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Premature ventricular contractions are common and may be observed
in every individual sometime in his or her life. Treatment of benign PVC in
healthy individuals includes reassurance and avoidance of any recognizable cause
such as coffee and cigarettes. Potential malignant PVC associated with organic
heart disease, especially acute myocardial infarction, increases the risk of sudden
death and requires treatment. Prompt and appropriate treatment of malignant
PVC associated with significant heart disease, results in the reduction of sudden
death of cardiac etiology. Recent progresses in the field of electrophysiology
and drug pharmacodynamics result in the better management of patients with
cardiac arrhythmia.
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Premature Ventricular Contraction
(PVC) w38 Ventricular Premature Beat
(VPB) \ilu Cardiac arrhythmia fiuwnémn
anasdoanuludiavesmnduunnd uaziilu
Easfirsulann JUwueneaall PVC lag
ligimmisazlane uaslivinloigfuas u
amefivmsmaiansdedianuild doiu
ﬁoﬁﬁmwmmnuwﬁﬁmﬁm%"m PVC Sufua
Walsfiimazdasldnssne PVC msdnm
\#o9za@ arrhythmia aziflumssnmildiam
win uszazdadliiiaduarediudihede as
Fafuszniadsslemifsz ldFunnmssnm
wae InsAdennnat Sidsmesn Hudefiunnd
nnauazdiafatinaaaam Faiiumsian
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PVC 4 cardiac arrhythmia fwu'ld
voufige W cardiac arrhythmia fiawum usz
wulumuunafliilsawalald ammsdnsawy
lun13in ECG 1039 dalfanlszanas 4s
St sewu PVC 1 1% lumemiufidgunng
useh monitor 24 1.3, wwu PVC ¢ifau 50%
nnmsfins Wi monitor 3 10,000 fm
a1 35-57 T w2 wifl azwu PVC iy
monitor 5 wi 3zWu PVC 16 7.6% uszwu
hamiia PVC wfudumuagiifadudude
o monitor 5 w1t Tumn a1 35-30 ¥ azny
PVCa.6 7, 811 55-57 1) 3xwu 13.0 % PVC
luaudn@dinazifiaain Rt ventricle uaz PVC
sitepnaiemeluidionanindamy misnm

Tnazlidenléna complex form @ q ves

ANV

PVC By Bigiminy, multiform, run of PVC
%38 R-on-T phenomenon % wu'léitasanndia
Uszanm 0.5 7 tmiiu
adat_ s \ _—

lunsdifdlsawalanuda contributing
factor fid¢yfe ischemia 1wt ischemic
heart disease WU routine ECG %sagld
vadszam 45 3u1f ewy PVC 1d 14 ¢
1 monitor 1 .4, 3WU 50 % uazii monitor
24 9.4, 3wy PVC ldfafay 90 £ 91nms
a v e .
ﬁnuﬂuqﬂ’m‘nm Coronary angiogram WU
Mlunguidl 75 £ obstruction 189 major
vessel 3¢l PVC fi985.7 Z usziflo 33 ¢ Al
repetitive activity w38 run of PVC F3lu
tayuiiufiveniutuusidn Ischemic heart

disease (Jusunafivildifia PVC

ANUIMITIVOATIANY PYC
WUARIIWIBLEIT SR NNE uae
complexity 189 PVC azfianuduwus las
mfiunnanuus mashawalafiiegfe T single
vessel disease 33 complex form uaz fre-
quency ﬁ'aﬂniwgﬂ’m?’l‘ﬁ Triple vessels disease
uazlwﬁ'ﬂ’m?{ﬁ Triple vessels disease A%
ventricular dysfunction 3% PVC nnin

!

n11qﬂvﬂﬁ1&iﬁ ventricular dysfunction 4 4
i luszoendafaiuin frequency uas
complexity 3infy ventricular dysfunction
WINAN

§mmras PVC ffiufudwm abnormal
segment contractile 1839 Lt ventricle u
Q’ﬂmﬁ"hiﬁ abnormal contractile segment
WNUIURABI 11 ¢ #f PVC annnin 2 ddia

