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Lidocaine (subclass 1B) 
 
 Lidocaine (lignocaine) is exclusively Na+ channel blocker; it is highly selective 

for damaged tissues.  
 It undergoes extensive first-pass metabolism so, it is not given orally. 
 It is given only i.v. for acute suppression of ventricular arrhythmia associated 

with acute MI (not for long-term treatment). The usual dose is 50-100 mg i.v. half 
of this dose may be repeated after 5-10 min if necessary. 

 It has no effect on AV conduction, so it is not used for supraventricular 
arrhythmia. 

  Most adverse effects are neurologic. 
 
N.B. 
 Mexiletine is very similar to lidocaine but can be given orally. It is used primarily 

for long-term treatment of ventricular arrhythmias associated with previous MI. 
 Phenytoin is antiepileptic drug with class 1B activity. It is used primarily in the 

treatment of digitalis-induced tachyarrhythmia. It has a limited role in the 
treatment of other ventricular arrhythmias. The IV loading dose is 250 mg given 
over 10 minutes. 

 
Flecainide (subclass 1C) 
 
 It blocks both Na+ and K+ channels leading to decrease the rate of phase-0 

depolarization and slows AV conduction. Due to its complex effects on cardiac 
tissue, the APD is not altered. 

 It is used for atrial and ventricular arrhythmia and for maintenance sinus rhythm 
after conversion from atrial flutter and fibrillation. 

 Flecainide increases the incidence of ventricular fibrillation and sudden death 
after MI (proarrhythmic effect), so it is contraindicated for patients with ischemic 
heart disease or structural heart disease (e.g. LV hypertrophy). 

 
█ Class II: Beta blockers 
 
Mechanism of action  
They ↓ sympathetic stimulation, inhibit phase 4 depolarization, depress automaticity, 
prolong AV conduction, ↑ heart rate and ↓ contractility. 
 
Therapeutic uses 
 All arrhythmia induced by sympathetic overactivity.  
 Arrhythmia due to thyrotoxicosis. 

189



 Arrh
 Sup
 Arrh
 
█ Clas
 
 It is

che
 Am

lead
 
Mecha
 Bloc

→ ↑ 
 Bloc
 Βloc

chro
 
Therap
 Sup
 WP
 Arrh
 
Advers
– Dos

is th
– Hep
– Thy

roid
– Cor

not 
– Bra
– Pho

disc
 
█ Clas
 
Mecha
 
Therap

hythmia as
praventricu
hythmia du

ss III: Am

s structura
emically sim
iodarone h
ding to wid

anism of a
cks mainly
ERP. 
cks Na+ ch
cks Ca2+ 
onotropic e

peutic use
praventricu
W syndrom
hythmia re

se effects 
se-related 
he most im
patic toxic
yroid dysfu
dism becau
rneal micr
affect visi

adycardia 
otosensitiv
coloration 

ss IV: CCB

anism of a

peutic use

ssociated w
ular arrhyth
ue to mitra

iodarone

ally related 
milar to am
has long t
de range of

action 
y K+ chann

hannels → ↓
channels 

effects. 

es: (most ty
ular and ve
me. 
sistant to o

pulmonar
mportant ad
city. 
unction: h
use of its io
rodeposits
on. 
and heart 
vity leadin
in sun-exp

Bs (verap

action:  The

es  

with HOCM
hmia (AF).
l valve pro

e 

to thyroxi
miodarone b
t½ and la
f adverse e

nels → slow

↓ excitabili
→ – ve 

ypes of arr
entricular a

other drug

ry toxicity
dverse effe

hypo- or hy
odine cont
s: reversib

block. 
g to gray-b

posed area

pamil and

ey ↓ SAN a

M. 

olapse. 

ine. It con
but does n
rge Vd so
effects. 

wing of pha

ity. 
inotropic 

rhythmia)
arrhythmia.

gs. 

(fibrosis) 
ect. 

yperthy-
tent. 
le, does 

blue skin 
as. 

