Vajira Medical Journal Vol. 48 No. 2 May-August 2004 117

N1THTIUATIE UG L LA BALAN:
ARUN 2! mmﬂmmy@mm—mﬂmﬁm

ar L4 1 =l =3

ANAU SUTaIRTYan wu. (Rashidan)”

q o o

unaaga

nIaninTsialudenuas (arterial blood gas analysis) WuidhunseationdiAgnuamsunmdilivon

'
-

figaitnillumstssduszdveanduuluden nzasmtliuazaugania-avesdihe wiimsasednnzdmly
idoaunsezinlotaunsnars wafdinaflumaanamatenljiams dinnmsudeuiiusiveamaiinuazaslana
vovanafiunndlidlimaiinlumsiuaziianufanain donalilssdomifezldsumandtinuasnumiudignedes
yoansanvlinnsimaludenuatanar  demalssdninwveinsanadinngimaluidoauas uwnddeaiining
wazaudlafndumediafigndesduaus manden nfiudiieiaden ullfinamlanasingndesienis
nsshedailutunou wailfelilidoyafignananasifimldumigagalumsquadilne umanuasui 2 flzniuluGes
yaamswlanaannzauqansa-aratlundn

Abstract

ARTERIAL BLOOD GAS ANALYSIS:

Part 2: Interpretation of acid-base balance
Suthat Rungruanghiranya M.D. (Hon)*

Department of Internal Medicine, Faculty of Medicine, Srinakharinwirot University

The arterial blood gas (ABG) analysis is one of the most commonly used clinical test in assessing a patient’s
oxygenation, ventilation, as well as acid-base status. However, ABG analysis appears to be a complicated and confusing
matter to many physicians. Very often, this procedure was pertormed incorrectly, compromising its clinical usetulness
and accuracy. To maximize its yield, one must understand its technical details, including the techniques, sample
collection, handling, and common pitfalls. More important, to correctly interpret the ABG analysis, a practical,
stepwise approach is required. That stepwise approach should begin with the assessment of oxygenation, ventilation,
and acid-base disturbances. This article will focus only on the interpretation of acid-base balance. Once one utilizes

this test with care and knowledge, I believe it will soon become a simple and straightforward test for everyone.
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n1sasI RNz eludonuns (arterial blood gas
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szaveanFuluideauazaugansa-anludon (acid-base
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ﬂi“’tlﬁlﬁi)ﬂﬂ"‘i’)i}ﬂ’)ﬂuu‘l (H (0))] atlunsanisueiin
(H,CO) cmmi)"umﬂmma"lﬂlﬂu"lﬂmmu"laaau (H+)
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CO (dissolved) + H O H CO SH + HCO— ...... (1)
mnﬂgnsmmnanmmunmﬂnuﬂu‘nnwmﬁnmi
Henderson-Hasselbach' mu
PH = pK + 108 THCO=3).eerrvcrrserrseseresersesnes (2)
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\fioan1nmsuan logarithm finnmgaensidon
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mnsuzmms‘n 3 uu mlsﬂwuamam Lummn

asatiwil¥asiadou AUQNABA (internal consistency)
voananIAvinsmaluidoaunanld nithiielialy

T lifinnunarandsuniofawaianamaiianiely
AELIUNIATIVIIATIEY (laboratory error) Hety lay
ﬁ'a"lﬂmmanmmgnﬁawamamsmaﬂmmﬁ'ﬂannmf
azdeaiinmswasm pH #ildainmsasadnnsifialu
@oauatiuq Gluf [H+] @ofeu ufrsaiwinFoudiou
funadnsnlgannismunaluiivivosaunisiagldan
Pco uay [HCO ] "Vl"lﬂil‘lﬂﬂﬁﬂi’lil’llﬂi‘l Vaialuiden
umwsaamnTm"lawmﬂsvnau WINNAAWSR IR TmAsIvie
Indifivanuaves [H'] Adendoyanisnsiainsisd
maluidoaunsiildsuiamuuiudigndos wimnwadws
AlFiuuananua1ves [H'] 081990 U gouuLaaId N
voamsanvdnnziaTulauianmarazliansoh
vuawald dwmsunsudasar pH vdhu [HY] luaunis
Fnamiuansaildie 4 Tnssman 3 Ysznisad’

1. fwes [H']# pH §lu 7.40 WAy 40 mmol/L

2. 1o pH qiuni1 7.40 Awes [H'] azamad
Tavazidlu 0.8 wihwesrn@d (40 mmol/L) fonna o.1
vireveam pH Aitindunn 7.40

