PATHOPHYSIOLOGY

[MIORPHINE ACADETTY

S adeully 8,680l 556501 Ja b




Aasll 58 1233 100 ) 60 o Tslyis tansll QN Gl yod Jass
Ll alallhall o
Bradycardia (L&l k): 4. 60 ;,A’J:«_TSJ_\,.LI S 13,
Tachycardia (L&l ¢ ,Lud): as 100 oo JiST Jaall oS 15).

(\\\)\MM)\ hetwoa| AN )| P (5 il Jduﬁ L;J_Ml NN
o~ (asill 5T T el mm) s ol 6y ud e
(oAl JS Lo 51 s 36 o (oila3 o311 Jaladl Jie) Taniym o (bl o1 S3sill wic) Tl f o Luaill (35S, 6«
:(Pathogenesis of Arrhythmia) Jiall Laie .2
KPN,AT higm&@uﬁjwu&um

@Orlgm (Lzall): 11 sy ool Ll oo a0 ¥ 2ol i SAN
@ Conduction ( JMA;I:L), LY yae oL eSI JEST 4y T (AV Node, Bundle of His, Purkinje
fibers) (a Ul cpe Unsl o7 & yuul)\ Lgd.

skl ole 2Ly pLlT ¢ ]
- Supraventricular (gishs 3sd): (¥l o8 La JIA T (Atria) 11 5T SA node.

Sl Gl g At g
* Ventricular (siuhas): il sole say 8 il alishal oo Laay JIA 1.

(Tachycardia Levels) &l ¢ Lo olineas .3

L obyall sae ole Bl LAl s

.Simple Tachycardia g 423150 - 100 -

(&, o) Paroxysmal Tachycardia geew 14523250 - 150

.(44,3)) Flutter goww 14543350 - 250 -

"Ll Tawg Jladll [alay ) gle «G,a8 LAl 18d, Liag (o Lis ) Fibrillation e a3 350 (po S5

— X
i)

il 9 sautrieks )l Al A\ o’eﬂr’iﬂ’l G (PR sy (cislls 350))l) ECG 11 5.1 .4
B2 g (el ¢ o3 wanil ECG I 8y ole gl ulis Liaal))

P-R Interval: dage 4las oo dileall oo P _lm QRS.

y 86 0.20 (1] 0.12 (e fipngalall L »

wlieVS MNye
Lealisl g olabdl i 318 em@ﬁumeAv node T 53 Jics Bl e
o ST S 135 am 5y ey i) Ll o giny 1igd Al 0.12 gy 3T il oS 13 18 daadla »

(BloCK) a5 Jligs 0.20

(Bradycardia Levels) il chay olivas 5
el ooy s o5 Ledll g LS
.(.dx <) Mild Bradycardia 42540 - 60 -
.(owsic) Moderate 2.3 20 - 40
A1 aws celins SAnode d1 ¥ " ghalial Al Juadl avuall Jlag o3 Lag (wad) Severe :das 20 oo JsT -
il 3ty Taa@lnlas ol cpladl 5T AV node

O\ N\



2,00 232

= Interval Average | Range Events in the heart during interval @
time (sec) | time (sec)
P wave Atrial depolarization
PR interval 0.18 0.12t0 0.2| Atrial depolarization and conduction
through AV node
QRS duration 0.08 To 0.10 | Ventricular depolarization and atrial re-
polarization
QT interval 0.40 To 0.43 | Ventricular depolarization
ST interval(QT minus 0.32 0.30-0.35 Ventricular re-polarization
QRS)
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Classification of anti-arrhythmic drugs (Vaughan-Williams
classification):
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B-adrenoceptor antagonists ,which act by reducing sympathetic stimulation. They inhibit

coium Channels Blosk - L

phase 4 depolarization, depress automaticity; prolong AV conduction, and

decrease heart rate (except for agents that have sympathomimetic activity) and contractility

prolong action potential duration and effective refractory period. These drugs act by interfering with outward K '
currents or slow inward Na currents.

Mechanism
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oLEY 1 U] e (Phase 4) dalyll da,ll b «
.(Automaticity) L&l "LAEE" e JISS

.(AV conduction) &l L,3Y1 Susall (& Juasill ooy Jobi ©
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- Amiodarone [Cordarone]:

a. Amiodarone is structurally related to ‘thyroxine. It increases
refractoriness, and it also depresses sinus node automaticity and
slows conduction.

a. Class IV drugs selectively block L-type calcium channels.

b. These drugs prolong nodal conduction and effective refractory period and have predominate actions in

nodal tissues

- Verapamil [Calan.Isoptin]:

. Class I: pg105.0 (Sodium).

. Class ll: Lw (Beta-blockers).

. Class llI: pg1ulis; (Potassium).

a. Verapamil is a phenylalkylamine that blocks both activated
and inactivated slow calcium channels.

. Class IV: pgudS (Calcium).
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Other anti-arrhythimic drugs:

v" Digoxin: can control ventricular response in atrial flutter or
fibrillation.

o Digoxin toxicity: ...

« “Extracardiac manifestations

* “a. anorexia, nausea, vomiting -

* b. Diarrhoea
Cardiac manifestations

a. ‘Bradycardia

b. Multiple ventricular ectopics

c. Ventricular bigeminy (premature ventricular contraction)

©
€

©

“0 Treatment of Brady-arrhythmia: ;- B g 89

1. Atropine

a. Atropine blocks the effects of acetylcholme It elevates sinus

rate and AV nodal and sinoatrial (SA) conduction velocity, and it

decreases refractory period.

b Atropme is used to treat bradyarrhythmias that accompany MI.
2. Isoproterenol [Isuprel]

a. Isoproterenol ‘stimulates B-adrenoceptors and increases heart

rate and contractility. oty 05 o ety W i Sl )

b. Isoproterenol is used to maintain ‘adequate heart rate and

cardlac output in patients with AV block.
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