#2lus 1wum:ﬁt§ﬂ’mﬁﬁ abnormal contractile
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segment 7 1w 9 a"m(a:wu PVC 13 100 ¢
1 ]
WezWUNIN Surface ECG luswilaif Q

! Q1

wave 38 PVC 14 7 lusnizfingugilonfid
Q wave > 7 leads 3xwu PVC Tys2 ¥
Myocardial fibrosis 3tiiurunauas
PVC Taw Purkinjie fibre fign¥oasian fibro-
sis ziilu focus AvnliiAa ectopic activity
wanwnf} valvular factor ruiuang
wiwifia PVC 1 wulu Mitral valve prolapse
syndrome (MVP syndrome) 3zwuidl PVC
184 50 ¢ sunafivlWiia PVC furedads
lainsiu uadadnfannanudaivdnfves
chordae tendinae U myocardium w3281

\in9n myopathic process ‘¢

cfﬂwnu“lﬂf;wﬁiammﬁa Sudden Cardiac
Death(z)

ANuBEYes Sudden death Falaifiles
Amuaathaiuen uiivfigeafuiui Sudden
death Aomsidsfia Adalasildmaly uae
Lilgan trauma nsdediaiadunaly 1
F2Tus wdnfiaeims udluuienearslw
wdls 24 2 luold

FinfuazdoninnanWuid e
Sudden death tRaufianuaifain VT wie
VF daflunamumnain PVC Wuies
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NANIANWUNAAR risk éa Sudden
cardiac death §a
o )1
1. awgfiannlin
2. Hypertension
3. DM.
4, Male

5. Heavy smoking

6. §hefill ECG abnormality

Wwgenqudsnsnszilamsifia VT
wie VF datiuiniadniludas Identified
thensuftuazIniudaslimiquandraladda

aa o (3)

NI UMY

‘I o 1Y ° & aa ar )

War ECG udazvinldnsifiadada
{lu PVC {lafl Wide, Bizarre QRS complex
Fufeneufivua (premature) lan'laid ectopic
p wave uazdnazdl full compensatory pause

Duration 789 QRS complex 3 > 0.12

- a . .

sec YWLUDINNY asynchronous depolarization
184 ventricle 14 2 lag PVC #iifimain Rt
ventricle 3:ifnwmzv03 LBBB uaz PVC
fiiaan Lt Ventricle aviudinymsuas RBBB
1 PVC \fia31n Ventricular septum 33
Upright QRS #3 Lt and Rt precordial
leades @1 PVC duration > 0.16 sec 3%

strongly suggest 213 Organic heart disease
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ﬁ’ﬂumzehm 493 PVC wilaudulu lead @2 usy coupling in-
Unifocal PVC terval (3¢pE31n R wave 2839 normal beat
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fis PVC fiifinam ectopic focus 1iNe9 B9 R wave 103 PVC) 3znsfi maql 1

focus 1@87 8nwmzvad ORS complex 32
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Multiform PVC Multifocal PVC
fa PVC fiiiaan ectopic focus LAgs fia PVC filiaan ectopic foci @ 2
focus 1§87 uazdi19109 PVC aziffouuiss nIaunnd1 Fnwmedananazyinldifia QRS
1lu lead @efundiiansdl constant coupling complex Auanarafu lu lead @eduuay
interval 8nwmedIna1I92 suggest organic coupling interval lsiwiniu ey 2
heart disease
o o IIL; n :
MADE IN U.5.A,
-
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Interpolated PVC 1% SA node impulse fialusunsn depolarize
dludsingnisoinilshie § PVC ifiadu  ventricle &Wluwinilazlaifl full compensatory

W& complete repolarization FauTasvin pause w3l 3
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Repetitive PVC

w3aur9asa3endn Run of PVC wia
salvos PVC @am3fi ectopic beat u&ad
fulaslaifl normal beat funmy ey 4

nmsdnsnuh legtndudnifie VT wie

=

VF 3zdaald energy 13 induce gann
uddid run 189 ectopic > 3 Ftulunisls
energy WmatAa VT wia VF azéiae s
folomsazifia VT wie VF ¢iwdu