3. (iiem pH AAAIAINIT 7.40 A1UDA [H'] LY
Yuithy 1.25 vi1 vealnd densuldsumlasves pH Nn A
0.1 mhefianaanin 7.40

MNFBUNIIINNQTUMS Henderson-Hasselbach
Ui szfuin pH wnldoumladdiuegiu o fdumdn
Wi "lc-ﬁ"un'mmﬁ’umaqﬁ”wm{uau"lﬂaan"lwi’ Tuideauns
(PaCO )uaw [HCO ] mﬂma [HCO ]aﬂmuav/ma
PaCO fmlu five mwa‘lmnﬂma" ac1d051s clummimu
mmm alkalosis wnmlu"lﬂnmama [HCO ] mem
uaT/v3o PaCO, mas dmsumsnldsuulasiifeduny
[HCO ] nnnmmmmnnmn metabolic clwum"'n
PaCO mwu*\mﬂ'saas\mlﬂuwa‘mmm\n Lmansniele
Lﬂumﬁlmuj

Lﬁaﬁauné'u"lﬂﬂﬁumsﬁ 1 szntuldmindihuiie
A1z metabolic acidosis Yu HCO™ szgmithl¥lunssu
AL H+mmﬂummmmau"lﬂaan"lwuavm (H O)mnmu
pH maqmaﬂwaﬂmmnm:\w acidosis ‘uLENi) nie ﬂ‘u
chemoreceptors uasgudmsmala luayasmuainy da
walEoiianz hyperpnea nanfemulisay tidal
volume figadunazanunsamelasumsniuoulnoonlyd
pannnsnnwlddty anudlunseluideafGuanatuas
luiiqa pH Avzndufugnnzlnd esnlsimudeiunis
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sLaniidnedn Msvaese (compensation) AINIINTT m\
sruumigladanawiifadulddoudasa Tunm
g luandaninianie acidosis udnIsRBLAUD
ganvoalendan1dz acidosis widaddina1te 12-24 42-
Tae®* 1ummzﬁv§ﬂauﬁﬁn13: respiratory acidosis Na1A®
ifaaiuoulasanladazarvegludomnniu miveula-
ponladAvzsumiuinadunsanidueiin ufuanaa
dawalil HCO' TuBunamnniunasdussnmalaseh)
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1. AIIININQNABIVEITEYA (internal consistency)
TaolFaunis Henderson—HasselbaCh (aunsi 3)

2. JiAnedAl pH anduRnsangaives Pco_
uaz [HCO' | mnmuﬂﬂﬂnnmﬂaﬂuuﬂaﬂlﬂunﬂma
Weanuny pH flvidoiimswdsuutanfu (respiratory
#30 metabolic) (JuanwAalnfgugll (primary
abnormality)

3. A1 expected pH changes uas expected
compensatory changes (oamiamanuAnndndugi
(secondary abnormality)

4. AUIUMIAT anion gap

5. AIUINUAT anion gap excess v3d delta gap
(w10l anion gap)

MIATINMIANUINADIVBIVBYD
(Internal Consistency)
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; . 4 . ¥ . o 2,
@1519N 1 LaAIA1 compensatory changes Nfsvziindulun1Ie respiratory acidosis uae alkalosis”
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MAIEM pH uasdumanuialnfidgund

‘li”uﬁ’ﬂ"llnﬁﬂu’j'l pH fimudisauuldanind (7.40)
vieli win pH fimsn/dsumadilufiemidla (acidosis
w30 alkalosis) TW@od1ANuAAINANI metabolic 5D
respiratory fidadulufiemadiersunisnldouuasves
pH dluaudadnddgugll (primary abnormality) ©n
fetnmu nIanlnnzvfhy udeauatveafihuau
witafim pH > 7.40 uaziim [HCO" ] NI né ot
Adeoldin metabolic alkalosis iHunuialndtguyi
(primary abnormality)

Todunasuniiigawmsndnliffon udihod
hifinnwAalndvesaugansa-anuuutudeu (mixed
acid-base disorders) snnwazlimunsevarenuia
Und nuauqansa-anldetiauysal nanfesr pH
wehimmsandvfuniund ednauysel (7.40) 18
wiualunnzaufindnivuuidess (chronic acid-base
disorders)™™*’ ms¥aurtMadunanIn -3 (compensatory
changes) wlduAmoatitli pH navulndifvanua
UndAwiniy

msmuInu expected pH changes 1az expected
compensatory changes

Tagaludn expected pH changes uaz expected
compensatory changes ¥83uAazaN12ziinINUANANAY
uazamnsafmnnldlagligasdn qawdna iy s
i 1 waz 2 mnaildninamsansiashilinnunaia
waeullnnmifinnnn nstnn wansiianuialnd
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3.6,17

