliAn metabolic acidosis 14

- fiwa1n cyanide fi3auss fansanl
sodium nitrite Wag sodium thiosulfate

- 910 methanol A5l ethanol
wag folic 39 folinic acid

- fiwa1n ethylene glycol Aansaunl
ethanol, thiamine La¢ pyridoxine

- fiwa1n iron N5 deferoxamine

- fiwan isoniazid lTugUleAiin1sdn

v
°

%1 (recurrent seizures) wag metabolic acidosis

W15l pyridoxine

e N15139N15U3A81 (enhanced elimination)
- 91504191 hemodialysis N3gifieseans

aunsagnudneents uasnsal metabolic acidosis

NTAsAFINTIUlSINEIUIA

filsinouauesse NaHCO, Im%uﬁ’uaaﬂﬁﬁwm
unng WU methanol, ethylene glycol, salicylate

- N9 urinary alkalinization @5uen
fifgrdidunsaunseie Wy salicylate \ilosninendl
guisidunsageu d1ifaanied pH usia nnsedn
envzfiadu Taeld 7.5% NaHCO, 150 fadns waw
lu D5W 1,000 3iadans lvmisvaoadensn 2 - 3
fiadns/Alandu/dalus Aamuan pH Tuilaangyn
1 - 2 $alus Weghl 7.5 - 8 waginw pH luidendl
7.55 uazAIsfl1seiaseau potassium ion Tud@suli

Un@ Lo ndnanen15vdn salicylate

N1SANMINNITINE"

e 5inRNU serum electrolytes lauA sodium,
potassium, chloride Wag bicarbonate Uizl,ﬁusl}:ﬂ
Snadait 1 - 2 Halug

« AnRY arterial blood gas wazTEAvU lactate

* finR1Y anion gap WNWINA1 19 Tadlua/
ans Ussfiugndnaded 1 - 2 $alus &1 anion gap o

S¥1IN9 16 - 19 Haalua/ans AsUseiiugIdnas

'
=

7i 2 4lus

e @nR1U osmolal gap TngAfiiuduenain
99n@73 WU alcohols (ethanol, ethylene glycol,
isopropanol, methanol, propylene glycol)

e MNLAAN®AIN ethylene glycol Wa urina-
lysis ®13nUdnuwe envelope-shaped calcium
oxalate wag hippurate crystals uanaugagliny
wanananiliaunsadnamnain ethylene glycol
161

e Abdominal x-ray \eUssiumansfifiuuas
16wy iron Tuymaiiuemns
* #innY electrocardiogram (EKG), vital signs,

complete blood count (CBC), serum glucose,
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blood urea nitrogen (BUN), serum creatinine,
urine output, PT, PTT uwag liver function test Tu

l’éjl’ﬂ’JEJ severe acidosis

JalausLu

o vngUaedn1Ie metabolic acidosis i
aunnanlsalilld o19a0sfinnsananeiifiieiu
Usgmuindlenlaaansasiliinlans ol

o MSUSUVLIREIMINAINSYINLURladiAIw
dfy mszdasananuideslunisiin metabolic
acidosis 91n81u19udald fregefiviliiie
metabolic acidosis LagAaIUsUTUINLINIUAN
A15%19uvedle W metformin, acetazolamide
Hudu

« UFA3esEmineeniuen uvindenailenia
Lﬁumﬂmgaﬂumﬂﬁm metabolic acidosis 19U

linezolid uagengu SSRIs

nsalfnen

Atrevelveey 72 U flsausedds Julse
wvuiai 2 sauiu Tsalaneded Tsaluiuly
\Hongs uavlsavaenideniiila

UszdRnnudulaenauunlsanenuna:

e 12 Junaunlsameiuia lasunisanendn
TUANT9E Y Lﬁmmﬂﬁmmﬁumqa waziiniig
Fofu ndoniuld acetazolamide 250 fiadndy
fuusvmundeas 1 ln Suss 4 adireuoimsidh
nanetu By uavAsuuou varTaliflonniseeumas
Jaanizeand

e 4 JunoullsmeIuIa Q’ﬂ’mﬁmmiﬂﬁ'u
& 9138y Suusemueamsiile Jaaniveenund
degannsziuay 3 - 4 A%t Wriunissnuwilulse

NYIUNAMELSANIBAUBIMNTONLEULREUNAY (acute

A17% metabolic acidosis aneMseETHY 209

gastroenteritis)

e 1 Tunauuilsingiuna Jen1suiela
wilosanndu lifidwganssivan soundsanniu
wounntu Liilld ladle Lifaums wousulduna
Uaageanuni ﬂﬁmﬁﬂﬁzi’a%amﬁuq Fuusenu
184

Uszinenau:

