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The use of Digoxin in Pediatrics
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Tunsinmlsasiala Tnalull A./.1785 William Withering
‘1mmuwummnmmnlmm foxglove w3 Dugitalis purpurea
mquﬁmamh Tnefigniifuussiium rewila ans
mmy‘lunquu Bun digitoxin, digitalis (@@ lAa1n Digitalis
purpurea) digoxin, digitoxin, deslanoside @naldann Digitalis
lanata) $9MYI ouabain (ANA1GAN Strophanthus gratus) sia
A ARNTAUWLGN cardiac glycosides fRANNNTOARTAS
nawuseialaludilag atrial fibrillation 18 vinl¥ cardiac
glycosides MmN gl n1sfnlsavinladuman uay
Teavalawiufindanals Lmv'luﬂ A.A. 1990 Ajandulu
g lungu cardiac glycosides qumm‘l-nmmi?ﬂﬂme
wwsvane (fasanfindsaaurnaniilifudey o {30
nunaslieldiuanenie uazatuasodimseisedunn
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II. E]‘YIﬁ‘n"l»i!ﬂﬁﬁ?ﬂﬂ]l!auﬂﬁ\lﬂﬂ’liﬂﬂﬂt]ﬂﬁ
Tullaqiuihufidinlafueehedoawin Afendutions
twuuﬁquumfmmna’mtﬁam'h (positive inotropic effect)
uay ammsdqﬁturu'\m‘lﬂﬁfm atrioventricular node Wie
AV node (negative chronotropic effect)® qwﬁmmmuum
mqnmmuawz'l«unm%uwnmuLuﬂm'lf-zmm'lwmuu
unswea iRl enduiidiz@ndnnlunisine
i ladumeauazgriaadnsnsduseialarinli
fuse@ninmmlunisineniazialadudfindng
(supraventricular arrhythmias) (4% atrial fibrillation

qwsmuusmum‘umwﬂq (Positive Inotropic Effect)

na'lnmmnqmﬁmmnmwuuswumwmm'[wqw
sEALTRANANILaT e Tmaman«nuﬂfanqwﬁﬂum s
avseseuled Na'k' -stlmulated adenosme tnphos—
phatase (Na™-K™-ATPase) # O-subunit’ #aiewlnaliiily
vau‘lmummyw'l'i‘lumﬂmnl.ﬂaau‘[mmuLL@”TWLLM.M:J
inufleiuieadiGandt sodium pump nsdudaienlasl
redR%enTuaINa NanraranaaTnmenluiad waz
T Lﬁﬂu'luvma"?';qe%ufamm transmembrarie gradient $UIN
T«nLmﬂu'lumamm"mﬂuﬂmma uualuamm UAUNNT
Lmnmauu‘i‘nmuunumamaumuﬂu Na'-Ca’* exchanger
mNa'lmmavnum'lumaannﬁuaﬂnuﬂnmaauﬂﬂm Y
u,ﬂaL'nﬂu'lumaanmuLuﬂm'l@mn‘uu m'lmwummu
mmmmm‘nﬂunu contractile protein ANAIRNLITILG?
89N4&: .muuwﬂ’i

qVEnAsAsINIsBUrRIala (Negative Chronotropic
Effect)
ﬂ’]i"ﬂﬂﬂqﬂﬁﬁﬂﬂﬂ?’m’]i‘l.(ilu‘ll‘é)dﬂ'ﬂ"lLnEJ')‘IlmﬂUfmﬁ
nunsdendulnin lneRdenduiinaananudy lung
unszuanineag AV node uazam effective refractory
period (ERP) 982 AV node :J'mmqn'm'?v'u vagal tone UAT
NITRARITBITELL sympathetic activity HAAINAAUINAA
vinlaaenudnAfenduria 1K PR interval 81931 QT interval
z%uaq uaz ST segment AAAY ¢
uananiudinusafantulinasessuyaafiny
Tnufluasa arterial barorecepter NN Han sympathetic
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wutflow SINTEULUTZaMAIUNRIY LAY m‘mum Na'-
K-ATPase w‘lmuumwﬂ'mﬂuu'lum mldaanimdsnes
@19 renin wmm'umnu nalnnisifaniasinladuivan

11 tndveaumansvesdsondu

antigmlunisldenafandu laud nasdideanas
SNMATWAL (narrow therapeutic range) HATNAY
mﬁmaumam‘ﬁumnsiwﬁumn'tmwia:qﬂﬂa (large
interpatient variability) (AaRwldlugasgunaeniisne
nsANENINNATaUAaRfT0IAdanTudIT Ay
mmywwnw‘mn'mnmuﬂi andnmuazilasnsiy
wanf-z'mumﬂLmvmimmmuimmuuamamﬂ"aﬁu-
wasrasenssangulusranig®

Tudssmnadinnsiasuidiuispuaznisivmunnisyes
Lﬁnvh'lﬁtﬁmmﬂﬂﬁ:ﬂuuﬂmmmn'\?@mfnu n1INsTAnY
FNTENEN NITLAUNIIYINANHET UWRYNNTTLTNHYN RINA
yrlfiAsnisulanuulatdinisiiimeiniands
AaUAEASeIEY uasiiiesainnrzuaunisaiaiiule
uaTARILINIsIAnE A dudauuazusnsinaiuly
WARTT2981E MIAIINALNDENNIE 1TU MSATMIN
panivsin vde wuwm@w'lmnmﬂ\uwama Fathuns
Ansndensruannisasuulasevideindesaurnans
seannASeanduludndefinnud Ay et U4y
HayalunsAmnneuaefigniosuasaesdy