Tt

.
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Early cycle PVC (R-on-T phenomonon)

fia PVC dufatuifa lagl QRS ag
U4 T wave mu3d 5 ustiiladnin apex 189

Upright T wave w39 Nadir 989 inverted

b

T wave 3iilu vulnerable period 2849 car-
diac cycle lunitiveswalafdl ischemia 19

ulacd small energy fias precipitate VI/VF

10
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Fusion beat
1 PVC ifiafaud19t1 impulse 199
PVC azwedsiufy impulse 370 SA node

i depolarize ventricle 1dvil¥ifadnymy

b1

\{lu fusion beat Fajs19aziilu intermediate
72%119 normal beat W8z PVC w3yl 6
fnwazdinandnaziialad basic rhythm

fautha§as w39 ectopic beat \ilu parasystole

Ventricular Parasystole
d‘ = . tﬂld
Wlasnndl ectopic focus #il enhance
of subthreshold activity u&z focus 3z
fire impulse aanxnag1d regular (Fedr991n

PVC dufiifialas reentry mechanism) 4a

MADE 14 U.S.A.

Fanafiaz ¥ Diagnosis 184 Parasystole &
MRl fix coupling uszszezan R-R in-
terval 299 abnormal beat azihfunialaf
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3. MIFULWT
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5. Variant heart disease 114 l3a¥ala
NALRea

6. 81 \u Digitalis

Fetuaziiuldin PVC smursaialéis
Tuandnduazaundlsawla avasldmssam
uduazdamnuidieiilsadlaniald 44

annsdnsnuh®

1. PVC ?"’; provoke las mild exercise
( < 70% %as maximal heart rate) 3¢ in-
dicate organic heart disease 'lmmwﬁ healthy
subjects 75314 exercise PVC azwn'lyl

2. PVC #iflu multi form w3o multi-
focal dnas indicate organic heart disease
v38 digitalis intoxication

3. PVC fiilu R-on-T phenomenon
wawminliiie VT usr VF waswy com-
mon ¥ nlu ac. myocardial infarction lw
a8-72 $alususn

4. PVC Wy common lu Prolapse
mitral valve syndrome

5. Post ectopic T wave changes 3z
indicate organic heart disease. Lown and
wolf) & propose grading system (5839
fduraInsifia VT uaz VF andanlum
n #9

0 No PVC
IA Infrequent, Isolate ( < 30/hr)

Premature ventricular contraction 843

1B Infrequent, Isolate ( > 30/hr,
> 1/min).
Frequent ( > 30/hr)
3 Multiform
4A Repetitive Activity (Couplet)
4B Repetitive activity (Salvos of 3
or more, VT)
5 R-on-T phenomenon
war Wz ldmadney 1l PVC grade
g9 9 w3 Al

a3 inninvh

g nwIMIGuRAaTInIza IRl Tnane
siladwiuarautimaszdugnive wriiling
wwwizlu atrium w38 ventricle wIofuatia
atrium uae ventricle ualagia q 'l asuys
4flaue9 antiarrhythmic agents 3zTWUIMY
amsuRiMa electrophysiology 49w laasiiu
A ! & a .
99LVONRNINU 9 19 electrophysiology a4

@ a

2 lad sl

lagdn@insinisoaztufinanuaisdnd
19#h (electricle potential) ¥olu atrium wae
ventricle 1§ -somv. #s801{u membrane
resting potential, (M.R.P.) Halsud de-
polarization srfimsiUfanudasves cell
membrane permeability @ Na, K lag Na™
wdhg cell BnlWil sharp rise @4 intracellular
potential sepefiiu rapid depolarization