1. Aspirin 81 #la@nsu fuUsymundeay 1
in fuaz 1 ada ndiomad

2. Rosuvastatin 20 fladnsu Sulsemunds
av 1 6in Yuas 1 A%t ndie sy

3, Ezetimibe 10 fiadnfy Yuuseyundsay 1
in fuaz 1 Ada ndeomsd

4. Lercanidipine 20 #adn3u SuUsymunds
av 1 ¥ln Juaz 1 A%t ndsewns

5. Nebivolol 5 fiadndu Suussmueseas 1
in fuay 1 ¥ ndeoms

6. Isosorbide dinitrate 30 {adnsy SuUsen1u
adia 1 Win Suay 3 A wdse NS nanety 1By

7. Isosorbide dinitrate 5 faandy eaildau
afiae 1 1in nanfenisuuwihen

8. lvabradine 5 fiadndy Sulsvmuadas 1
din fuay 2 afa ndeomsdn 1fu

9. Furosemide 40 fadn¥u Suuszmiunds
ar 1 Win Yuaz 1 A% nds@ M5

10. Essential ketoacids 600 fadn3u SuU
Usemuadaay 2 iin Suaz 2 ade vdsomsdn

11. Sodium bicarbonate 300 fiadnsu Su
Usemuedeay 1 din Suay 2 afe udsomsdn u

12. Insulin isophane + insulin regular 2
dnldfavils 18 efin neuemnsdn

13. Insulin aspart @anlaRmvids 14 giln

ABUDIUITNATU
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HANIINIIVINNNY:

Vital sign: 9uviiaNIg 37 asmwalded

Y
v

93115l 69 ATY/UNT dnsinisnigla 32
Ayt arwsiulain 178/82 edwasUsen oxy-
gen saturation 100% room air

Physical examination: not pale, no jaundice,
no edema

Respiratory system: lung clear, Kussmaul
breathing

Cardiovascular system: regular rhythm

Abdominal: soft, not tender

NaN1IATANVRIUURNT (Wsn3u):

e Renal function test: serum creatinine
5.49 Haansu/Ww@ans (A1Uni@ 0.67 - 1.17 Taandu/
WTANS), BUN 67.7 Hadnsu/waans (A1Unk 6 —
20 §aanSU/\nTans), eGFR 9.55 Hadans/uni/
1.73 a1519.4m3, albumin 4 ASU/e%ans (AUNRA
3.5 - 5.2 NIU/\ATENT)

e Electrolytes: sodium 141 fiadlua/ans
(AUNRA 136 — 145 fadlua/ang), potassium 3.6
fadlua/ans (A1UNA 3.4 — 4.5 Jadlua/dng),
chloride 114 fiadlua/dns (A1UnF 98 — 107 -
dlua/ans), bicarbonate 8 fadlua/ans (A1UNA
22 - 29 fiadlua/ans), anion gap 19 adlua/ang
(A1Und 8 — 12 fNadlua/ams), total calcium 7.9
Tadnfu/wdans (AUNA 8.6 — 10 Uadn5u/La%-
8n9), phosphorus 4.2 fiadnsu/@dns (A1UNA
2.5 - 4.5 §iaAn3U/1A%aAT), magnesium 2 Jaansu/
WFaRT (AUNR 1.6 — 2.6 Uaaniu/Lneans)

e Arterial blood gas: pH 7.246 (FUn# 7.4
+0.02), PaCO2 17.9 Hadwasusan (A1UNA 40
+2 fafwnsusen), HCO, 7.8 fiadlua/dns (AUnd

24+2 fiadlua/ansg)

NTAsAFINTIUlSINEIUIA

o 5u9;: lactate 1.2 fadlua/dns (AUNfA
0.5 - 2.2 $adlua/ans), ketone 0.3 Jadlua/ans
(A1UNA 0 - 0.5 Hadlua/ang), glucose 178 Hiaa-
NTU/LATEAT (A1UNG 74 — 99 HaanTN/LnTanT),
serum osmolarity 318 fiaaeedlua/Alandu (A1UNGA
275 - 295 fiaaeedlua/nlansy)

msadulivalsa:

o fUanlasunisinuilaenisvignel ace-
tazolamide 2139 kaENYAY aspirin H1A317
(nauxnlaenlyainaaannnnig metabolic acidosis
fTu)

o f2eleu 7.5% NaHCO, 150 fiaddns lu
D5W 1,000 1adans In1ananndannl aigsmsd
%7 80 fadans/dlus saufvansimnvasnden
i n§aaInti 1 $alus seun@iamy arterial blood
gas WU pH 7.27 PaCO2 18.2 fiadlunsusen Pao,
117 daduasuseon HCO, 8.4 fadlua/ans nas
nduld 7.5% NaHCO, mswasaidonddn 1 §u
FesnsEa 100 fadans/alus

e viasInugnely 2 Ju a1n1smelaveu
wilosdtu soumdvanas wazansandutnuld
TuSuf 4 993M35nY1 KaN130 19 electrolytes waz

. ' @ o &
anion gap s¥nineglulsaneruta [Wudsil

Fuit 1 2 3 4
Sodium (adlua/ans) 141 | 141 | 141 | 140
Potassium (Tadlua/ans) 36 | 27 2.7 3.1
Chloride @adlua/ans) 114 | 111 | 103 | 102