MIaATNEN

Asandugnaadulinananl&dndau duodenum uay
jejunum FatnTTUIUNIg passive non-saturable diffusion an
ﬂ?”e‘m‘ﬁummqmi’tﬁmmqﬂﬂn%uatiﬁumuuummmﬁ'lﬁ?
Tnuedagngatsieuny 70 ﬂ@m‘nﬂi‘i‘@ﬂﬁ" 85 u.m.l'ga
Spuar 95 uay msaadndiiefesar 80 uanannil
mwmwmmﬂuuuammﬁmmma‘mmmmmm‘anm
3 faduRiluasianiegedu Wur nisldendauiuendy
Ylﬂ'lﬂnﬂﬂ urimsfAfendu sanfualdaus erythromy-
cin, tetracycline, clarithromycin) IsienuUfFauzazly
YaeuLATi3e (Eubacterium lentum) AnlAsuuilaq
Afensulumaiduemsiinavin s dunnAgendwiy
I grussmennisieade (kaolin URT pectin) €1
aaNsm (aluminium hydroxide, magnesium hydroxide UQS
magnesium trisilicate) amnwm%mmmaﬁ'ﬂniu”
§ed .muﬁ‘lﬂﬁmﬂnw'lummqnuﬂuu 2 dalue ®
wanmnu metoclopamide, msapnde ‘leu gastric
emptying rate UAY intestinal motility uuaaﬂm?qmumm
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AlanTdu ‘lu'nm"ﬁ. propantheline ﬁumm intestinal
motility AzifixnsgeinTesRieniu

n1sgadNeesRsanduluAnnudn el lugtuuy
fanmeafluAnusniinasl peak serum concentration
Mol 30 - 90 Wit uanilevnisAnenisgadaL By
Weuiudlugwudnfununsgaduadanuainnis i
v%\wmmnu,a:mwaamlﬂ‘amlutﬁnlﬁn‘lﬂLmnﬁman
flugjusrdArdodss@niualdsneiu  lnafiAade
dszunnufessy 727

N19NTEINLAITDLEN
ARaNTuilAINITNTEALFIg Tmmvm‘:mmm’lﬂ
muvmamwﬁmuLfawwvmaanmmu@ml@ ANT
NIzANURINANITANLTTINY 7-8 Lkg ARdauseudng
pnduduresdiendussnindundutiemlaussden
dszanoe 301 Tufluny uar 1251 Te 15000 Twdin >
wiRgandunszaradngaadlusiulddasunn Favdunns
Aunnuruansenasaasauanilaeld lean body weight
ARandudunuldsiulidssunnbenas 20-30 elaifl
mwzﬁwﬁrgmqﬂﬁﬁn'lumﬂﬁmﬁumﬁ?mﬁumfé‘u uay
aunsniudngrasildUsrunndenay 50°4°
ﬁﬂwﬁwmaﬂs:m?‘fiﬁuaﬁi'am?nim'mﬁwm
ARBNTU Imﬂwmmﬂqu‘ifﬂ'lmmmmma‘:mamvx
@mrmmmmma@ﬂnmm 4 -5 Lkg mmuamn
mmmawmmuﬂnmaaumn’mummmnunmmu@
aEanad >’ Qﬂqunﬂ'::ual@aumma:mﬁmmtaamw
aanaNiala (cardiac output) HARN A ¥ANINgzany
F184L1ANAY u,mL;J'aNﬂwumm?mmwmﬂmq
m'lummm?:f-mﬂmmmmmu-ﬂu‘lm 3 gjtlag hypothyroid
WUIHAINITNIZANLFAIUAILIR AR 'lu-umvm;;ﬂw
hyperthyroid WU TR R
nsnlasutesrsiuinumadenludeadinasanis
AUYR4ASRBNTUAY Na'-K'-ATPase receptor dlarzéu
Tnunadenludenansinisduresddanduasiiaauus
HasriutnumaFeuintunsduresdsaniuaranas °
FafunisfissAuTnunaiFsuanaeain IiAnRanns
Fontuld warnrslAlendusaniuenueaiiniinaas
ArNAsnsratdTaeAdaniuly  sesnmanildun
qumndme amlodarone WA spironolactone mmmnm‘lﬂu
uauwuwman'nuw binding site >
uﬂnfmnumbmmmmﬂn'\ﬁ’tﬂaﬂuuﬂmmnw
nzannsneeden  TasludiaadinwudiAinisnszans
Faraqen  lwdnusniiauasianidangainangiug  usay
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nanszteesAfenTuuantun e | n3RANTT
ns"mumﬂﬂqm'lumnumgmmé‘lwy Lummn'lumn
ummummmnmumﬂﬂqqm'] muaiifesazeaiie
mwunmuav@mmmummmmmﬂnmamgmmc‘ﬂ,ucy
Turnueiisilasinlaand 2

NSEUIUNISIRIELN

m%n«nu'lmwmmhwuw QHLNWWUT’J@@N‘HWU
LLﬂ“TﬁULLUﬂV!L?EJVIﬂ'ﬂ’XL@ﬂ Tmﬂ'[manammmmalu
Tmmmwmnwnmumqnmma‘lm digoxigenin-
bisdigitoxoside digoxigenin-monodigitoxoside WAL digoxigenin
'nqu,mavmumum'lﬁlmLumu'alawwuqmﬁmw'a‘lqamm
Liﬂu’] NAIRINUIY dfgomgemn [N epimerized WA/
W7 conjugated ‘lmmm'lunqmﬁmamlq (cardioinactive
compound) u’an@’muman‘numﬁgn reduction # lactone
rmg il ldans dihydrodigoxin ‘mmqnmmﬂmfavﬂumnﬂ
u’1m’m1&1tﬂ1¢ dihydrodigoxigenin-bisdigitoxoside,
dxhydrodngomgenm monodlg:toxossde WA dihydrodigoxigenin
‘Dleﬂ‘lM’l?MNNI]VIﬁEIﬂW)h

