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The Essential of Arterial Blood Gas Disorders
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Abstract

Caring for critical ill or at risk
patients, the result of the Arterial Blood
Gas (ABGs) is one of the very essential
indicators. It is controlled by ventilation
Blood
Gas disorders are classified as respiratory

and renal function. The Arterial

alkalosis, respiratory acidosis, metabolic

alkalosis, metabolic acidosis and

complex acid - base disorders. Carefully
monitoring about signs and symptoms of
the acid - base imbalance, also with
closed follow up by these specific
laboratory indicators can help nurses to
provide the appropriate nursing care to
the patients.
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o o A 6 ] X

My iTaradends) Tusameasan
agifumsmsmuaNenadsduaesayya lalasian
(Hydrogen ionwsaH") &sfgsUn@ueusnn
2 ] ] 1 a 1
QWQWJ;IJGVLETI@?LQ%VLNQ%jmsmdﬂﬂ(ﬂ MALNIA-GN
A LI/ 1 a
ikn) pHslumaJ (Serum) FDITNMELILFLFNAS
MEReUNAYDINTA-ANANNANNAAUN G
I@Elmwwﬂmngﬁuﬂ’m%mau e (Acutely ill)
loenmensasaissmgaazny danmsasauis
lwdesuas (Arterial blood gas) dAmsasia
Wodtadauunlsn ensuazaIMILEaaeadin
Bue) nennawazyAaNT Mfingumwdasiidanusan
Sufiereulumatlasru (Preventing) nisasaa
maneHand (Detecting) wagmMIgUaTNIN
(Intervening) atheanmasiaUnfsang

a 6 23 A

msdansinauialufoaunas

a € (24 =3
MINANLAHAUNE Faaualsenay
GEN1TNAITHINILANTLABLALNIILNTA— G
luidanunsdizeas Partial pressure 289
pandian (PaO) Souazrasd luinadunfioandian
Jueay (Hemoglobin saturated with
oxygen) v%e Oxygen saturation (SaO)
aaamauAl Partial pressure 2asmsuan
laooanlas (PaCO)

panFan doauadldleuass (Black & Hawks,

ACHIHNITINUNNIISYDI

2009)
a 1 A %
mMRNTINNTA-6N4 ldanuns @ﬂ,mm
M pH, PaCO,
aNae (base excess/base deficit)

ez HCO WIDNNIZA LA/

pH famnudnduans Hydrogen ion
Tonarsa

PaCO, Aormansnsualaaan e i
» 4 e .
Basuazieniussuumame’la (Respiratory)

HCO;
(Metabolic) wSaifwafiuniavhainaadsbe
(Renal)

“ o o
QSL%QNIHGﬂUiSUUﬂWiﬁ%@Wﬂ

Fhasuanien s (Serum lactate)
F9uannitzaaatdunsaaInnIsduaiy
(Metabolic acidosis)inaslésunisasna
S ABGSs eninGaasuaniemaziendning 2
mmol/L

mu@mumﬂLﬂsvmma‘lmaamma
Suaoudt 1 Avmanevns pH

MuUn& 7.35 - 7.45

mudeaunsa (acidemia) e pH
Qvtaund 7.35

mudaaduen(alkalemia) eh pH
avmﬂmw 7.45
Gnummm 2 NTEANDD PaCO

AUN@ 35 - 45 mm Hg

Mg Respiratory acidosis PaCO2
LaNNA 45 mm Hg

n11e Respiratory alkalosis a1
PaCO_ awipand1 35 mm Hg
Suaoudt 3 Aeroneees HCO -

aund 22 - 26 mEq/L

Mg Metabolic acidosis @ HCOg‘
mEq/L
Metabolic alkalosis HCO
mmﬁmw 26 mEqg/L

WHDLAN 22
e

mumavm 4 NATUINNLLBINMTUSUA e LY
(Compensation)

13 = . 1

d1dn1y Compensation agwua
PaCO ey HCO Femufieund U Infienmess
ffuda naade mmwmummum@ Anéhazd
Anuens

13 = . 1

Flaifnne Compensation agwua
PaCO
a’maﬂm’mmﬂﬂm

uay HCO g ladmtel el aUnd

Sumonds RamoniwAslwdesuasietndifie
NnAnrrasmame la(Respiratory) vsams
fuwent (Metabolic)

IIENTHAINGREAITLF 8

7 wo UM @ (NINYIAN - NUEIEN) base



al dtal
’ﬂa’ﬁim G0N

393

a1 pH RedUnddaan THRITaN
# PaCO uaz HCO - HenleRaund@ lUmadien
fudy pH Aasdunnadasduiivh Wuis b
= a a 1 1 )
WBoALAINAUNE wu a1 pH wunsanay
@ PaCO, funse mzdaswiuivh lReUndRe
Anmsnala (Respiratory) udu

v
o A

a I3 (23 A } 4
N1FILAINCH NaLLﬁﬂGL%Laa(ﬂ LL@x‘iﬁ'ﬁ;‘ﬂ\t(ﬂ(ﬂ\‘IH

e pH Und TR TN PaCO,
ez HCO Fenlofiotnd Augmehmiasinge
efifuemuAeUndidasdv 9w e pH Un&itel
@ PaCO_ iflunsn mudasduivh lfReuUndide
nnsmela (Respiratory) %@ﬁaswuﬁqmw

% '

M pH An@nuazennd 7.4

pH PaCo, HCO, Compensation
Respiratory N3 T - Metabolic Alkalosis
Acidosis
Respiratory T N3 - Metabolic Acidosis
Alkalosis
Metabolic Acidosis J - J Respiratory Alkalosis
Metabolic Alkalosis T - T Respiratory Acidosis

a 6 6V A U
PNMTIATLVUAE LFDAUAI WL
a a ] % A
AnuRaUNGudeld 4 wuy fe
1. Respiratory Alkalosis
Respiratory Alkalosis fan1yenaifiv
Tuswne Teaieaniinemameladniund
(Hyperventilation) vilWduasuanlasanlad
2ENINEING Wien PaCO  dhndnd e
amgdwanmavnela (Respiratory Alkalosis)
suuauaziladuidus (Etiology and
Risk Factors)
Mwmeuaciiadeidas 209 Respiratory
Alkalosis A
1. AmenwIadaaniian wdan (Hypoxemia)
Wusmginuldvsusnniiga eananuia
Unfrasssuumadumeala wu lsedasuiamise
Tsadandnisuanms@ae (Pneumonia) A
2 oa E .
aadLaa@a‘@ﬂﬂuﬁa@(Pulmonary embolism)
A 1 o a %
lsaiie (Asthma) ﬂaqmawmwmslaawmﬂmyuwau
(Acute respiratory distress syndrome 30
ARDS) daauasih (Pulmonary edema) iay
#adn 1wlusgs (Cystic fibrosis)
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2. anNAeNnea (Anxiety)