@

fififa phase O w38 fast channel respond
A 1 9 + @ e

wanszuan ey Na™ wgafazdhgszor

. - "I + { =~

283 repolarization diutiseaniiiu 3 szazdo
phase 1 1fJu rapid repolarization @368
phase 2 \{u slow repolarization 3zazil
Ca™ 4z shift ¥ cell #aiu slow channel

respond sracil 3 Gailusrezaarisuay re-
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polarization 9zl membrane permeability’

o KT suiduanndu azfiusziimaetensen
283 K+ 910 cell anflufiszidng phase 4
Fuiu spontaneous depolarization aauwdh
§ M.R.P. i

excitation 194 cells n@ufawalasy
Aenliodhmziusramoszen transmembrane
potentitial sanfeszauniedaduni T.P
(Threshold potential) 'i"oagjﬂszmm -60mv
1 MRP éaalndfiu T.P. dnszdudon q
(weak stimuli) fimnrsavinldifa excitation
Wunsarstufn MRP Rudunionisean
9n T.P. strong stimuli whingsaehnlvife

excitation ¢/

TTHZLINGIUA phase 0, 1, 2, WRSRIU
#il40049 phase 3 f19 T.P (fluszsedalifidn
nszduriialnusiininazitliifie excitation
16 3un ARP (Absolute refractory period)
w3a ERP (Effective refractory period) @
NatuanAauay phase 3 1u RRP (relative
refractory period) sz8zfl strong stimuli

s ¥ o . . |2
sannssnszduliiin excitation 167 srpzae
| 9 A . b e
n1naa terminal part 184 phase 3 aany
cozi5uduLed phase 4 Ao supernormal ex-
citability (SN.) Je#eil weak stimuli fizu13a

3véu cell Wifia excitation &

srazlamfdnuadiue phase 0-phase 4
\Juni1 APD (Action potential duration)

3V 8)

PNaMIBIYa

UA 8
o Ciass ¥
_,_A______-__]__L\ MRPa
'RRP | SN, I
>
|
1 Class I

Class IT

Electrophysiology oy the Heart

n1134fq@ arrhythmia \fieannanuRadnd
284 conductivity #3a automaticity §1%3U
PVC umsdnBaiimsfifaiiasnniinny
AaUn@ues automaticity nalnvasrdiums
WuRadmazeaiila lums suppress auto-
maticity laun

1. Displace threshold potential 14
positive annawRaIziANIMIuaI Al ds
T.P. $uavinlsf slow rate of depolarization

2. 1in MRP ¥l MRP whsoan'lyl
an T.P

3. 8@ slope of phase 4 depolarization

% 3 nalafifinavinliomfiesde T.P.
fiusnaon wse phase 4 Fuds T.P. 189

U9
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'luﬁawaammﬂwﬁmaam‘s”nmnmﬁ‘us fu(45:6) lagutsnuguauddnniszing,
& 1 g i a , 4 ) \ -1 :
Aadowarvesialuilu Solddufiansefuuiuan  wshmafilénsnudn §ofl (maaft 1)

wdlagwa q Tudsuuvsoaniiu 4 Sawandae

Table 1 Classification of antiarrhythmic drugs

Class Drug action
I
A Quinidine, disopyramide - @ action potential upstroke velocity
(phase 0)
Procainamide - flaszpsiames action potential duration wse
Eucainide refractory period.
Lorcaiuide - depress automaticity (phase 4)
B Lignocaine - 8@ action potential upstroke velocity (phase
Phenytoin 0)
Mexiletine - 8¢ (shortening) action potential duration W&
Aprindine refractory period
Tocainide - depress automaticity
II B - blocking agents - block spontaneous depolarization (phase 4)
111 Amiodarone Bi@ (prolongation) action potential duration
Bretylium torsylate W&e refractory period.
v Ca-antagonist inhibit slow respond action potential (phase
Verapamil 3)
Diltiazem