nIstuneen

Cardiac glycosides Qnri’ﬁmmnma"lmﬂuuﬁn fauay
60-80 v89e1luiaNTea qnmuaan‘lugﬂw‘lmﬂaauuﬂm
NIUNILTUNNT glomerular filtration WRY active tubular
secretion Tuqﬂoﬂwumsmmumﬂﬂmﬂnm efleinASeTan
Tunsfuesnaasen 36 'mTuqa"lumﬂqﬂvmm%msmmu
redlaunnsavenafinguily 4.5 FuvTananngn ® lu
guat hyperthyroid mqmmmmmmmmnﬁummmnu

msn’mmmmq‘lmmnmu lwutuvwcdﬂ'm hypothyroid 814
mmmmmmmmmm dilaanasiladuimanena
ANINSREIanAY Lumf-:'mmﬂuaLfmummmﬂm’lﬂw'lm
anA

n'wﬂummfan'nmqunu verapamil, quinidine, sp:rono—
lactone, amlodarone f-::uumwm.vmumm'anmu Lummn
m”lﬂemmn? CUUNITTUDENTRIARBNTUN UMY
P-glycoprotein * nsiNAduUmITeNTa9ASaNTY uasnyly
A1919T 2

uanmnum”mumwumnmmmmﬁuwuﬁnumm
Lummnm:mumsmqmmm'ﬁmmumumq glomerular
filtration vnm_l7”@wﬁmwn'ﬁmmuﬁuwuﬁnumﬁ ANt
wmm?m@mﬂ@mvaqmmfmn'ﬂmqummﬂumnwumﬂ1
ﬁﬂmwﬂ?mwsmwmiwmuwm glomerular filtration £/
Tdanysnl usvaa minAy meutmm ANenE ptingls
nmmﬁnm?ﬁnmwmumwummmwmmﬂmmuum
u@mmmim@mmmnmmnimm cTLmy metmnﬂaam
n@umuumuﬂmwmi‘m@mmmwmm Ve A glomerular
filtration rate (GFR) TutAinay ummmﬁcﬂumummmu
'lnmﬂmnué‘lwymamq 25 04 5 1hau muumimmn
u@mmm?mf-}mmanmuqqnfmg‘lmy'lummmﬂﬁmﬂ
1@mﬂmwumnmwmmsmwmmmqim M 1¥amsn
mmwmmmw*unauuﬂnmu@mnlm {non-renal clear-
ance) mwuwmwmmy'lumsmwmm%nw L
biliary excretion Lm'luﬁqquum”lumﬂ;;;Mumuum AR
mu'luwﬂqﬂqqmqa"un%‘mmumﬂmammmmmnu
mﬂ‘lmammm'luqﬂw@qmqm@umﬂN'mm'lums‘zm
'aﬂn‘ummman*ﬂumomummﬂu 69 Falue® §m3nns
ﬂ'l’%]il’}LLﬂxﬂ'lﬂi‘\i'ﬂ'JM‘Ll'ENﬂ’]i‘ﬂ’Wﬂﬂ’l ATNTNEYUAGN
Mm99 1

A 1 -~ [ - 0 v <
ATNN T AR I NIINATAaUManfIavRtanTy lugn o

Group = ’Mf;: Apparent volume Total body clearance ~ Elimination half-ﬁfé ]
T of dlstrlbutmn (L/kg) (mV/min/kg) - -
Preterm newborns 3.56.0 0.75-1.4 35-170
Term newborns 5.0-10.0 1.7-2.9 35-70
Infant (2-24 months) 8.0-16.3 2.7-10.0 18-36
Children (2-10 years) 8.6-12.8 2.86.0 36
Adults 575 1.54 35-60
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Drugs

Mechanism/Effect

Suggested Clinical Management

Amiodarone

[nhibits P-glycoprotein resulting in decrease in
renal and nonrenal clearance; increase SDC by
70-100%

Monitor SDC and adverse effects; anticipate the
need to reduce the dose by 50%

Antacids

Concurrent administration may decrease digoxin
bioavailability by 20-35%

Space doses at least 2 h apart or avoid concur-

rent use if possible

Cholestyramine

Bind digoxin in gut and decrease bioavailability
20-35%; may also decrease enterchepatic recycling

Space doses at least 2 h apart or avoid concur-

rent use if possible

Erythromycin,
clarithromycin,
tetracycline

Alter gut bacterial flora; bioavailability and SDC
increase 40-100% in about 10% of patients who
extensively metabolize digoxin in the gut, may also
be due to inhibitian of P-glycoprotein by macrolides

Monitor SDC and anticipate the need to reduce

the dose; avoid concurrent use if possible

Kaolin-pectin

Large dose (30-60 ml) may decrease digoxin
bioavailability by about 60%

Space doses at least 2 h apart or avoid concur-

rent use if possible

Metoclopamide

Increase in gut mobility may decrease bioavailability
of*slow dissolving tablets

Effect is minimized by administration of digoxin

capsules

Quinidine

Inhibits P-glycoprotein resulting in decrease in
renal and nonrenal clearance; also displacement of
digoxin from tissue binding sites with decrease in
the volume of distribution; SDC generally increases
about twofold

Monitor SDC and adverse effects; anticipate the
need to reduce the dose by 50%

Spironolactone

Decrease in renal and nonrenal clearance; also
interference with some digoxin assays thus increase
apparent SDC

Monitor SDC and anticipate the need to reduce
dose; check assay for interference

Verapamil

Inhibits P-glycoprotein resulting in decrease in renal
and nonrena! clearance; increase SDC ‘