3. M lRdNman (Heart failure)

4. gy RdNmad lIzasSauen
(Early respiratory failure)

5. Amelafieufie usseuSuusn
(Early sepsis)

6. AMgdiune (Hepatic failure)

7. AMgATeMmaimIguesnnninn@
(Hypermetabolic states) g% aaedild
(Fever)

2 d‘ 1 1% o L

8. mﬂmmmmymﬂaLmeﬂw‘ﬂﬂ’m

(-3 U a .
meladiniung (Overzealous mechanical
ventilation)

9. aMstha (Pain)

4 y .

10. mmmz@;umwm% (Respiratory
stimulant drugs) wu Epinephrine uag
Salicylates

1. anuReUndmesruuUssam 19w lsa
naaadanauad (Stroke) warmatisaslsnlu

a . . }%
nelnandswe (Intracranial lesion) aﬂﬂﬂiz@lu
qudmamala vhldmelads
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12. enuAeUNGraslanisens Wulse
Wirleias (Pulmonary fibrosis) ag lianme
4‘ i =% a o (%2 1A 1
Amaladideafiusinmantawasldifivsnase

3 1 ° A < A%'
ANNFINITIa9TI9Me v WEAnsve lasaan
4, .

13. fngnnuUasngaras Mild uag
Chronic respiratory alkalosis lén nmsanéte
aguuigennaINIERudmss (High altitudes)
LATANILHINTIA

WenBa35ane (Pathophysiology)

Respiratory Alkalosis &iwendaasinen
Tumsifia ¢l

romeene &N (Hyperventilation)
aviuasuan laaan lgdaanuinyi lden PaCO,
NG Renmesnsanmane (Respiratory
Alkalosis) temuiaUndimiamelu 24 Falug
auilu Acute respiratory alkalosis tsze

A . .
nawIwNIHazaaily Chronic respiratory
alkalosis @wiu Chronic respiratory
alkalosis @hHCO; AT UNTTOLTY LY
Lactate dehydrogenaseslmﬁ%mzqﬁu i bk
1 (9 1 1 a = = a 1
A1 pH naugadndusatnaudnuaane
ANNAnUNGSIasi oY

PaO  fiflehe azlinsydu Peripheral
chemoreceptors 71 Carotid bodiesuazaortic
arch a'qé?z:yz:ywmvlﬂmzé”;uquﬁmimﬂﬁm%nm
fusnas (Medulla oblongata) vilivmelaiss

=3 Y A A } 3 1 [<3 1%
uaran tidealvat W mastea AWNIYIU
Peripheral chemoreceptors @Lguiiu

4 . o Ve

Tunagfivas lansnsnveuda léa
1nd @u Ay Pulmonary fibrosis aziinasia
Hering-Breuer #3a stretch reflex sadftyaos
lﬂﬁquﬂmimﬂw‘iﬂﬁmﬂaﬁ’g

Central chemoreceptorsuasquﬁms

% % s oA a . 1
vnﬂagmamumamimwmmiww (toxin) 1
et lé3uen  Salicylate lwSsnafisnnifivly
e REas LY e Taisa

élumaz‘ﬁLﬁa@Lﬂu@maahq?mlﬁq%mﬁlau
waslasssevaszqaecllsiv. uavgadans
muqNmia%mmaamumiﬁnmﬁnaﬂﬂi@u
dana limsvihaueesaiulzense Aalnddne
wonaNTazANMsTUGYes ueadesiullsdn
Tuasnilfifnnndeaugazanniausly
979N

APNWLITHITINLININE1 S19N8Y
ﬂ%uamaima

1188y (shift) nsmanaeluead
(intracellular fluid) pans ludan

2. ﬁmim?iaua%a HCO, dnlulwesd
Toauanuwaemio CI

3. mafiane glycolysis v WiAams
st lactic acid #9laazSusmmwenny chronic
respiratory alkalosis logaamsdiy H' wae
s HCO -

MMSHALDINITHEAIIAFLN (Clinical
Manifestations)

INITLAEDINITLEAININARRNY B
Respiratory Alkalosis L6

1. waufe luidesuas e pH g PaCO,
¢ &msu Chronic respiratory alkalosis
HCO - avananiunissawe uar Lactate
dehydrogenase sLuLsﬁ%'mzqﬁu

2. melasa (yperventilation)

3. {0 1MIMeTTULMILALEIMIT LI
aauld o8ou #oady Wiosaname Acute
respiratory alkalosis avilwasia Sympathetic
nervous system

4. §mny Hypokalemia uag
Hypocalcemia wlFiAanrzndiie
gl (Muscle weakness) Elagu (Palpitation)
wazi laduieUn@ (Dysrhythmias) 16 &4
Coronary spasm azilain1s Chest painiis
onel I@Hbzﬂ’aavl,;\imaﬁmmﬁ@ﬂﬂ@lﬁmﬁuﬁﬂa
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nnan wananilamuea@asen (Hypocalcemia)
S Wfean&sianeinsasasduazesa ldde
(Muscle cramp and spasm) Taeamesim
Wt 21
a a a A

5. anufaUnfaasnsradewdesuas
msdenmraadulseam (Neurotransmission)
mliinniaser (Paresthesia) Uaadsmey
(Light-headedness) &uaa (Dizziness) uag
Huaw (Confusion)