- - PaCO [HCO-3] MIANAARTANIBAA
AMzaNuEaLNA 2 pH
(uulson) (mEq/L) 483 [HCO-3] (mEq/L)
Acute respiratory acidosis 10 1 0.08 30
Chronic respiratory acidosis 10 4 0.03 45
Acute respiratory alkalosis 10 2 0.08 20
Chronic respiratory alkalosis 10 5 0.015 15
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f1379N 2 U@AIA1 compensatory changes fnseziadulun1ie metabolic acidosis uaz alkalosis
ANANAATIA
AzaNNEAlNG gasnlgmuan M3IDAIAVDI

PaCO_ (wu.ason)

Metabolic acidosis

Expected PaCO2
Expected PaCO2
130

Metabolic alkalosis

1.5 [HCO‘B] +8+2 20
0.7 {[HCO_S] -24} +40+5 55

0.7 [HCO_S] +21 + 1.5

mnil [HCO' ] > 40 "lﬁ'lﬁﬁqmssia"lﬂﬁtmu

Expected PaCO2 =

0.75 [HCO_B] +19 + 7.5

MIMUIMM anion gap (AG)

Tunzdndveuvailusranmeezfinnuaunaves
Uszq vl (electroneutral) nanfeszlitfinavestszquan
(cations) 19 AuALLSNIMVessqay (anions) lay
Lnﬁauiﬁﬁﬂszqmnﬁtfﬁnﬂﬁud Twdoy (Na*), Tamdou
(K", unayy (Ca™), uazunniiGoy (Mg™) daulszy
avldun aaslse (C1), lumivoiua (HCO"), oaydiy,
Woaiva (PO ), Fama (SO°) war organic anions
a1 waiuendeuiuaunisldaail

[Na] + [K'] + [Ca™] + [Mg"] =
[C1] + [HCO_S] + [albumin] + [organic anion] + [PO4'2]
+ [504_2]

dletadvaaunislmislady
[Na'] - {[CI'] + [HCO ]} =
{{albumin] + [organic anion] + [PO4_2] + [SO;Q]}
- {[K'] + [Ca™] + [Mg"']}
Anion gap = [unmeasured anions] - [unmeasured cations)...(4)
EL)
Anion gap =[Na'] - {[C1]+] S (SO0 R G—— (5)
Un@ anion gap (AG) Nawnagszuin 12 mEq/L
130 8-16 mEq/L ‘T‘j'uag'ﬁ’u ¥invounioansIninmz
Maludenunild olsia fnzvaivediaiies
wilirves AG findunieanassinlni

AG azaadninlndly 2 nsd™ ldud

1. iijoil unmeasured cations Lﬁ'u‘i{u @ Tu multiple
myeloma Wion11s paraproteinemia Fafiszsty Ca® Tu
woaganind, mazlhlamFuuludonga (hyperkalemia),

nzuuniiFouluidonga (hypermagnesemia), n1zuAa-
Soaluidenga (hypercalcemia) uaznmislasugunawiia
@ lithium 3o iodide MAUVUIA

2. (iio unmeasured anions AL 1FU N1
TWsdvlwdens (hypoalbuminemia) Inswuitiieszay
albuminludonaamamna 1 niu/iedaAsn 4 N/
wFaas wxilia AG anaalszanm 2.5 mEq/L

lumaassiidn anzfivilviel AG qaiuninlng

[
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1. L'fiafl unmeasured anions qai{umﬂmiﬁnw
dunsgazauluidosninninind (organic acidosis) 1%u
ANz lactic acidosis, ketoacidosis, AElAduIMAd, M5
1#5uashy (intoxication), rhabdomyolysis (Hudu

2. Metabolic alkalosis RAAIVALAIIZVIA
lusrme Tagdeiendunann msitBunaveavralu
$1amvanas danaldszdvvessayiuludongedu o
s¢@U pH gediumna 0.1 MhoaIn 7.40 Awos AG Aez
giiuszina 5 mEq/L 91n1Aw

