SUBJECT : _\Yebiusismilinis
LEC NO. :
DONE BY .




R (s 151 sty 33l 555 Gl ) LY e uanill Luans alows oIS

1
CVS pharmacology SCAN ME!

Lecture: 13
Part1:Antiarrythmic drugs
Blphysiological introduction:

g a0 331 Lalss ol L 550 Mals (aas Il a3l Al @
antiarrythmic drugsJ! es» U cardioJ! 2

daze do p3d oS lgegds ylae antiarrythmic drugs!

¢ s>9all 43¥ physiologyJ! s 9! «wsS background

& Al elilagleas 3leze die %99 dewny alS osyledl ¢l
bl adsle glade o physiologyJ! 2 dsls ol 4w

2 Jsae e amp dacw introduction oaS cllbsa Ul e
electrophysiology ! i s5la lail (da3d algle Liolas
g3l Jlas 2lonl meas eldsiza U1 dagall Slaslaall

walsas Ll 650 diule g odsall (8 50l le LS 5oy

le Mzs 22 «cardiac disease! Jle wlelos @uss yolall
Y (heart failure & arrythmia) 4slS ;oo bo balsd 2o
Blezy g 5.090 03 Lolad calzsis g o>90 03 HF dals

Js8i Mae =y (dall delny ISSISIL pumping functionJb
2233 elos ule asils heart can't pump sufficient blood
ol e plstn asl COPJ! s34 contractility !
arrythmiaJ! e oS5 b W Lol o 289)s

walls JSU g go 90 e @ISy «l antiarrythmic drugsJ!s
addll Olys @das e @IS electricity e plSiun axs!
dMe aJ o5 contractility JL 48Me aslo 03 ¢ 5o 54allg

leass I Joui lglS olhell &l imiase i)l delay clyesSIL
&2z gl arrythmiae <disd HF o> Mo glell L&) ey
Byle L85 0aS Liladl o il HF G olee Ldidss arrythmiaw
..cardiac disease ! categories ® <!

1?24 = slassl arrythmia 4alS . b

«disturbance in heart rythm == arrythmia dals
QMUJLMMPMLAJ\LI las Mlsl UA.bJ.A” U2 9.38all
s! 70 Jls> cardiac beatingJ! «! >3 pulse )| j«>3s
ayd IS oa e a3l ol s IS 220 regular 9 75
ol tachycardia Waw! g3 23w 2l BW Slels wogls
035 18 330 d.e lgdsd Ul arrythmial! oo 95 ¢ tachy

s> g bradycardia aw! g3 =ty (a2l B Olels
Sie Olels (plaisg tachy Lo Olelw aarrythmiall oe g5
<@ arrythmia 4elS a5 sy <Ul egall dausdes tachy
Aes 2>yl o & ble disturbance in normal rythm
(GALD ‘éljl Jo2a5 Lzely d39a¥l Bgas olade bladl e
Jax bl s85le anl U conducting system L dlse




b Cardiovascular system

SCAN ME!
llconducting system:

wahierarchy system:

Byle asly (Cassdl Jawl @uyll 1a>Y) 055 gamsyis heart! 1]
right JI ;® «x» U1 SA node ! 2s2 pacemaker/! «!
impulse <=5 normally U < ¢35 SA node! aatrium
Wow!l dxld Logi psdi AV nodels AV node M Jogi pods
AV bundle o= b blsey @Sie o8 @l B)le Ulg (AV bundle
woaxg dxl> e ol L x> J9s & AV node

! interventricular septumJ! le pwdzn & bundle!
s left bundle branch (LBB) saw! (kadl 45U branch
Js right bundle branch (RBB) sew! ;xedl 45U branch
Ll U1 s20l8 j20l £938 I 03943 £ 3420 Jos ;e branch
3 heart! JS Ly Loz U purkinje fibers lesows
hierarchy saw! os Mggusyin M pladl  8gls (a8l uds
(DIld 3ys 8 ey 30L38 plas  am)) systemn

SA node

Av node
‘,\;—:\;:::1; wlar ‘\
e G\

SA node/! =liac 131 pacemaker! <x2 SA node/! 3sle
AV node! «dlac 131 3sLall Jsu AV node! lelswe 25U