Monitor SDC and anticipate the need to reduce
dose

Abbreviation: SDC = serum digoxin concentration

IV. M3sn¥nleeidendy lwan

Tl A.r. 1918 ﬁﬂamunlﬂ-ﬁ cardiac glycosides
Tunsinmteavialaludnduaisusn  Taeniunine
masiladumaaiiiesainizavilagunfin vie atrial
tachycardia * lutlaqiiuAfandugnihunlduinlunis
{nmmo:ﬁqhﬁummu.a:mc:ﬁq’lqtﬁuﬁmﬁam:’lmﬁnz
danuaziduareinisindanduuarnunanisidenlugn
i wareludl
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1. Congestive Heart Failure
luusardiguAnisainisiianiavinladuingn
dszannu¥euss 0.1-0.2 2adinnisnaaandiin’ lae
nsdnalaguimanluifineraflunaiiiassnaintsa
ﬁo'l"lﬂm?uﬁiﬁ'l}ﬁﬂ (congenital heart disease) %138 acquired
heart cisease TeanmaUAnwaINIniaRaladunanlu
Enuieldmusnmnssielld
(1) AnuBaLnAN1anIeinTATean 1A (Anatomical
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defect) m'lvmmuLuamhmmuuunmnmwﬂnm im
NNY volume %38 pressure overload 'nqmmmwm'lmnm
volume overload e left to right shunt (Y patent ductus
arteriosus (PDA), ventricular septal defect {(VSD},
mitral regurgitation {UFU 7w pressure overload ‘l&un
severe aortic stenosis, coarctation of aorta Y58 systemic
hypertension sy

2 mwumﬂnmwnmumﬂwﬂ@ {Myocardial
factor) Luﬂd'ﬂﬂTﬁ‘ﬂVl'NW‘Nﬁn?i‘uﬂ’]l&m[ﬂﬁﬂﬂ‘ﬂutlﬂ"
nddievinla Teafinde wy N&INNIINA rheumatic fever
WAL Kawasaki disease

@) Amznwiuesialafinln i supraven-
tricular tachycardia (SVT), atrial flutter, atrial fibrillation LaZ
atrioventricular block Lﬂuﬁu

@ armnduq iy Tafinaaguuse cardiac

. ] a a o o . v
beriberi LB INTIATATUE UTR hypervolemia (Tudu

DIMTUARY

BIMTUAMINNARTINIBIN 9T AN e Redas
fu pulmonary UAZ systemic congestion Tmﬂmmfﬁ'wu
Mveslwsnidn ‘lmm mielad ilavud Qmuu1m
Fruastion uazidedlaiin u@nmnummﬂmmﬂuq i
wuld 1w duln Walaln Tnsananuvieluiny pulmonary
edema

lusnmauviadinia aansuanaudnuanios
vladnmaaiinuie aanssaumnas ANaInTalunig
BENUINVINNANTINANT 8aae Futlrzyiuanunsldties
WIguledy uarenanuenisi laduauazngla
Gl TwdnTmenanuiduidendilaiviungtae
v uaswelaveumiieninatuay

wanlunissnun

uanmmy'lun'mnmn'mm'haumm'lumn%u
agjiunsliadusmsaslen FelnevaluUAeinm s
A’ ﬂmq‘linmums’l‘nm digitalis, diuretic %¥8 ACE
inhibitors  flafidetialdsy mﬁumamurmmmwm?m
neun1sefinluTae 1 erfindvide 1 Weuusn Junansdl
wmq«nLﬂumm'l-nm'luuﬂ:mq LT ventricular septal
defect ma'lummsmwmmummﬂummmsmmmﬂﬂn
‘lﬂtw'asfa'lmmnun'mf-mgLmuTmﬂnmLa:ammqmamlu
nstidie Tunsdldsnananislden digitalis divretics uas
ACE inhibitor q:ﬁﬂsx‘iﬂ-nu"lummuquua:mﬂm
2713 ladumuan

funsunsinvms 2547; 194) o Srinagarind Med J 2004; 19(4)
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Tmﬁﬁd‘lﬂmmmm"f;'l'ﬁ'lumﬁnmcjﬂqmﬁnufmﬁm
uazdindngandrauan sl ludnlauazdlugie 195
sz@ninmlunisinm m'l.m"mummﬂn-nu'lumnqq
nignjusiannisfnesiesnwudnssdueTisatnsn
muﬂumm?m'lfaaumm‘lumn‘lmmmnum’luumum
sqqutlwluivmuqq‘lu1mtwuﬂi Tanflunsfnmn
fatuAfidsrunanisldenAfanduiivusingrnsy
movm'lqaumm'luuma"mqma Tneuanalumisedi 3
f;ﬁmﬂummmwa@mLafammuwmeﬂ'\nﬂﬂluaﬂu
PUAATINTNBY total digitalizing dose (TDD) lu viu#
n@uuav'l‘lﬂmmﬂm@n /. 183 TDD Findedn 2 dou
NN 48 Falus ndeanniiy 12 Falue Aelenluanan
maintenance dose #ig WinAuUSatA: 2530 193 TDD #la
™ hunannfiataeialy nabienlusuna daily
maintenance dose aruUaduAY 2 ﬂN umwn'ﬁugﬁu
'u@mmqmzﬁ«mummmswmmwmanwumﬂsmfmw
g1uaznsuLivliduse 2 ﬂmwaammfmmwum
EJ’WNM\ {peak concentration) WAy m?mvrﬂummmw
‘n')o'lun’li"a‘ﬂi:r’m?"mutl'mmm {trough concentration) N9
TWenduas 2 m\ﬂuuuamasvmummm':"mw (steady
state concentration) Lm:mnm?ﬁnmwmﬁmﬂumquav
1 ks ‘lum'lummwmwnm Fravunaslay daily maintenance
dose @unsnliiuay 1 rm‘l,ra 2 Tntuuniliuasa s
Twdinfiergunnndn 10 Tty ¢

2. Cardiac Arrhythmia

Az lawiuliadangy anﬂ’mnﬁ‘m’mﬁmm']m
Nﬁﬁm‘ﬂm?mﬁryry']ru'lw-ﬂ'mumﬂnmmﬂ'lum'lw
mmyﬂam?mm rewentry # sinus node, atrium, AV node,
accessory pathway w78 Purkinje fibers 994 ventricle 2