6. 21N (Seizure) o1afinbeaind
AMEANNIUGIITU

NMTQUATNI

WKINIINITQURTNET Respiratory
Alkalosis H@af

(% A 1 a AQ;PJI

1. 3ﬂwﬂfuﬁ@maaﬂqmmmimﬂﬂw@J‘ﬂ’m
fuee] (Underlying disease) dafiusniveyi 1ok
iiennqzRespiratory alkalosis 19w Ten
Uftugsnmnlsatantnuvde lsatasiniauanms
. X e s
@eLra (Pneumonia) wWlue

2. Respiratory alkalosis #fiaflls
Juksuarsiiaizass (Mild and chronic) asdl

a a A @ 24 B3 [~

1nsieUndNeadntas  wdoiduluuTung
(Severe) MIQUASNEIALAANNATYUALLTIN
N leeawemsuiame Hypoxemia i ma
4 Aa 4 d‘ 1
WaanFanles findastiemela

3. dwFunarliangaraandeus e
%m:rﬂiw%amm@ruaammrﬁ@ﬂﬂ@maqm@@hﬂﬁ
wad Aagiasndugnmsdnd

4. mi@l,l,al,ﬁmﬁumwwﬂa (Respiratory

L2 [ % %% a A d:
support) @ﬂqamaqvlmuaaﬂmamwmwal,wau,ﬁ)lsn

. 1 ilnld .

ngHypoxemia smpaNe Respiratory
alkalosis #iflsmneanae Anxiety mszae
wA latamnzni luszvdun de lodvaamelal
qqmsmmﬁa%um%uau\l@aaﬂvlffj@?ﬂa"uL%jcjs'wmm
e PaCO  lwideagedwdunstSuseame
L2 = : dz 1 < 1 } 2
NU28EADINITAINBLIITIALTT \'LSJ@’J{],‘MZN
wma@mwmmwmw\lﬂéﬁdm
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2. Respiratory Acidosis
Respiratory acidosisfianmezfidand
[~1 | a A 6 [
mmLﬂum@qqmwmmmmimmiuauvl,maaﬂvlfm
ﬁda%Nﬂﬂi‘%i‘%‘lﬂﬂ&JLW?WSé@]iWﬂWiMWHi’QLLas
XK [~ o I3
mmammmswﬂaLﬂummqu‘%mm@ﬁuau
lasanlad fdiemeladh (hypoventilation)
A = a A o =" [
niavmelalifussdniamasri lidasuon
6o A A A o,
lonanladesuansnn FaBanhinmeanudn
m@mﬂmimﬂw%arespiratory acidosis
FneAaun@niinduldsunissnm
meolusspzmaladiin 3 $wsund1 acute
. . s &
respiratory acidosis tiwiwna1Hhiiln
chronic respiratory acidosis
suuauaziladeuidus (Etiology and
Risk Factors)
Mwmeuaciiadeidas 209 Respiratory
Acidosis léun
3 j P 1 A R o £
aqmﬂizﬂaumaamuwwuuawq@mwﬂm
a . . . A L2 a
\im respiratory acidosis @ariauiinnig
alveolar hypoventilation vilvien PaCO,
U
U
smadmngiiean lsemaduwnela
5859 (Chronic respiratory disease) léiun
1. Iimﬂamqwﬁm%a%a(chronic
obstructive pulmonary disease 38 COPD)
AJ & A: j’ o L L ]
mwﬂ&mawq@ m'gguwﬂw@ﬂqﬂmmmsa
ssineemepananssuumadume e ldmndon
NMILnIaNUNG azﬁmmﬂﬁﬂ%a;ﬂﬂuqqammz
viomadumela fSnansenudenshoandaudn
duaaagurwdgidoauasnisssuiamsuan
VL@aaﬁvl,eﬁﬁmﬂLﬁamaaﬂq'mauaﬂ%nma VERE
Mg ventilation - perfusion (V/Q) Rauné
2. N1EASTUUUSEMMAIUNA YNNG
(central nervous system depression) L
enfinagudnisme’la VEoaNes lESUEuaTE asvh
Ieudmugumamela (respiratory center)
4" ] U Y 1%
1 medulla Qﬂﬁma\masl,wiﬂwmﬂam
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4 . v A
3. a3 asgrame v udinddn
o %
fvne 13
. X
4. lsarassruunduiiauaslssan
(Neuromuscular diseases) @sagvh insetisau
(Diaphragm) 'laisnsnsaiadanlm ldmaund wu
lsa Guillain-Barre/ syndrome
5. MgnTeMesaunssn (Excessive
fatigue or weakness)
6. lrFurdsarlaseiseesdlasg (Rib
P X = A ~ ~
cage) faamInNAINItoleslaseinnune
Yn&xn
- X - .
7. msfenge lussuumadvene b
Pneumonia vlifia Acute respiratory
acidosis
=1 al o 14 3 dgl, £ a %
8. NMmyvive lsaiivn lWndaiati laduéh
135 u Tsendsuitatialaian (Cardiomyopathy)
1 1% 2 4
9. nguensme lad ludihelsadm
(Obesity hypoventilation syndrome)
10. nmemelaneszazgaie (Late
respiratory failure)
11. mmsﬁwu‘lﬂﬂamﬁaﬁﬂ’mimq%z‘um
= v A 6 [
ameeananUan kifsanruimsuanlaaan e
golwmdornnmssumdeslulamsmannifinly
TaaldsuamsTulainamluysimuinainnis
2IMsgnITMIEa I THIUNIIEEEs (Enteral
feeding) w3alWamsawnsiumaduidons
(Parenteral nutrition) A PaCO2 9
WenBa35ane (Pathophysiology)
Respiratory Acidosis fwenfaasinen
Tunmsifie @it
3 €Ad A
amsvonlasanladnininluiden
(Hypercapnia) wiaasuaulaoan o6 lissnsn
?J"uaaﬁmm'mmymdmiﬂmﬂa»l,éﬁasﬁﬂ%wmgﬂu
Foavin i PaCO_ g9 eswmdniuiniunse
m3uaila (Carbonic acid 38 HCO) uae
uendady Ho iy HCOg_L%HﬁﬂiZU’J%ﬂﬁﬁ’jW