3. ANNUANIoAuNMIATIIATIz  (laboratory
error)

delafauii AG fifuiu 20-25 mEq/L ueraain
fin12z organic acidosis 8¢l pH w38 [HCO" ] 9:il
nsilarumladiunieli®®

nnfinaninadussdiildnifdvedanilaiuny
wliifinala g ode AG Afetlideainnsmiels sl AG
samsvedamidhalndviendoumleafivadnios mniily
nsdifinuAmindveadugansa-amdwdoaiinainnne
namsmgley>®
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A13ATUIMMHIAT anion gap excess %38 delta gap
AG uennnuzidsdomilunmstasinasimaime
¥9an1z acidosis 08190351719 1dudr Shdumiiie
auRalnAveIaNganIn -ANMUUGUGoU (mixed acid-
base disorders) i’iamﬁwi‘fu"lé‘luviﬂmmaim Tayondy
nanmsiin lunnzln@ilidl anuAalnfvesdugansa-
Aanuusudeu f1 AAG Femunaldlagld AG ves
filsaudasi AAG Und astiniinuvislndifivany
AuA1 AHCO’ mmmnﬂﬂtﬂﬂum [HCO ]ﬂnmaumvm
[HCO ] ‘umwﬂmiwuuq 10UV OUANM TN "lﬂmu
Tmﬂnﬂ AAG=AHCO',
AAG- AHCO' = Agap 130 excess AG...(6)
dounum AAG uaz AHCO'3 asluerunisiles
Weoulmildilu [measured AG - reference AG] - {reference
[HCO'S] - measured [HCO_Q]} = Agap
150 (measured AG - 12) - (24 - measured [HCO-

Taoalufr Agap Undeasdiailszuia ose
mEg/L® manwuiimves Agap mm’1 +6 UARIINNNZ
metabolic alkalosis i’mOmefJ mminnm (HCO™ ]
AzganNUnAInuAMInAves Agap ounil -6 viad
1187122 normal anion-gap metabohc acidosis 30 chronic
respiratory alkalosis ﬂuaﬂ mminnm [HCO™ ] une
mninind

Mz Respiratory Acidosis

mmﬁmJnﬁi"'uﬂgunﬁv"immv;ﬁu'lﬁﬁﬁamiﬁ
PaCO_ awumn]nm Tagiawiz delafiadian PaCO_
mfm 55 wu.lsen nmwtﬂumiuwmumquuuomm
M7z respiratory acidosis WuanwAnUnfdguyiiog hi
wnziflumsyary (compensatory changes) fhavuen
A17e metabolic alkalosis®

dmsummauean NG WU ARy
mvhqmiv'u (airway obstruction), lsnusanduiile
(neuromuscular disorders), acute respiratory distress

syndrome Wudu

ae Respiratory Alkalosis
Tupeil PaCO wiimanaaninnd Taomwie
MINA PaCO_ MA 15 vuson dadlunmstudunidl

AN respiratory alkalosis uanunaln@lgugiioy

Aoudauiueu’ dmsuauraveanizliiivaisedn 1w
v X o . ¢
Timlonganuisesd (COPD), pulmonary embolism’,

pulmonary edema, n1zadlvian (salicylate)
10,11

e’ msansan s, msldldseaeelsu’’, Ay
]_I 14 ' ucl 4 o 15
20, wasmsagorrvlunum gaq

A2 Metabolic Acidosis

Taonialln1as metabolic acidosis wiveanleiiiu 2
FilamuAIwes AG fail >

1) Anion-gap metabolic acidosis: wulalunsdl

Y17 ey lactic

fiinsaduniduinifulndlunszumidon
acidosis, ketoacidosis, laduinan, uaslunofl@suasiy
AN U Malman’’, wswea, widulnansa, wisa-
flag

2) Hyperchloremic metabolic acidosis: ﬂq'u‘fj’
sefin AG dludnd aretharu visady, ileostomy, renal
tubular acidosis (RTA) Husu'®

SIHIWITONANVITAT PaCO_ #nsvzihiluse
mmﬁ‘lﬁlﬂﬂhammumﬂm 1ua 2 mnan"lmawmnu
m'niuam'nu metabolic acidosis Oglﬂunmmu‘] v 2
Gi'mﬁ'aimnﬂﬁﬂwmm pH unfimlndifisanunuaives