Supraventricular Tachycardia (SVT)

SVT Lﬂumq:va:'lqLﬁuﬁmﬁ’qm:ﬁwuﬁﬂﬂﬁqmlmﬁn
guANITinafiadszung 1 Ty 250-1000 AU wATHL
mn'lumn'mﬂmquﬂﬂmﬁ 4 Lmu NNEANTAURR
aqm“tunquu wivldidumareeiin Jausiazefinfingln
nsNaRwAnsinai I8 W Wolff-Parkinson-White syndrome
(WPW syndrome), atrioventricular nodal reentrant
tachycardia (AVNRT), primary atrial tachycardia, junctional
ectopic tachycardia (JET), atrial flutter WR atrial fibrillation®
39 WPW syndrome duauvnwas SVT ?;wuﬁﬂﬂ'?‘xrgm‘lu
N WAL AVNRT WLTEIAINA 7
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d 1 - - i ° © - L L 1] ]
A9 3 'n'wummmmf-zﬂn'nuﬁuu:u'la'mmn'\'):m L@éuma')'luumaz'mqmq

2314

*"~*Total Digitalizing Dose (lg/kg) -

v * Maintenance Dose (Ug/kg) =~

> Age . «
Lt .Oral v © Oral i v
Preterm infant 20 15-20 5 3.75-5
Fuli-term neonate 30 30-50 810 6-7.5
Infants < 2 years 40-50 30-37.5 10-12 7.5-9
Children >2 years 30-40 20-40 8-10 6-7.5

AINTUALBINITUAA

gmsved SVT Awuldn 1dur ladiu eraiiennis
Uaadeesaninenizrauld endou Boudswrvie
WNAAR Lfimmnﬁmwurﬁu‘[aﬁmﬁﬂmmnmo: SVT

BANNTUARITATIANL ’lﬁun’ wrlasualneiidna
n’mmummml@ 200-320 AR Tadnidin uaz 150300
afannit ludnia guaeiAn SVT wmmaﬁmw 4 ey
mqwummwo‘l@aummmu’lm

wanlunNs§nEn

msin lumaegnidu (Emergency Treatment)

nasinelaeladlden 1dun nnevin direct current
cardioversion 'luﬂﬁ‘tﬂﬁﬁ severe hemodynamic, vagal
maneuver (laAagigualuiging, ice 78 ice v.ater bag”™

'Lun‘rrﬁm*;‘i:nmé’wm adenosine 1uanFLINT
paTRand sauvia digoxin, amiodarone WAT procainamide
an0nan 140 SVT 18 2 Annafi 4 uama firstline agent
UAY alternative MMTL SVT Useinnsine

ﬂmq"l,inmum@nmum@mu'lﬂuuﬂowu WPW
syndrome leaananamiianthltifia proarrhythmia
muu‘luﬂmuumuuvmmﬁ‘l‘nm'lunau B-blocker tilu
adusnipas@anlddmiunnaz SVT 7iF wew syndrome
sauding dausdenduacldianiu B-blocker Tunsdifdn
WaRINMIiNEsaL Bblocker

'Lummqﬂ':mﬂnwum% AVNRT Taeviliazldf
nN3¥FNEAaEl AV nodal blocking agent L1 digoxin, [}blocker
uay verapamil Luﬂmnmm'\uuamﬁnmgﬂ'wLmnwu
AVNRT wWu1in digoxin,
sy awﬁmw'lumimummmam{]u‘m'lﬂ usiiilasann
qﬂwdwmnmummmamwmm'lqaummmumﬂ

FuhddinrlRtanaunnnndaunlungs B-blocker wia

verapamil wquﬁammmumwmnmumamb (negative
20,21

-l
propranolol verapamll u

inotropic effect)
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Tnevinllananisidenasendudviuniag svT lu
Wnutemnengaa

Preterm infant : 10 -15 g/kg/day TDD

Term newborn - aldolescence : 22-30 ptg/kg/day TOD to
maximal TDD of 1 - 1.5 mg

Oral maintenance : 10 pig/kg/day every 12 hours

nssneluseazena (Long-term Treatment)

m]qmmnw‘lmmn’muwmmﬂu SVT mumnmu
mmimwmﬂ‘lwmqmq 6 \Rau na 1 1 muumﬁnm
lusen vmqmmh"mmwaﬂmnumi‘nauLﬂwm'nm
arrhythmia lugaseny 1 T Tagasliunlugduuy
Fudsznnuvaanniia SVT Axausn AUNTLYINBNGATL 1
1] TmﬂmwLLuvm'lﬁ’l‘ﬁ‘lunwssnm?vﬂzmﬂmam‘lﬂ'lmu,n
A%anFu soui B-blocker Unz verapamil® TaiTENU
dnAsanduarniratieatuniadiia svT 1d5euas 42-75%

‘Emayu'\mn'\?'l%ﬂ’\ﬁ%ﬂn%uﬁﬂm”um‘n’]mﬁum?
naudluirlwdnuisnsenghe ®

Preterm infant : 10 -20 pg/kg/day TDD

Term newborn - aldolescence : 30-40 Ug/kg/day TDD to
maximal TDD of 1 - 1.5 mg

Oral maintenance : 10 Wg/kg/day every 12 hours

Atrial Flutter

Atrial flutter wuldtiaehudnuastaeialy lifiaana
FUWUSAU underlying structural disease *°