Hydrolysis leaasdSugeralaanisdy H°
28NNINTL  WAZLNY HCO Fanawsuni
Metabolic alkalosis compensation ustazl¥
NAINUIINNAY 24 FalNe wazanAwu 3-5 Tu
Walhu HCO 15 eaolse (Clazgniusanvinli
Aanmenanlsd lwdaash (Hypochloremia) 'L¢f
a [ a dl .
pasidenfiuasilues e (Potassium) g4
a . 4
Tuwiden (Hyperkalemia) LLaszaL‘ﬁwqﬂu
A . 2
Wwee (Hypercalcemia) ae

Taain lUFsddgiiasnsansedums
mealaldfanazanudunsafiinguluiila
Funds (CSF) Tasensvanlenanladaifiamnlu
Rorduuwdn lwh ladumds uel HCO " Mifiaiins
anmstSureremadle (Renal compensation)
sinnay Chronic respiratory acidosis agvin
0 PaCO, gt nliduaismadaninia
aniunsalu CSF

Lﬁamﬁzmammﬂhqaaw%mguuma
a A A 6 6o
dumealaldd wanaindesvanlasanladas
(Hypercapnia) &3 asfiamInsasaandian i
A . % Aj .
Wae (Hypoxemia) enig #9013z Hypoxemia
[ % 1 Aa U A [~
Wuduaaigedadianinniitaaatidunga
(Acidemia) w38 Hypercapnia (Black &
Hawks, 2009)

Acidemia agyh lWinsziumsUn@eien
ga9swmendely wumsvhauees Enzymes
dawa Windengenee ldensnsnvnoulFeanudn@uas
ﬁlmw%ammmﬂuﬁqm

2IN19AZAINITHEAIMIAIA (Clinical
Manifestations)

21N1ILAEDINITLEAIN AR N DY
Respiratory Acidosis 6

1. wauRa lwiaouas @ pH ¢ PaCO,
g dm HCO anafiennd welasgeaumdinmg
Ysurewesle (Metabolic compensation)
Taemnie Chronic respiratory acidosis
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2. fiheazilany Hypoventilation vil#
fin Hypoxemia MIuUIRsnUaIN1eHaceIN1s
wias 1dw Judu (Confusion) wyania
(Irritability) 429 @x usinsedulk3andnldine
(Lethargy) ¢

3. emueulafingl (Hypotension) wag
wﬂm@mm@ﬂﬂm (Dysrhythmias) it Tachycardla
Hosnidwdonaened nstudassndaiiie
W laanag

4. §91N1THALDINITUEAIIBINILT Y
amqamﬁmlﬁ' (Electrolyte imbalance)

a A c‘ 1
5. msaduwdaniisnaslifuazacna
] ] 14
nMIasnInYILFulsedm  (Depressed
neurotransmission) vhline1mstndsuee
aMsEuANeLnd (Tremors) enmsdn (Seizures)
$29 &3 wdnseduliiandaldde (Lethargy)
] =R }% 1R 1% 1A
NoNIEEY ﬂizﬂu\lmgﬂﬂ@’l (Stupor) waclsifioms
saUsuassiansnedu (Coma) vise Hypercapnic
encephalopathy &

NMTQUATNI

WKINIINITQURTNET Respiratory
Acidosis ¢ttt

(% A 1 a AQ;PJI

1. Snmnlsevizanguensiieun@iigie
fuee] (Underlying disease) afusniveyi 1ok
a . . . 1 L4 ada
\finnneRespiratory acidosis 13w WenUfd

(% Aa 49‘/ A‘ 1% 1% a 1
qugEneinsfezefiven & ldunAusmetu
6
Ne3Au g lenduny® (Antagonist) vaduasin
w1 wew (Nacan) vise wdaalm (Naloxone)
(=1 %
RUJFEAY
2 =y = Y A
2. Lmvl,sﬂm’;smaal,lﬁl,aﬂam;a REY
TWuesdesgsluidan (Hyperkalemia) #ilae
|4 o 1% . .
anadasrnmadnsle (Dialysis)
1% 2 d‘ 1 o .

3. mlfieSasheme laasimua Tidal

P ad vo s z
volume shniun@iens infudihonuiin g
fassylamaianzlaaunusiia Absorption
atelectasis e laevialdormefiisvme e

Christian University of Thailand Journal

Vol.20 No.3 (July - September) 2014

Juenfloan@iau 21 % Tulasian 78% USanm
VLuImeﬁﬁmﬂ%mﬁaaau'slm;aaa\lﬂamasﬁwslﬁ
neaatlaluriy dotui Woandmuwdnluu3anm,
2N FaNFunEMs el sudoanasnisuan
LﬂﬁH%LL%ﬁﬁQdaNh\ia sondranazldunud
Tulasiau fadusivgl¥iia Absorption
atelectasis 1§ FednslFooniauamsdaduch
g 2-3 BasFawnl Lﬁﬂﬂﬁﬁ@mwmmﬁamsﬁu
mavnelannmeeeniansn luden (Hypoxemic
stimulus) msleanmanesdadueuniiay 1§
ﬁu%ﬂaﬂsmﬂa@q@%uéa%@ (COPD) w&agtae
Faensuaulreanlaidedass Lﬁavl,ﬂﬁﬂjﬂ'mm;@w
melaannisae fainszdumamalaannane
pandransh ludendeuiv

4. Toomluasld asazaelndos
msuawm (Sodium bicarbonate ¥3a NaHCO)
Lwal,m\l&namwmw WSIzAINNSEUAUMS Hydrolysis
sz lfesnenleoon ladifissnnin dnaslians
azam@"’af‘:ﬁwgﬂfmﬁmamawmm%aﬁ’;amajmm
wzngesastay Wadumeala (airway)
faLUFUaIFRed LG (Beta agonist drug)
1613 (Black & Hawks, 2009)

3. Metabolic Alkalosis

Metabolic Alkalosis Aanmefisiame
EY 'Nmmmmswm HCO onfnly Eane H

mmmm“i‘]aamﬁm (Etiology and
Risk Factors)

mms;uazﬁaé“mﬁmmaa Metabolic
Alkalosis léiun

1. miqtyl,?mm@iﬂm@aa%@ (HCI) an
MLAUDINIT WU NITEUILY mﬂdamq}@
Fadanaeainnsznizomns (Naso-gastric
suction) unamwn