PaCO_ (AUii pH fisnnni 7.0)>>°

A2 Metabolic Alkalosis

msuwdsunlamdn q Asiuldainnisasiedinged
Maludonunanfodl [HCO ] mommwwummﬂ?mm
FIUVON CO luidon ([Tco D ﬁwu mmﬂuwuuu
s1amonae wmmuﬂmmeJmimfflﬂaﬂaa (hypoven-
" auialy wudie [HCO ]mwunnﬂnm‘nn 1
10 mEq/L PaCO_ fiee L‘Wll‘lllll]i“iﬂiu 6-7 wu. Usen’”’

tllatlon)

L‘nummnunnnnmnmmwnmu M3SuAIveITNNY
(compensatory changes) Afiiainalagwuiia PaCO2
gagaiinonusulievsanalifu s0-55 wualsen
NNz

Taovial metabolic alkalosis annsoutialdif 2
wuu > g

1) Metabolic alkalosis uuufinevausssonaslse
(chloride - responsive) U mistuvuleaeniz, nae
posthypercapnic metabolic alkalosis, ¥y
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2) Metabolic alkalosis uuuiilineuausiae
naslsa (chloride-resistant) 1%\ renal artery stenosis,
hyperaldosteronism, nsldsuidemiSanamin (massive
blood transfusion)

dM3ua expected compensatory changes YBIN
[HCO' ] uae PaCO °lumazc6hm Padulduanliluaisa
fi 1 ouaz 2 mnm expected PaCO 130 [HCO’]
‘wmmnﬂﬂummmmmmn‘nﬂmm"lmmmnmsm‘m
Insevimaluidoauas nmm‘nQﬂ)ﬁi1uuuu1ﬂznn13:au
unsndounga Y

anukalnAveInIzaNnanIa-aAluRe ALY
U
ugtheuane  anvdalnfvesnnzauqansa-

I - L - ! £ v I v
mﬂumaﬂwmuq DYNOINAVUNIDUNUY uazeIavlv

nmsuawanisasivinnsimalu@eauas Taugan

v v & o v %
UASTBUBDUNINYUY TﬂULﬂW'IzllWVIETQLﬂU'JﬁJENV\‘U'lﬂﬂ'J'\NE

wazdszaunisel Aorsudananisasadwnsvidanaiald
ﬁaﬁ’qmmﬁmmhﬂuandwﬂmmﬁﬂﬂnﬁmaaauqa

v v 1% - ! -
nIR-ARIULFUTU e % fidai]
1. pH ludeadhulnd: difindlfdaduians

YSUAIY0uUIs MY (compensatory changes) gl

awsoil pH Tudeanduunidulnfedraauysal 14

mngihesvuuhiinnudalndvesauqgansa-aranuy
o o ' P
WURBINU MInwud1 pH (Mnaurisan

asednnnluvaefinives PaCO_ v3e [HCO™ N Aalna
3,17

FUFOUTINAIY

HeauAanoy n°h1unmmawuvnunu

2. PaCO_uaz [HCO ] Wasuuaduiirmanss
Y Tﬂum"liflummNﬂﬂﬂmmauﬂansﬂ -ANBINIY
(simple acid-base disorders) uu PaCO fiu [HCO ]
wranaaviofiutuluiamadedy

3. IM35uAIUBITIMY (compensatory changes)
umdasinafindsezdiu (overshoot)?

ANuRAUNAveITNRaNIA-ANUUUTUFOU d13130
wuldlumars 9 12z wazfaldvanopluuumy

- Respiratory acidosis 39301 metabolic acidosis
wulglunnie cardiopulmonary arrest, Wy31N1051UDA,
fnnusIuea, Yeaganuidnss (COPD) 51ut sepsis

- Respiratory alkalosis 991U metabolic alkalosis

wulun1iz sepsis, pulmonary edema, fihofldsuana-

Tnaafiuning”*

- Respiratory acidosis 59uNU metabolic alkalosis
wludthedeaganui@ess Aldsuovullaai: vijonoi
fszaulaenFoaludoamoniaguus

- Metabolic acidosis 334U metabolic alkalosis
wilugihe diabetic ketoacidosis fie1dsustianin wie
°lus§ﬂw"lma"ummﬁmﬁiuumnq Fudu

Tavagud asdiulddinsulananisasiaitasig
faludoaunaiudeteds ammaaisinennszney
wazmsmifuvuney mijifietleatunimAanaialunis
wlawanaztrtlladeyasinnisasiadnnzimaluiden
umpdnAsUtIU duvzdinaliifalsdorigeganaiile
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