AINITUAAI

ANNTURGTEN atrial flutter AR rapid WAL regular atrial
excitation Tmﬂﬁﬁmmnmﬁuﬁoﬁq 280-480 AFYUNT RS
81991 500 ATYUNT ©

wanlun1ssnm
First-line treatment M4n125n® atrial flutter A®
Avanfuiieruanlfnsdiurasialaegludamemasiu
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G LLm'lummwman'nu’lummmmm’m sinus rhythm
18 Aosaziiinnnsldien iy procainamide V38 amiodarone
1381 direct current cardioversion 2% u.m'lunimmgﬂfmu
mmwmmqvmlwummmuuﬂmuma A9V
direct current cardioversion WUIN T IRIaNTURARUNTNA
cardioversion Hilogariinisnauauassanisinelsangn
umwlﬂmwwnw

ieannianduiiugiaes atrial flutter Tairaawyily
guonwsin nsliasandulussaranidalifiaanuandu
wntin andwlunsdififienil underlying structural
disease AvPnsiasnuniRSenTuluszezafetlaaiy
nsnduithis Lwi'lumsa*nm‘[mﬂﬁﬂﬂﬁﬁﬂ;ﬂﬁﬁ%@n%u
'lugﬂLmﬁuﬂsxmmﬁaﬂmﬁummﬁmﬂwﬁﬂuﬁwmq 1
e ua:mnn’wsﬁnmms‘lﬁﬁ%n?’nutﬂumag 13 lu
flanifnlng 6 au Wellasiuntsndudugy wanas
Ansmuinbidanisnduiiutiaes atal flutter lwdn
srwinamsmamunisineuiunan 14 1 #

Atrial Fibrillation

Atrial fibrillation wu'lgiies ludinuaziiasindn atrial flutter
Tnedsnsmsdimes avial Sauazluigainane 400-700
pFapndt @

wanlunissnsn

WiN1eAN®1IR9NTSNMN atrial fibrillation lwWiANE
Aeudednin wivdnnisinenlnaialddenisaasax
AIMENIT 519 ventricular YTBUFUNTAL atrial fibrillation
dingsanzmadiureainlaiung enfildlaedial ludn
AaRdeniu  dannsnmdisAdanduliaunsnuuy
Fwnzmadiueeainleld anamunisinmdae quinidine
138 procainamide 2

wenanARanTudiderieldly junctional ectopic
tachycardia, atnal ectopic tachycardia mmmm'lummw 4
LATANINT 5 uanITInansIFenAgandulanrialyl
wiamadatenganeuazuusirivaasue ludlanis
mMsiaueeelaanas ¢

V. M3famuszalel Atsendu ludn

Li’luﬁwﬁ')uﬁdwm@mﬁ%n%uﬁmmﬁuﬁuﬁﬁum
Tumsfneilddin dlevanndosaumanfansenlu
gihausazauuanarsiunninsanisudihadiniide
AANUANANAULBIANHUEN NN T ATAR FlU
winzdegfandag  Mldfiaoneinlunisulana
seAuAfendulwAn uay svmummﬂwaqmmm‘lu
anTnesunansinldanue agdlsfausay

mﬂ’u‘l‘mwmﬁ'wthy‘lunWT‘l'ﬁﬂs:naunwsﬁﬁwsmw
Usz@vnsnmuazanudasnselunisinm daiudeans
fimsfamnszfuendfeniuludes Welavauanas
Mnie I FuEN AT HAALUN AT UANER FIB9R
andu iuFu
drzaunrinmeesidenduludlvgAs 05-2.0
ng/ml Lwi"a,u.,mmwumwuﬂmﬁmmumﬂmluumum
u?aﬁ”zmmﬁumummmmw'lmym'avlu \fleeanni
‘uaumwmnLanmmmwummmumwmmwﬁ'lmyim
Tma’lummm?wmmmfaneﬁu mmﬁmqmmmmnu
msinédutielareadned sympathetic innervation w
mlmumm vlrnlaseenfsanduanas s
TYULSYAMAIUNANUARS sympathetic nerves e
U IAR arthythmia annasandudslifmusiug A
mliianiilenadia arrhythmia AnAsandutiauas a0
nsAnReN LR SandulusrausiilseAninmw
mumummiml@aumm'lummmmmunum’l,ui“ﬂum
Lm“mlm"mumlw‘lmquﬂiVTmuLumﬁnm WA
quiamm'lumsmmww’lmmmmummnnm 2 ng/ml #9
uumﬁ‘snmmqamanmu'lummgum Aefidhuneaes
sesiuenaglugag 1-2 ng/mi
ABnamsesdnszduenifenduludeniivaieds us
aﬁm‘ﬁmﬁﬂﬂhﬁmﬂﬁlﬁmiﬁﬂ fluorescence polarization
immunoassay (FPIAI® WAN1TRIa3AR28AT immunoassay
filymlunsiassiugnafeniuludn ieswindanig
Fagnaunaudeaaiuelaiaaseuazarssiiauiled
Funa1 digoxin-like immunoreactive substance (DLIS) "
9 DUS a¥wannsaumunniaresnsnlunsss uans
Ailaseatraluias naiduaifesand*® v ldrziundendy
mm”lmmmqmvﬁmqm 27 A NNNIANENINANNANAUS
TEWIN B INFA L‘nﬂ‘n’m'serum creatinine uAdAIdNtu
284 DUIS TuanusniiaRladlé5u digitalis glycosides (ae
3% FPiA uam?ﬂnmwudﬂ%"ﬂﬂﬂv 28 UBIAN AFIINL
1Funns DUIS TaefiAniade 0.39 +0.18 ng/ml el DLIS Y
AMNANUEIUeNY USunou DLIS wwm"qa'lutmnwmsj
uﬂﬂn'n 6 A8 UATWL DLIS Isaufiseny 6 17 uanain
Hannmsrenisdnsmsudnanududuses DUS qmrﬂ
23 oumnumﬂaﬂmqu"ammmﬂmqqu"ﬁu 2 widn
taqriuasinmeimuinsnsadnsedueatantu 1esis
enzyme-multiplied immunoassay technigue (EMIT) el
WMATIANTIATIAYTIANTAAT UL NNNIY datan
flmnassunauzes DUIS MWilenae® widdnisdaiiey
Tiumsvaneiutszmalng - Fafunisiamsinaseiu
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ATIN 4 NeFNFaten Supraventricular Tachycardia lwiain