2. mMaldieamse HCO;LﬂINNWﬁ‘%MGLH
Jume wuldsu NaHCO3 msuflanisnsa
Tl NaHCO, sty life Alkalosis
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N be wasns WiAen (whole blood) d1wan
Jnagyn 1wa HCO isiannimiauri
3. msduemihiiseuyanaalsd (C)
FXglaian HCO; Fumslesueniutlaamy Thiazide
y3erfia Loop diuretics amzsnaiuiliiaan
mMIdesiBanasnnidanin Contraction alkalosis
(Black & Hawks,2009)
4‘ 7 = 1 = a (¥
4. awmsmwuvl,@uaaaﬁamq@am@mwm
A I3 6o .
msffiensuanlesanladi@s (Posthypercapnic
metabolic alkalosis) waafimauila Chronic
. . . 3 a 1 %
respiratory acidosis Sawfull wngsianndn
AmsvSuravedlasannynsafifieanesua
lmaaﬂlﬁﬁqaﬁﬁaﬁ HCO3-1AnsnnNT
5. $umeldaasndy HCOs-aanlé
d o o4 .
maqmﬂmﬂwmw i Anmg Contraction
alkalosis @9azflvsamin s snieanassnn
(Hypovolemia) ﬁ]5ﬁﬂﬁﬂis<§juﬂﬁﬂmmaﬁsuu
Renin-angiotensin-aldosterone vy
Na* Wussds H oanunu dmsgady C-
LS HCOg‘v‘iﬂﬁﬁ@mLﬁu St lesuen
Corticosteroid fiazii Aldosterone gjal,ﬁ@ma
sanam ldeuie Metabolic alkalosis fiiiaan
Aldosterone g4 denssoudlaldles Iinngs
o £y . .
NALNWIAILITANNNIEWIT Saline resistance
a4 ~ .
6. Mgnamegaidy Na Toeiang
NaCl swmeasgandeninann v nisvimiin
yaslofietnd duwaliiia Metabolic alkalosis
WenBa35ane (Pathophysiology)
Metabolic Alkalosis &wenda3sinen
Tumsifia ¢l
NI5LN6 HCOg‘ WA N8N Wi 1A @
Metabolic alkalosis i1 ™3 Widaa (whole
blood) fwanenn asanasiasniigletlaany
[~ L% =) . .
nswaealvagaaa (Citrate anticoagulant)
914 lunstrelmdsnsuldwinasydoudn
HCO -

3

neinda (HCI) a5 anieas wnssng
mﬂmﬂmmimﬂﬁﬁ%mvl,ﬂmia%a (Hydrolysis
reaction) avdimsiasy H waz CI° Lﬁ’ﬂ’wz;jmsl,wwz
\ oA a & =< o
21T §U HCO3 NINAYUILY N ATHNNAL
dhgideavhlfifia Metabolic alkalosis ¢
Respiratory compensationauﬁw‘ﬁu
1¢aehsafmsnniiaudls Metabolic alkalosis
d‘ 2] i =)
stwmaqmwmiam MM33LLNLIN6 bald
(Hypoventilation) azfin1ynsadaandias
(Hypoxemia) fial¢aesmnEy vl Respiratory
compensation Aaduld lugasnaate
ms Buffer dnsnnauiels Extracellular
fluid FALMOUELEITN1ILNIARL LTANNE9 A
A [~ 1 . o
mMmznaeLlueeTwles (Severe alkalemia) ag
1 9 1 =Y -2 All 2 dll =
élwmmzmmqmmwmﬂmmwm Wagand
NaNTYNUdanISuaNduaglsFin (lonization of
body protein) waz Ca* Fushrulusdiv vl
sruvtszam T laussnanadasavnauwieund 1@
WHnusyuuwsne)
= c‘ A
ﬂ’liﬁjﬁyLﬂﬂI‘ﬂLL@ﬂL‘ﬁHNWNVLGMia‘V]NiSUU
madnawnaiiie Hypokalemia @anwulé
voe/lu Metabolic alkalosis snnni Respiratory
alkalosis
21N19AZAINITHEAIMIAFIA (Clinical
Manifestations)
21NITLALAINITLEAIN AR RNV DY
Metabolic Alkalosis léun
1. waufie lwdeauns e pH g HCO
Y A LY . .
g9 mimediurewreagwy Hypoventilation
e PaCO_ &¢ Fanuld lugrsusnuazazyi
TAifia Hypoxemia euan
~ YA o o fu A
2. aRENMENeTn T E UL lsndue
rhediTinmenawiia Metabolic alkalosis
3. 3gWy Hypokalemia uag
Hypomagnesemia &iua b laduiaund
(Cardiac dysrhythmias) ‘Aaneialadudi
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dadoaluidusheme liifema (Decreased
cardiac output) erssulafiaeh (Hypotension)
LLazﬂé’mLf':aa'auLLia (Muscle weakness)

4. NMIMNBINTTUUYIEEMEILNEaS
(Central nervous system) Heiln@ a1msiay
answae Lo Lethargy &uaw (Confusion)
Apathy, Stupor uaz Seizures \fudiu

NMTQUATNI

WKINNITQUaTNE1 Metabolic
Alkalosis &iéis%t

1. %ﬂwﬂiﬂw%aﬂa"mwmsﬁ@ﬂﬂ@ﬁrﬁﬂ’m
fuat (Underlying disease) Faduanneyinls
Finnie Metabolic alkalosis 1w Ivien Plasil
Fafuendumsonden (Antiemetics)

2. LLf’w)lﬁtmm{fmazm?\aLLi'L?iman@;a Toe
IAsswan Potassium way Magnesium eny
LNUNTINEN

3. thdag Wdamduswauannsinag 1%
Wolanaunsdaun (Packed RBCs) snnni
Whole blood wsgiiCitrate woani1 annms
e HCO -

4. fihwenadiosdsla (Dialysis) i
61131’1,5@m’amaavl,i@‘i'qm,l,adum%uammi"ﬂmé‘a@
w3al¥ High-chloride, Low-bicarbonate
dialysate

5. l#en Acetazolamide (Diamox)
FHUNUNTINGN Lﬂuaﬁuﬁam’m,l,azmaq@é%rm
ynauas Carbonic anhydrase (CA) (Black
& Hawks, 2009) vhEnsiuluensuamenan
yatlasnazannis aenslsfamudasseomansos
Tueadusuasrlasmndde ldendi