Class I - \{lu membrane stabilizing agents fanguefifinasaulng (major effect) do
fast channel (Na+ inward) w38 phase 0 lazaz'liaa action potential upstroke velocity,
prolong E.R.P. vinl#¥m13ifia excitation sasyuscd depress @ phase 4 w3a spontaneous

diastolic depolarization ufiesziin1Iaavas automaticity @2s

gty ciass I Fsuvseaniilu 2 wilane (refractory period) wélu class I B. 2z
class I A & class 1 B lagfaioanuuandis shortening action potential duration & R.P
fuvewsnniiaa APD laslu class I A =3 wimIiUfsuuaslu repolarization Huiilu

prolong action potential duration & R.P. navtasainliafisuiu rate vas depolarization
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prlunguitez lonsdlunefimsduRedamiziie
370 automaticity o re-entry mechanism
sy action vawlungailazgn modified lag

M7WReuut89va9 serum m’

NRUDILIAZ N
Yesaslumirras K Iudeadn usswavasm
wanndui K Tuideags azdumaufrzedy
K Wudoadedniwielielousd
wananizédiy K luideauds Hail factor
8u q fimunro modified Havasmlunguil
&8n wiu anticholinergic activity” ® Reflex
sympathetic activity, Ca antagonism,(g) re-
duction of central sympathetic tone tiJuéiu
1l class I A ldun Quinidine, Diso-
pyramide, Procainamide uszenlnian 2 wfle
fia Eucainide, Lorcainide
¢nlu class 1 B 'léun Lignocaine, Pheny-
toin, Mexilletine, Aprindine U8t Tocainide
class II -B-blocking agents 3=&@ sym-
pathetic excitation @@ heart fmsuU@n1g
s33vneIwiwesnduilde block phase 4
depolarization(w) LN e arrhythmia
fifian cathecholamine induce (% arrhythmia
lu pheochromocytoma, emotion La3uq,
finn, mIsamLse Wuiu swwiun antiarrhythmic
effect fouthanAuLaniz propanolol #11%
110§ xdnaniion class I Aar1In de-
press phase 0 ‘¢ moﬂu%j"ﬂagl:lu class I
Class III mnéuﬁ'lﬁuﬁ amiodarone,
bretylium torsylate, satolol Hcl. qu&i\:
prolong ERP usz A P D(*") 2 Tagifay
aliifiunde phase 0 wnguaNTASUilrl
uwanaenain class I n1iifie prolong E R P

& ; +
W Wesnniinms slowdown ¥4 outward K

POIRAMNIANINEA

current u phase 3 lag'ld interfere #a Na,
Ca inward current L§# wananiis depress
phase 4 depolarization #8717 prolong
ERP §i #lWdnmisares myocardial ex-
citability.

Class IV Ca antagonist 1¢iun verapamil,
diltiazem 3% block i phase 2 fa slow
channel respond'®) finsi&mlassie phase 0,
prolong ERP & relative refractory period,
depress #9 S.A node sz A.V node udi
waft AV node anna

IWALIDUAVDIY)

sznsmiaamzdiilives uszelni 9
e riin

1. Quinidine nsRy3xéy atrium uas
ventricle fifisrfiadaunziiu gnvinmuludy
20 azgndueanmala Half life 6-8 .
therapeutic level 2.3-5 y gm/ml lumazfi
fumavdossdiu K Twdeags wses Quinidine
sanniu Milsedu K lwieadn Quinidine
wlilans lnmfdaudidve wlwden
g9 winaidnasde slow channel (phase 2)
¢Y WaEE11T03 suppress S.A. node 16
¢

wathaiiua (side effect) - Quinidine v
prolong conduction Halu Atrio-ventricular
unz intervetricular ariiuazyitléifio heart
block lémnizdy uazvi"lWd QRS duration
i 1 QRS > 0.14 sec. %l Quinidine

- wa®d repolarization, Quinidine ¥
%l slow repolarization ¥mal¥iia QT pro-
long n13ifie prolong QT fioreziBnodams

\fia ventricular fibrillation w3o torsades
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point (multi figure of ventricular tachycardia)
49300 Quinidine syncope aviiulusedis
prolong QT 7aiilu contraindication luns
1% Quinidine lagiawz early PVC