First-line"agent U

Wolff-Parkinson-Whitc B-blocker [3-blocker (+ digoxin or procainamide)
Syndrome flecainide

) ?? propafenone, amiodarone, flecainide
Atrial ventricular digoxin B-blocker (+ digoxin)

nodal reenuy procainamide

verapamil

flecainide

?? ?propafenone, amiodarone, sotalol
Atrial flutzer Infant: (cardioversion) B-blocker

digoxin procainamide/quinidine
Child: digoxin verapamil
amiodarone
?7? sotalol, flecainide
Atrial fibrillation digoxin B-blocker

procainamide/quinidine

verapamil

Atrial ectopic tachycardia

B-blocker (+ digoxin)

amiodarone
propafenone
?77? flecainide, sotalol, moricizine

Jurctional ectopic
tachycardia

postoperative:

iv amiodarone

(+ digoxin)
congenital: B-blocker
or digoxin

postoperative: propafenone
?? procainamid, B-blocker, flecainide

congenital: procainamide/quinidine
amiodarone/flecainide/propafenone

A 1 - ¥ = t'/ + 1 ]
M9 5 gassanisidanafendulaeviall ueanudasengsne

Preterm infant* 15-25 5-7.5 46
Full-term neonate*® 25-35 20-30 6-10 5-8
Children < 2 years* 3560 30-50 10-15 7.5-12
Children 2-5 years* 30-40 2535 7.5-10 6-9
Children 5-10 years*® 20-35 15-30 5-10 4-8
Children > 10 years* 10-15 8-12 255 . 23
Aduits 0.75-1.5 mg 0.5-1 mg 0.125-0.5 mg 0.1-0.4 mg

*Based on lean body weight and normal renal function for age.
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HARDNTUIUANABIANTNINNANITTLNLLBY DLIS $91
Aot MNTINN 6 UARIKANIIANEINITATIANL DLIS u
WA ld1eFU cardiac glycosides

VL ﬂ'li!ﬂﬂWHiﬂﬂﬂi]ﬂﬂ‘U‘N 11!941]'Jmﬂﬂ

mnmﬂuﬂ'lmmnwmw"mumwmmummmﬂu
i RaRsTUsziuA M Ndus e AV WA a i
HAnnuuanseiuAaudidaau Tmawmmmnwnﬂuvx
UAAIBINITRMAINARANTUALTI AU A MN8N
HINNTY 2 ng/ml [NNSANEILEY Halkin Madin 34 Au
WLIAN 13 AUilTEALENNNDNGN 2 ng/mi uasilisin 4 Auly
RUAU 13 AU AUSABINTAAINET WiEn 21 ATl
UG 2 ng/m! Taiugmeannisimaingn

amsianadandu Tugilaadin
pnTREAINAdenTuwLIfdue N R asssLL
9714 (cardiac symptoms) wazan s lusruusngeg wen
wilaanszuuiala (non-cardiac symptoms)
2IMsWEYRIsEuLWIle
2INNTART83 UL 183 A8 NN IR ARY
TWHvala (electrocardiography, ECG) #efiAMuuANGg
svdhdnuasdivg Taeludlugjdouninasnuniag

arrhythmia Wsi WLANTET sympathetic innervation Tiauysal

M iANAanmzANERUNR289 AV conduction NN
arrhythmia ﬁq&ummmﬂmn’mﬁmﬁmwnﬁﬁ"an%u‘lu
Lmnunﬂku f|rst degree AV block, sinus bradycardia WaY
PR interval Ylﬂ’l')‘ﬂu #9UNT7INA second AV block ¥39 third
AV block mmmwu‘lé’lummmnmwmmqum dau
~arthythmia wusdsudnatasuazeiaiialuscuzyineg'™
TayaaiuayuaINmsAnmnisiafranAsenduuuy
%usutmﬁq'“ﬁm'lutﬁn 29 AU WUIUAN 27 AULARAY
mnwwm*mm%n'nuﬂﬂ'nuﬂﬂ 2 mm?i'mnuumms
pauld a1y Lm:mmwwumnmmﬂa AV block
fatar 76 ¥ uﬂnmnumf-\wum'lf-zmuumﬂnmum
premature ventnc'ular complexes (PVCs) was ventricular
firilation uuAnAIlFFLEAUTMIAMTER agNNsTHUATN
N1z hypokalemia 38 hypoxia'™™* AN919R 7 uamatladi
fidueduAnRanAZaNTY
2INTARUANSEULWI e
prnsRuanszuulafinutesldun aamns
pauld e1@0u Fieedy thaa mnsn seumdy wiu

wsadmdaaden viuuaadufailsouq dmg Tewuls

AUATUNTII¥AT 2547; 194) o Srinagarind Med J 2004; 19(4)

Fauaz 75 ludthedlugiuasidnin winulbvdes luAnidn
warlufihesnidnannisfivuenmilassuiialavinag
Yszdiuldioan "

msa"n‘mmﬂﬁﬂﬁuqvnﬁﬁaniu
flhefinanseinsReainasenduisadntonuas
nulétiae 1T occasional ectopic beats, first- -degree AV block
"‘l‘hfzﬁmwammmﬂm Ufuaunanislfeuasinnnn
ﬂﬂﬂWWWﬂq wIaenaRansuINs I activated charcoal
malunsfuesnueeen 2 'lummmnmwwumtmm
36 11y high-degree AV block 938 severe ventricular
arrhythmia 18un ventricular fibrillation uay ventricular
asystole ,
mﬁm:mﬁLLu:ﬁ')'luﬁ@@ﬁuﬁ@mi'lﬁ digoxin-specific