6. dunFunnsifonduasaeiaguiss
(Severe alkalemia) wanela1ali Ammonium
chloride waa Arginine monohydrochloride
Feanfisensiunselwden sswmsharlims
vanaldanm GetuieiidasTyiedaiiinan
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UONLAWA DANTAAYNEUOTILYIN WHLAANITE 967
42‘1 d‘ U = o .
PIRLEaLLASEWRRAM (Sclerosis of muscle
and vein) wasdassedansfssduuan iy
WINTUMINAISIANTa9 Ammonium chloride
. L . .
way Hyperkalemia AnMI b5y Arginine
monohydrochloride
4. Metabolic Acidosis
Metabolic Acidosisfanmasfisamei
n3m (H) fiv (Acid excess) vsogaidanig
(HCO y38 base deficit)
suuauaziladuidus (Etiology and
Risk Factors)
mmmmzﬁﬁmﬁm 9839 Metabolic
Acidosis léun
3 dll =
1. o1nandunnsaiasnand
Organic acid ¥ Lactic acid 9190
as‘wmmmﬂ%‘uamgaieﬂ&Mﬂﬁmazm@ﬂﬁumLﬂu
naw (Buffen)lee’ld HCO = Fawue1 HCO -
1 i = 3| 1 . 3
a@aﬂmavl,mvl,qugl,amaaﬂmmnma @1 Anion
X o . X 4
gap wgurunny Aloumin genwne Buffer
NIALAK ALWUAYT Anion gap %qqéﬁué’hﬂ
LB
P S .
1.1 awmsmwuvl,@uamemmslmm anion
gap & (High anion gap acidosis) 1éun
1.1.1 Lactic acidosis #9:fiaannnszuiu
[ 1 20 o a
msduandrasaslulawsnlealsléldaandian
(Anaerobic carbohydrate metabolism)
1.1.2 Diabetic ketoacidosis iasan
1 13 (v LY d‘ A [ Dd‘
Twmediasdum lasiude Wandsnuw 34 dene
a a . ©° A A a 5
Bugau (Insulin) hlkddlan (Ketone) indu
1N
1.1.3 Azotemic renal failure \Aaiag
ntaldarsisnsinaesdey (Impaired
. . i3 ° 1% = A! =
glomerular filtration) 16 v lvesdeeiianmn
Wunsafifeannisduweuldsdues luseame
1.1.4 awmqﬁ‘laiﬁaﬂwuﬁamﬂﬁ%umsﬁw
(Ingestion of toxin)vnl#ifia Metabolic
acidosis
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1.2 &§weras Metabolic acidosis
mwnamon gap Uné (Non—anion gap
acidosis) LuaamﬂmiamamwmawLialfm
Hyperchlorem|c metabolic acidosis @
wmainmaamma HCO3 an leasfu CI
15 e ion gap elsiaenuag NG UINIT
guiiy HCO .

120 msgady HCO !
sanmale wuluame Renal tubular acidosis

2UNANIY

wraazaviale (Renal tubular cells) Tadananan
g0 HCO nduAugTemelé Segade HCO
lmettasmevdogaorhumaiue st 4w
MaIIIWIBNINMIMEY Ileostomy tube

1.2.2 msldenddufanismnaues
Carbonic anhydrase (CA) @ Acetazolamide
WAAVINNTEUIUNIINA HCOg‘

1.2.3 diaglunnngdngagu naz
Shock #lasiriinde Weeanswiaas laisl HCO
dhgsomenfiudmauenn azvh lfifiasmwnsos
28 HCO {5

1.2.4 mﬂmumimﬂum@ (Mineral
acid) 1w HCI en Salicylates ngsumesnn
Ll el
HCO;

9 iwammaz%ﬂmau@;a%aﬂﬁ;ﬂu

WenBa35ane (Pathophysiology)

Metabolic Acidosis fwenTaasinen
Tumsifia @it

Metabolic Acidosisiiluwaaininig
arassniinliviagadosseanainienasnn
Vinld agwu Anion gap fengs enundizag
Anion gap @a -12 fi9 +12 mEqg/L

m’mﬁa@Lﬂum@ﬁ'gmmﬁﬂﬁﬁ@mmé%a
dugdu (insulin resistance) warnAMIVINT
289 Glycolytic enzymesvi l#s19meia
WU MseugRmMIThauLaslassai e
Ts@inandely msvhmidasseSonsialues
Honaa

aazansidunsa luidearih iiie
msuanasuiians H uar K' vildide
Hyperkalemia ﬁﬂwmmmﬁ’?‘isﬂm Insulin uay
\in Diabetic ketoacidosis agyin Wil lunaides
&alugremeannidu mae Insulin shinena
(Glucose) hgimaanionuliuasFes

naaLanéia (lactic aC|o|) ma@m”l,@uam
v WiAe Hepatic lactate L‘WNmﬂ‘ﬂ% BAGEEY
matia Metabolic acidosis

dlaremelEsuansiidunse (Organic
acid) swmamﬂawammimﬂﬁﬁ HCO i
HCO Glmnmﬂa@aqaﬂmmm mvl,mmmmm
VL@Lﬂuﬂﬂmﬂ%mmﬂwﬁmu HCO3 16usidio
Hauan 2-3 3u

2IN19AZAINITHEAIMIAFIA (Clinical
Manifestations)

INITLAEDINITLEAININARRNY DY
Metabolic Acidosis léun

1. wauRa wdoauas e pH sz
HCO - R ﬁwﬁmiﬂ%usmLsﬁamaiguumﬂa
M PaCO mmma

2. IMILLAZaINISHEAIEad Metabolic
acidosis aufaiasanmsuinfiveslsdwde
1 LLazmawvaJJaN@;amaaLﬂﬁaLL’;"%mz@é’mﬁu
Respiratory acidosis eniiugiae Metabolic
acidosis asilnmymela$y (Hyperventation)
%mﬂummmm Respiratory failure Hieds
$oslidastrumela