- undia Digitalis, Quinidine cvinlWl
J2é'UrD9 Digoxin lutﬁaﬂqaﬂuua:ﬁﬂﬁtﬁﬂ
digitalis toxic & hein

- wdhaiiinadiu 4 Wl ;ih, yda, throm-
bocytopenia, agranulocytosis wananiiu i9d)
vasodilator effect ¥inlwifia hypotension ‘¢
lasawzildofiade il neg inotropic
effect 8@ contractility vaaniuiiiawlade
aztinlinn ¥ lumefimazilane, shock

2. Disopyramide Jns¥oluszdtl ventricle
ua atrium udilu ventricle annhifisrfia
fiuuszda preparation { 2 7ila fia PO, salt
(Norpace) une free base (Rhythmodan)
H.L 8 714., therapeutic level 2-6 4 gm/ml
20-30% 3¢370AU protein uidaa, 70% Tu
sanmale FufindessTusenmaing

wothui - Asdydaan anticholinergic
effect Jhauka mif ewn daanclisen
anududn lauduidr wenandin norpace 1
W3 prolong QT Windlaufuuaz oo
asifia V.F. wia Torsades point 1§ 1fia9
nnedfidl neg inotropic effect wizaziu
analfia 1t dose collapse "l luaufisimnzwala
nwey usefiwalalaann q Ll lursii
SSS, severe C.H.F, B.P.H. uaz shock

3. Procainamide fnatiolu atrium use
ventricle udlu ventricle annni Hawizwiia
fiu Half life 315 7. therapeutic level 4-10
gm/ml 1.5 % 3z320fiy albumin, 60 % Ay

Premature ventricular contraction 847

aanm3ladl neg inotropic effect Aauthenn
wlluenldi severe CHF severe renal failure,
myasthnia gravis, hypotension, heart block

wathaufva - \ia agranulocytosis, L.E,
heart block w&: hypotension &

4. Lignocaine (xylocaine) - fusane
wszdu ventricle fiawizrfieda waszifia
Iuufinds L.V, push hdadhnfuszivnm:
10-15 w393z ldma H1% LV, drip a2 \dus
dawllosiu H.L 2 3u. 907 sxgnviimefidu
10% Fusanmale therapeutic level 1.4-6 u
gm/ml.

4 < - ] [

WU - 3L TRRFRTZ UL INE U
e il Bu 9 wendusu muscle twitching
n wszanududrld Sanuluwinnlvauie
89 diuszeziamumnme ¢ Tuitiiu toxic
effect daWalaaantanann UAATI NAUUIABIRI
Twswfane®lang, shock duuds wiosw
#le B-blocker

5. Mexiletine Inasulngda ventricle
wnldidusmiamef uazednmdndnaluns
nmazdladuledame 1wty Xylo-

. a g . ad a
caine aaunaillu oral xylocaine ¥visriia
‘a a o o .
Aaunzfiu 70 4 w9193 WAY protein tu
\dan 107 azgndusaamile médadignviiae
uéiu mexiletine ¥ neg inotropic effect Wae

-1 -} [P} ) el N .
wnniaifiovlifiias  ude139zd neg inotropic
effect tANaNNIUlUAT AAT myocardium de-
compensation 91d29# H.L. 24 73, uae
therapeutic level 0.5-2 y gm/ml

4 4 - I.a Y [y
wathaufud -Uadu, nystagmus, ¥aladiu
1, anueudn

6. Tocainide {lu oral lignocaine
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analogue Srmilewily fnasulnaide ventricular
arrhythmia ¥ srfladausciu 507 veunas
s2ufiu protein lwiRan 40% xdueannla
H.L 13.5 T3. therapeutic level 5-15 p gm/ml

sathadsa  Gown, aanldoiow, e
2113, cerebellar sign.