2,1

refractory ventricular tachycardia, hyperkalemia *
antibody fragments (d-Fab) ‘NLﬂu polyclonal, dxgoxm-
specific antibodies wummmmunuman‘nuqq uaziiing
41N o-Fab umminuﬂwmmmmmmmqmm%nw
annduidiaala uaTiieitiesineg uuu“lmunau“[m@ma
saiafilss@ninmuasinatnafuen  uadnaieed
anranulsitasldunniaifia hypokalemia Usyunoufesas 4
Tnsarafindaniu dysrhythmia ® uazarafinanimig
STUUMAAURMNTIH

m'rﬁnm%ﬁuwuﬂi:aw%mwmm d-Fab lun1s
fnwinasiiansInafandudiunaniunisAnmnlu
gl nsdAnsluidniideudnesndn T Woolf uay
ﬂm:}ﬁﬁwmimumucmmﬁnmmﬂﬁmﬁmmﬁﬁ”ﬂn%u
wunduguuseadodandiny d-FabluiAn 29 AL W91 d-Fab
mmmmmmm?wmwnmﬂnw‘lmﬂaa" 93 umﬂfm
e 3 A Rdean1snasinmngn wd'dqmwm 1 AR
hypokalemia munun’mmuwmm L@umﬂnmm"‘luuuﬂw
mnmmmmwm fathAetinasuusiinsld d-Fab lu
FnilFunstiutuinAnRsainasaniy TnefRansn
AINN9LAA life-threatening dysrhythmia, hemodynamic
instability, siutmuna@enRnatmaENte N
Isuedusnng uasliangilddntsineafusndy
waq ®

FUIRNIT LU

d-Fab 40 mg (1 vial) HAtNaursalunsduiy
o - } 7 o :: d-: ] [
Fan3uld 06 mg Auiulunsdnlunsuseiuen
FanTu uAnTILTWIRENARaNTUN ItMeLan gmngn
ANUIUTUNA d-Fab Pdiasldldann

0
2

d-Fab dose {no. vial) = body load (digoxin in mg) / 0.6 (mg/vial)
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P~ . — . . <
A199N 6 NITANMINIATIAWY Digoxin-ike immunoreactive substznce Tuen

Positive DLIS

Study/method- No. of patient Age Mean (SD .
T (%) of DLIS (ng/ml)
NG PK (1985) *°
RIA 19 of LBW infants GA: 34.4 + 2~ wks 0.26 + 0.13
FPIA (TDx |} PNA: 36.1 + 225 hrs 0.33 + 0.16
Phelps SJ (1987)”
FPIA (TDx 1) 374 of 0-72 months Total :17.7+ 22.7 months. 26.7 039 +0.18
Gr 1 :0-1 months 473
- 1€ months 375
Gr 3 : 6 months-1 year 14.2*
Avendano C (1991)*
FPIA {TDx 1) 9 of newborns < 3azys 89 Range of 0.27 - 0.72
11 neonatal cord 100 Range of 0.27 - 0.58
blood samples
Saccoia NC (1996)
FPIA (TDx 1) 73 neonatal cord 0.48 + 0.1
blood samples
EMIT 0.15 + 0.07
Chicella M (1998) ** (range O - 0.38)
FPIA (TDx 1} 80 of 1 day - 16 years  Total :4.96 - 5.17 years 79 0.1+ 01
20 Gr 1 < 6 months 019 + 0.11*
20 Gr2 .6 mo-2years 0.07 + 0.0
20 Gr3: 2 -9years 0.06 + 0.05
20 Gr4: 9 -16years 0.05 + 0.07

* P < 0.05 compared with other groups

Abbreviation : DLIS = Digoxin-like immunoreactive substance; EMIT = Enzyme-Multiplied Immunoassay, FPIA = Fluorescence Polarization

Immunoassay, GA = Gestational Age, Gr = Group, LBW = Low Birth Weight, PNA = Postnatal Age, RIA = Radioimmunoassay, TDx [ and
TDx Il = IATBelaATIadns=ALEAfaNTY TDx digoxin-l UL TDx digoxin-

unsaiinsurssuenlufdanduluien aunsaAuan
9115 d-Fab AFaaldlian

d-Fab dose {mg) = (Serum digoxin concentration (ng/mi)*
Vd * body weight (kg) / 1000}

Vd A8 apparent volume of distribution WFBAINNINTTANE
FiredtNAfaNTY
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A19199 7 adeRduaiuliitafmenisandy

High serum digoxin level
Decreased renal excretion of digoxin
Premature and full-term newborn infants
Renal disease
High-dose requirement (as in treatment of certain
arrhythmias)
Hypothyroidism
Drug interaction (e.g. quinidine, verapamil,
amiodarone)
Increased sensitivity of myocardium (without high
serum digoxin level)
Status of myocardium
Myocardial ischemia
Myocarditis (rheumatic, viral)
Systemic changes
Serum electrolyte imbalance (hypokalemia,
hypercalcemia)
Hypoxemia
Alkalosis
Use of sympathomimetic drugs
Immediate postoperative period after heart surgery
with cardiopulmonary bypass

dwmﬁumnm‘w‘lﬂmmﬂmﬂ fafluasiauranislden
uazrzavenAfanduludendsfldoutan i innsinundns
ﬁffmn%u'lwﬁ nifulietnailsr@ninnuaztlannsi uay
mwmwmﬁmaumﬂmmmum"umaumnmonu
unlnganizludilaednideflauuansimiedy
nmnRTyBuinus s AN dandae v ldaunsaga
m'anenu'lutﬂnu.ma"mqmqumumnmqnu"lﬂumaq‘lu
F29ing9 nesianNRTIRTRsEALENATanGuAada]
ANEIATY mummmﬂauaivmummﬂn'ﬁu'luuﬂw
Lmnmmmmmmmsmmumm DLIS 'nqmqm'l,ﬁ‘lm
szAuERgandnAafiuieie  Aafunisiansneant
swiuehudenioniuenimeadiindsfinendn iy

unsiiamuilsz@ninnuazanntlasasaeeenisley
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