NMTQUATNI

WKININITQUaTNE1  Metabolic
Acidosis $iéisii

1. %ﬂwﬂiﬂw%aﬂa"mwmsﬁ@ﬂﬂ@ﬁrﬁﬂ’m
fuat (Underlying disease) Faduanneyinls
\finn1ny Metabolic acidosis i I#Bugan
Lﬂ;aammfazﬁmwasl,wﬁawqummmm sue

2. mafnmaasinfausiiuaugaacyh

A ] Ada & \
LN® Lﬂ%ﬂ7?3@ﬂ@?Nmaﬂ’]iNﬁ’)@]i%sﬂmguu LD
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ATansle I@Hﬁ’gvl,ﬂLﬁaLLﬁiﬂiﬂw%ammmm
Metabolic acidosisl@uda ndsusaznau
ﬁjﬂﬂ@vl,éf
3. v e Metabolic acidosis
i Salicylate v3a Aspirin mﬂﬁmmﬁéﬂqa
a 3 1 dll (% 1
LLazmmélum{lﬁﬁmI@amwwwﬁqamvwaﬂamuﬂu
TFHaNNAANAS LNITIULTE NN ATIEWL
v i = L % 6 L%
mmﬂumﬂﬁmmmwamwuﬁmamnﬂu
wnaﬁiimmﬂ%ﬁmhﬁqamqLLazwuéﬁqmwmqﬁ
@’mNﬁuﬁuﬁﬁqu@ﬂiiumﬂ%miuﬁqqmq
(T nSniFAue, 2554)
4. m%adsﬁ"mmﬂamﬂ%l,ﬁaﬁﬂ’mﬂ%u
aewgeleesl Hyperventilation uw&slsifunadnisa
=1 =% o @ a é‘ ° 127 = 1 a
Wafdadtafaauwh asinmisniaseandiat
wmmaﬁaa@uaL@%aaﬁ’gamﬂﬂﬁﬁnmmmﬁ
fuwald udasrinamela Usuin Tidal
4V 9 en Com ¥
volume e i lfinnensaesReun@fissnan
5. Wil Metabolic acidosis Tieie
Hyperkalemia finaglvendidusne wv lades
lumsuaime (NaHCO) WRaRMIUATIUNAZLNA
Fa39MEANANHITUNTA  NIDAUNINTEUVUSD
FOLTURITIINLAEH A
aghslsfanlunne lactic acidosis
saufiy Ketoacidosis Faiduainegaas
Metabolic acidosis finuiae Vlaiﬁwa”ﬂgmﬁu
é’u’jwms&lﬁ@mLﬁﬁwz;nt'i'wmmﬂéﬁmaa el aReriaital
fsnnfnly (Excessive treatment) aziiessia
° -7 Yo %’ a 1 dl
v bisenielesusmsrin luysamsnnnin
13 . 3 1 =
@a4M5 (Fluid overload) auaNNYHAUIDILEDA
anead nisduihaanmetlaaneisnn vl
guds CI wanifdenffumaifiy HCO ™ 13 vinli
= 1 a i
Anmzenafnle
waNAINHMT A NaHCO, A WA
CO, mﬂf‘ﬁufﬁq%lﬂué’umwy@ia%ﬂ’aaﬁﬁﬂﬁmﬂa
136 (Respiratory distress) wsadulsarila
M8 (Advanced cardiac failure)
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wanNANNAALNGIa LA AaaLas
P19 4 LUUSINANLAY ANNAAUNRURINTAEN
wuunad (Complex Acid-Base Disorders)
c A X Vs
Aorfedwle

ANMNANUNAUDINTAAIILULUKNEN Aa
ANMTRAUNAYDINTAGIITA AT UNS DN 171

5.1 Mixed acidosis tAaiiasain
anuRaUNGnSantwasssuLmela (Lungs) uag
svuuduend (Metabolic) v lifianaensaan
3 7 L2 a 1 2
Y9 2 STUU wﬂmuaﬂuqmmmm i et
C%2 £ . a a
Wﬂa%wmu (Cardiac arrest) azlnangian

1A L% dll 2/ % o [~

lshimpone  msduenie I lewdsnudniuy
Anaerobic metabolism ¥¥# Lactic acid
R LLazammimq@mﬂaﬁﬂﬁﬁ CO2 ¢4
133124 Carbonic acid fann wa ABGs agnwy
M PaCO, ¢4 HCO; @ pH @ AuBunne
i1 Mixed acidosis

uaﬂmﬂﬂﬁqwﬂmuﬂﬂw COPD gl
da & . .
neamaadNgusy (Severe infection)

5.2 Mixed alkalosis aswue PaCO2
@ HCO_ g9 uaz pH g szl gt honlé
enduilagne wazdPulmonary embolism

5.3 wihe COPD agfl Respiratory
acidosis wara1ad Metabolic alkalosis
1 13 Yo (v . . =1
Tadhemnmslesuenduilaanie (Diuretic) v
1¢5uen Steroid

5.4 MIRaUNGIaININENS leLIRaTUWIIN
s 3 wuy (Triple acid-base disorder) @a
Metabolic acidosisitaz Metabolic alkalosis
a ‘%‘ v £ . . . =
INa2unTanny Respiratory acidosis %38
Respiratory alkalosis 2% ﬁﬂaﬂé’%u
Methanol Lfﬁwqum@ummiamLﬁ@mmm@
fafiaUndia1ee et lddailda s
(Exogenous toxin) vhl#iAia Metabolic
acidosis m3sandvuvh e Metabolic
alkalosis LLasﬂﬁ‘Mﬂq@%?&liﬂmﬂﬂﬁﬁ?ﬁﬂﬁﬂﬁﬁ@
Respiratory acidosis
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Hilhearaasiiomafiadnfivainineis
wunsslon AL aswas PaCO2 uay
HCO lsisanndastiuan pH vsana ABGs
WusEFUMSUSUTA s RuN e sz