7. Phenytoin fiussulngianiz ven-
tricular W®% atrial arrhythmia AAaan
digitalis lapaz @ automaticity #slu atrium
uay ventricle H.L 24 ou. 50% 3s370AU
albumin uszgn hydroxylate Aduudrtiusen
mala therapeutic level 10-20 mg/ml

WA - Ataxia, tremor, nystagmus,
4w, Asuw, L.E., macrocytic anemia

8. Aprindine Suavialuszéy ventricular
L8 supraventricular fsrfladauscin g1l
9 depress conduction velocity ﬁo1u atrium,
ventricle 8 A-V node 59uH spontaneous
activity 1u sinus node §28 15l signifi-
cance neg inotropic effect H.L 20-30 Tuw.
therapeutic level 1-3 4 gm/mi

wahuAuy - agranulocytosis, JuR,
fiadu, cholestatic jaundice, QRS %adu

9. Propanolol dnafioluszey atrium
wa: ventricle lasUn@ B adrennergic stimu-
later ¥ marked 1 slope phase 4 ¥nl%
firing rate of sinus node Nﬂé'uf:ﬁ):gn block
loe propanolol. uanniu propanolol 3
il prolong P.R. interval W8 shortening
QT interval laglifinada QRS duration 18

wanuaus - vldiianazinlenglg,
wasaandiu, Walaidudrsanie heart block,
LT AAEUAN

PNV

10.” Amiodarone (iJu benzoforan deri-
vative i relaxant effect fu smooth muscle
uaedl vasodilator effect i vascular muscle
vdwl¥iflu antianginal agent H.L. 28-30 Tu
FusanmeTzuuMmadueIms lasrums du
usy &8 Swafiesedy atrium usy ventricu-
lar 3% neg inotropic effect 3415 dluanld
Aflmazwlaneg onset of action azifiands
Suplzanes 4-6 Tu full antiarrhythmic
effect #olaiuriuou wadte E.K.G. fiddada
prolong Q.T. interval ﬂ'nuﬁwﬁnﬁna:hom‘i‘e
289 amiodarone fifeANuFNWUEAU thyroid
hormone. Amiodarone 3¢@n deiodinate u
WM major action mawwﬁdﬁﬁtﬁﬂaﬁu thyroid
#al1 block conversion 1@y thyroxin (Ty)’
\{Ju triodothyronin (T,) vildfiszdures
T, 1utﬁaﬂqo%u ud liinadaszduvas T.S.H.
mitarainlfiAa hypo wia hyperthyroid &
1fin991n Todine release lusrame #efaudy

deo X
IIaLAT I BT T

wathafins - iilasnindunitmaswgniy
2anMmy lacrymal gland iwizasiinazifia
corneal deposit Lilu yellow brown granular
deposit |4 interfere danuaiu

- Photosensitivity, bluish pigmentation

PYIHINUY

Hypo-Hyperthyroid

Hepatic enzyme *

Pulmonary fibrosis (wuiiag)

Proximal muscle weakness

Hypotention

aiivnulfluronfivladiud souvie Heart

block nymrila, thyroid disorder use pregnancy
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11. Bretylium torsylate - 1&ulfiilu
pr¥nmanuduioags waldnlfly maizms
geduliidwe médlgmaun@uas adrenergic
neurone blocking agent 3y depress nor
adrenalin release fi1lWauagsaziiu medical
sympathectomy & ﬁﬂi}ﬁumﬁuu:ﬂﬂﬁ'ﬁ'
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Table 2 Effects of antiarrhythmic drugs on E.K.G.

EK.G

Drug

Prolong P-R _

Quinidine, Procainamide, Phenytoin, Aprindine,

Propanolol, Bretylium Torsylate, Amiodarone, Verapamil.

Prolong QRS
Prolong QT

Torsylate
Short QT

Quinidine, Procainamide, Disopyramide, Aprindine, Mexiltine.
Quinidine, Procainamide, Amiodarone, Disopyramide, Bretylium

Lidocaiiie, Mexiletine, Phenytoin, Propanolol
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Table 3 Effects of antiarrhythmic drugs on specialized cardiac fiber.
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