Bicarbonate (Hadlua/ang) 8 12 20 24

Anion gap (Radlua/dns) 19 18 18 14

anusne
AUreseluigeInseeundy uaznigla

WUUMBUAN (Kussmaul breathing) #udusinns
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wanIeE1aMiaveinI metabolic acidosis 1ias
nangmeglaiu (hyperventilation) Wunsguiu
A3 compensate UB4N1¥ metabolic acidosis ¥
Tvimelaisa (tachypnea) wigladn (hyperpnea)
57 alveolar ventilation Wsdu awvinli PaCo,
anas 981415ARIUDINITUENIIBIN1IE Mmetabolic
acidosis @uluglidnnizianzas Tunsidadeds
FosorfenanisiosfiAnislunisiinsesi deua
271 arterial blood gas luftheseinu

o pt lugfithe fe 7.246 Fetfosndn 7.4 uang
Tereinng acidosis

e PaCO, Tuffihaefte 17.9 fiaduwmsusen &
o8n11 40 JadwnsUsen waz bicarbonate ion
lussugtaede 7.8 fladlua/dns Fetfosndn 24 fia
flus/ans wanadgUleinagiinig primary meta-
bolic acidosis

e Expected PaCO, = 1.5x [HCO3’] +8+2=
20+2 fiadwnsuson 39lndiAes PaCoO, 7vale
(17.9 fiadmnsuson) uansindu pure metabolic
acidosis

* AU anion gapvl,é' anion gap = Na - Cl -
HCO, = 141 - 114 - 8 = 19 fadlua/ans Funnni
12 fiadlua/ans wansindu wide anion gap (lu
ftheseiian albumin Uni)

* 9713041 anion gap/ HCO, (anion gap - 10/
24 - HCO,) = 19 - 10/24 - 8 = 0.56 Falfewnt 1
wa#n9918 wide anion gap metabolic acidosis
$9UAU normal anion gap metabolic acidosis

defansananusziRefiguaglasu wuin
flonfianansavilviAn metabolic acidosis 16 2 &
Ao acetazolamide wag aspirin LLGiLﬁawmQjﬂw
wele aspirin sieawiloswuiy wazawneiildAeu

21901 39AAE991A aspirin Wey d@1u acetazolamide

A17% metabolic acidosis aneMseETHY 211

aua 250 fladndu Yuuszmundeay 1 ufa Suay
4 afaroueimnsdn nanetu Bu wazreuuew 1Ju
yungUndARFlunsinugUaedeniu (slaucoma)
wiidlesnngtheneiifidgmidesnmsinnuvedlaog
i TF1 eGFR hnogfivszana 10 fiadans/unil/
1.73 msaans dedesdimsuiuaune sl

e GFR 11nn31 50 fadns/unil: Sulseniu
vn 6 Falus

* GFR 10 - 50 fladins/wii: Suusgnumn 12
Falug

e GFR #oeni1 10 fadns/ud: lauugil
14891 acetazolamide Lﬂ‘u&JﬂUﬂq':u carbonic
anhydrase inhibitors Tlun1335nw1 glaucoma
aaﬂqm'éé'fuéqfa carbonic anhydrase \ioannisadng
aqueous humor vil¥an intraocular pressure 161
wules] carbonic anhydrase Ssfiquidudsniagn
Funauwes bicarbonate lpuidu catalase Tunis
Wasy CO, + H,0 < HCO, wagdaflgvidutlaanie
wagyilitaanzilunisls ndvaaummansuesen
'iwznmmiaaﬂqw%fagﬁ 8 - 12 #3lu9 protein

1Y

binding $asaz 70 - 90 gntusenyislaanizlu

Y

sUldAguwdas fiAa3e@ined® 4 - 8 Falug

Y

9 v =i

wilugUaglnneisesissuranying Mlasunisii

q

hemodialysis A1A3933negi 26 Falus wazuen
il acetazolamide 919lUATeU aspirin 1oy
AN150LNSERU acetazolamide ¢ LiinAEes
Tun1siin hyperchloremic metabolic acidosis
(normal anion gap) Taenalnnisindelidaiau
Wwe aspirin @ aLfiudndIy wazann1susneanvDs
unbound acetazolamide vilfiaudesslunis
\Anfiwann acetazolamide '
dmsunasnuniigithenedldsu fe manee

g1 acetazolamide waglinaulultenildn wiasain



212 awAundunssulsamenuia (Usanelne)

GFR wosUleseil deeundn 10 Taddns/undl s
WangALN aspirin 41A517 UNTENIN1E metabolic

acidosis AYUFINFUNNSHEIUBNATY wazle 7.5%

a a

NaHCO, 150 #iaddns Tu D5W 1,000 Taddans

Tvn1avaendenmimewilos au bicarbonate 15y

1Y

ndugAund nendannugn acetazolamide 16 2

W amImelanilesneuroidUienTy wazsyay

bicarbonate fvuaunduyduuna

unasy

A% metabolic acidosis 813 AAlAN9a1N
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