Dnmemenwening wafdiasms LRanswena
wazn1sUszsAwaG
dgyuinienisweruia  (Nursing
Diagnoses)
TN INENLNAF BN ALEDAAN RS
L% A a a L AJ o =
fulsemdennudaUndvasgiedei iifianme
\Hoanga09nsnens widen 1u (Black &
Hawks, 2009)
- mawaniduunfialad (Impaired
Gas Exchange)
- mamelalifussBvsmw (Ineffective
Breathing Pattern)
. E AN oA, A a
- mafmhoueesitaiie iflussAnsam
(Ineffective Tissue Perfusion)
a (% ] a (%
- fnmeduauaehadeunan (Acute
Confusion)
4" 1 a v A A L
- Fusdanisifingdfmguse LH3y
fuee (Risk for Injury)
[~3 2 o (=7 1 £ A
agdinlerhinasdutlymssivlsanse
AnuiaUNENRThelagnauwy (Collaborative
1 2 1% a v [
problems) mei@LLa@Jﬂ'gﬂﬂﬂ@mamaqama
fngamwivhamdssautio wu wenna e
(% [ 1%
ST L6

nafidasn1sliiiia (Outcomes)
maﬁ@”mmﬂﬁﬁm%ﬂa@mﬁmﬁums@m
ﬁmmﬂﬂaﬂimmzmmﬁ@ﬂﬁaﬁr{{ﬂ'gaﬁag LALAR
| Aa oA A a P
m’azqmmm%’mmaqmnmmmammﬂﬁmiﬁl@m
e ZIUNLW2DINENLNAALATDLARNNLLTLMS
I enenuunnmssnvagAng mi@l,l,aslﬁl,ﬁalﬁa
1ésunanFauiieans LavanuTelnTeimasnay

Tunsieenuaims MUK IEAINNTA
safieundifagaoud la @i

n1sweuna  (Intervention)

mswmmaazmamqmﬁ(g}LLaLLﬁ)iﬁnmm
ﬁ@ﬂﬂ@’mmiﬁmﬁ%ﬂwlﬂuag AAenNMTUS LT R
ﬂs@@méﬁfmmmiaumuLﬁaiﬁmi@uaﬁmmzau
wneleei ez ldud ladeiifeanmsUSusewse

1, @JLLasLﬁiz‘U‘Uﬂﬁwﬂﬂslﬁ]LLaBﬂﬁﬁNW%
yaslofiuliodsfvsedninm loa masevili
Q’ﬂ’mmﬂﬂﬁazmﬂ AUANINEEDINDIAYN
d1n Au LLazsLﬁr{j’ﬂ’;avl,é’ﬁ%umﬂmﬁmwaﬁu

13 1 .

ANNGRINIIYRIT MY (Hydration)

13 2] i dl 1 13 1

mﬂiﬂ’aﬂmmaamamﬂwaq@ua%

dl ° a o v ° Y a

@3 agnauaNfitmual’y wazararh lHAae
Complex acid-base disorderslé 17 fihe
e ladunn (Respiratory distress) M Over
ventilation agvWiia Mixed respiratory uag
Metabolic alkalosis & (Lian, 2013)

2. 189900 NNINNTIIA  (Anxiety)
- X R S
mmui@mmwwzqﬂmmm@mLmjtyﬂ‘umw
NANFDTI mm%mﬂﬁa’aalﬂummeﬂﬁlﬁ@m@w

- .® S

Aa

saRaUndldandiasannusmilianng @ vie
dld o [ (% L2
yaaandenuddniugie
3.N1TWEILIRD WO LT LA LI UNT
= a Anlld 1 1 1
@LLaIimma@'an@ﬂﬂ@muaa” 3 N9 e
%\, = 1 14 a 2N A
M nfaus mﬂwaaﬂ%mmmzmi@u,aqﬂmaw
PrE— \ @ v
Awndoshamela Wudu
L4 A: [~ = 1 L2
4. mislmmimﬂum@mamql,l,ﬂqgﬂqa
MILFULAD AL DITEAATLIIDUAT LYDIENT
- X - ¥ o4 A da.
intusaranndoalazialla LS e W
1 3 Yo (" All o
Tende) TRleSuenamadaniinmua luiaunis
N1 LLasmfmaaumimauauawaqpgﬂqa@ia
49 o
27 biA
nsdszidiuea  (Evaluation)
Usefinenneims ansuaasraarted
Ansnenaieanaariaiue
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NIAEIRLENGADIAANREN ALY
2\ i 1 [~ £ =1 a

waransnaoud b ldngwusasiilsndannuiiea
ﬂﬂﬁﬁ&iﬂfaaﬁaﬁﬁ%ﬂmﬁﬂm

TumeanalSurae laesdrsunIneg
= 1 42‘1 L% 1 [~3 2] 1 =
RERHIGRLIINEHES amﬂammw@wmmmmaa
amqanmwH%G’Taﬁé’%umim’mﬁuﬁﬂaa'wiw?@
FEIIMATIALARLWTIEMIUSUTAeIaa B et 8
[~ A 1% 1 <
Wnrare ldiieswe ldaeheada

51
dll 12 a‘d 1 =
wasnnmMIguaniheninznInemade
[~ 2 All 1 £ = l/d!
FNANTUAUNTINTULDINNEFUMN NENLAR DS

2 1 U 13 (Y A
o;}LLa@ﬂqyama&lﬂaﬁmmaa@L’am Aol uriTe
4 o ad NEY
a@mmLam@]ammm@ﬂﬂmmzqﬂmmﬂwimm
5@LLﬂ"%‘%T@mi’nmmﬁlﬁmﬁummﬁ@ﬂﬂammm@
1 = (% 2/ 1 1
aaluideauasuaznsguainm b1 ldgndas
magmUnGras pH waUNIN MSNANIANE
2 =3 a i 1 (3 =3
fumﬂimmammiam@i@am\‘m@m S IRG LN,
@”mm’mwuﬁqﬁ@ﬂﬁamﬂﬂimnLﬁaam]‘a»l,éﬁﬁu@ia
VAT PEERNISARATUSTILNINY lAUaYTEUY
o dl 1 122 Yo L%
mavnamaasle Lwamﬂélwimavl,mums@umﬂm
el NG R HITER B Ve

UTTHIUNTH

RANEE §ITIOMRRY. (2545). mIwenLnaSuLimsume nangavasnsn-ae M1 ussndeus

Tusr9mes. NN

L USEMUADTMSANA arie.

WINT Qﬂ%ﬂﬁ%um (2554). mm%;l,l,a5wn§mwmﬂ%aﬂw§gamq MuUAFuiae 8unanae

sufn Fwiadeslnd. nIEsuInendumen. 22(1)
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