d diltiazem

activity and

ntains ~ 40
not contain
o, it can a

ase 3 

and 

 

m) 

d AV cond

0% iodine.
n iodine. 
accumulate

uction 

. Droneda

e in many 

arone is 

tissues 

190



 Non
in s

 CCB
IV v
cau

 
█ Othe
 

 It is
inhi
and

 It ha
 It is

tach
follo

 The
the

 It is 
 
█ Non
 
DC car
 It is

the 
of a
pati

 The
pro

 Foll
be a

 
Laser a
 It is
 A c

hea
the 
that
ene
abn

 Las
trea

n-dihydrop
supraventr
Bs have n
verapamil 
use hemod

er antiarr

s a puriner
bition of C

d directly in
as very sho

s the drug 
hycardia (i
owed, if ne
e drug is le
ophylline 
contraindi

-pharmac

rdioversio
s applicatio

chest wal
arrhythmia
ient (i.e. hy

e patient 
cedure. 
lowing elec
anticoagul

ablation  
s used for m
catheter is 
art. A spec

catheter 
t causes 

ergy "disc
normal rhyt
ser radiofr
atment of W

pyridines (v
ricular tac
o role in t
should ne
ynamic co

rhythmic 

gic A1 rec
Ca2+ chann
nhibits AV
ort half-life
of choice 
ncluding W

ecessary, b
ess effectiv
or caffeine
cated in pa

cological

on 
on of direct
l for emer

a especially
ypotensive
should be

ctrical card
ated for at

many type
inserted i

cial machin
to small a
the abno

connects" 
thm.  
requency 
WPW synd

verapamil 
chycardia 
he chronic

ever be us
ollapse. 

agents: A

ceptor ago
nels (i.e. h

V nodal con
e of 8-10 se
for immed

WPW synd
by a dose o
ve in the pr
e. 
atients with

methods

t current (e
rgency co
y rapid AF

e). 
e heparini

dioversion
t least 4 we

s of arrhyt
into a spe
ne directs
areas of th
ormal hea

the pa

ablation 
drome. 

and diltiaz
(SVT) and 
c managem
sed in the 

Adenosin

onist; this 
hyperpolari
nduction.
econds. 

diate termin
drome). It 
of 12 mg.
resence of

h asthma b

s 

electric sho
ntrol of an
F in an un

ized befo

, patients s
eeks. 

hmias.  
ecific area 
s energy th
he heart m

art rhythm
athway o

is the d

zem) are p
arrhythmia

ment of ve
acute ma

ne 

leads to o
ization) in 

nation of p
is given as

f adenosine

because it c

ock) to 
ny type 
nstable 

ore the 

should 

of the 
hrough 
muscle 

m. This 
of the 

definite 

primarily us
a associate
entricular t
anagement

opening of
the AV co

paroxysma
s a bolus 

e receptor 

can cause 

sed to red
ed with HO
tachycard
t of VT, as

f K+ chann
onducting 

al supraven
dose of 6 

r blockers s

bronchos

uce HR 
OCM.  
dia (VT). 
s it may 

nels and 
system 

ntricular 
mg i.v.  

such as 

spasm. 

191



Artifici
defibri
 The

are 
to m

 
█ Man
 
Cardiac
absenc
 
Causes
 Cor
 Car
 Car
 Oth
 
Pattern
 Com

line
 Ven

fibri
 Puls

The
than

 
Manag
 The

pres
cyc

 Adm
→ N
→ N
→ N
→ N

 
Sho

 
 

 

ial pacem
llators 

ey are batt
implanted

monitor an

nagement

c arrest in
ce of signs

s 
ronary hea
rdiac disea
rdiac arrhyt
hers: traum

ns of arres
mplete asy
. 

ntricular fib
illation wav
seless elec

ere is some
n VF) witho

gement 
e ultimate 
serve life 
les of 30 c

minister ele
No respons
No respons
No respons
No respons

ock – Drug

akers and

tery-powe
d under the
d pace the

t of cardi

nvolves ce
s of circulat

rt disease 
ase: e.g. HO
thmia espe

ma, electrol

st 
ystole: the 

brillation: E
ves. 
ctrical activ
e electrical
out detecta

goal of t
by early 

chest comp
ectrical def
se → Epine
se → DC s
se → Amio
se → DC s

g – Shock 

 

d implanta

red electro
e skin or in
e heart. 

ac arrest

essation of
tion (absen

(~80%). 
OCM, Brug
ecially ven
yte imbala

ECG is flat

CG shows

vity (PEA):
 activity (o
able pulse

reatment 
CPR 30:2

pressions f
fibrillation 
ephrine 1 
shock with 
odarone 3
shock with 

– Drug – S

able cardio

onic devic
n the ches

t 

f cardiac m
nt pulse an

gada synd
ntricular. 
ance, elect

t 

s 

other 
.  

is to 
2 i.e. 
followed b
at 360J th
mg i.v. /3-
CPR for 2
00 mg i.v. 
CPR.  

Shock 

overter 

ces that 
st cavity 

mechanic
nd apnea).

drome. 

rical shock

by 2 rescue
en repeat 
5 min with

2 min. 
with CPR.

al activity 

k, drugs, e

e breaths. 
CPR for 2 

h CPR. 

. 

as confirm

etc. 

min. 

med by 

192