9! conducting systemJ! ;8 dlads ¢l alall  Jox

SA nodeJ! usS ..wub (g3l aUadl b1 purkinje fibers !
SA JI <Y I?pacemaker |l «xa «J pacemaker! < 43
ade 3llay o W heart)! ® ddlaio 3:S1 oo aw node

Jlaliss 12wl lali=s automaticity 4slS .Automaticity

The ability of certain part to self propagate un
impulse.

sisde 223 automatic 0aS dlas = self-propagate!
lewas 4 SA node ! o5 3 (8225 lgdso 1y oo lgemo el
Moo yuf 4o 045 lgwds 1o to generate impulse dols g8
wiabs (g3 dadll yeudi Al sy cllgdia 1Pad) o (s
2 automaticity =l <. SA nodel 4=y automatic/!
self Jasz M aw 356 dhaddl e Jldlg «IS heart!
~s=en alS (sl JLs impulse ¥ propagation

ole) clglady 1531S SA node! g IS heartJ! <l LlS>9
<l once #=: as one syncitum J&zzo heart]! <!
conducting J! 1= SA node/! ;o ==l impulse/!
2o Lo sud purkinje fibersJ! (e system

Llass IS & myocardial cells in the same time!
contraction & relaxation Je>3 (=35l Lwai B Dlozul

oz




: . SCAN ME!
lsS act as one syncitum eaws bl Ul coBgdll uai B

oga o3 clggus>yi LI Ml aladl | Yy codo dasg dds oIS ol
the 44 SA node ! ..clldgd o &3 i o 3Ll plladl
purkinje J! by AV node/! L.l high automaticity
Toawa b 00 lglady I e Ul a5 (048 54l fibers
)l LMs & awe Ul cardiac myocytes V) B!

& 31 =as automaticity W <l contractile !

to self propagate ! contractile Il <&l LMsJ 7sawe
o3 Zsawe 38 05 impulse Y

e I Jall Lus asl '7{9&.&4 Q.Ul ! Jg!

oo dads ol AV node ! sl SA node! k! .pacemaker Y

cardiac J! usS Wil Jsllac {53 o) purkinje fibers !

os Sau ¥ self propagation Jess lewds .a myocytes

3 cardiac myocytes ! s a2 5535 4] clg8lg Loy
dpolsdl led SA node ! «4s automaticity eSS Say

@) Moo Laasl  gs las Bagyall

llabnormal automaticity:

clels plall (S5 Mao dimo Boybs danesi s llial i
O 58 5948 wyden gl dygal a3y gl 1S gy 1S S0
b Loy oo lggr>ya Bl I hierarcy system /!

s purkinje fibersJ! <5l normally 02 22 «olykasl
o3 i edhae 131 fpaeig (SA node) Jo¥l o e laygs

(AV node) 3% Bles! Lail (300 dxle Lig wllac 131 sass
JI 8 Ly ddadis il <> <Ulgdgs q.Ul Bglall d>spurkinje
fibers ade 3llay Lo —wwsss5 gbnormal automaticity. =2
«! abnormal automaticity1? ewds «.» ga25 to self
propagate impulse: J! ss>35 & 8 1?.5SA node:

g @l sadall IS ey (purkinje fibers) Jaziza Lo layac
JI o5 131YISA node Jlg wllac AV node dlaids pods ccdlac
Js» oa (purkinje fibers) lslazzg

2 Jazad (purkinje fibers ! ddlais) 0aS dilais ;5S Lail
oI5 (s3lSe e 2liseSl slol> U8 IS SA node! 3529
G @addl 0 3505 SA node! o 830 22 excitation !
ectopic ewwa 35 33 13lg cectopic focus & \gowc
Lo Jobo 2ossall (tlaxia B5g38all 53 normally Wil foci
-gaMS gaug Sl Jlea SA node !

£ o0 self propagation Je=5 ga235 ¢ ectopic foci
RRCKTY by JJall G2 GBI 03 AUl Lo 13] jay Zgoue
cardiac myocytes ! o3 sge 1?2« (bsas 3e.8M20
left) Lo ;0 3309 (right side) Lo o impulse ! 30 lelow
13525 biotrigeminal & Ja>.3 (side

e 3D 85




b Cardiovascular system

SCAN ME!
u@ﬁ'w)mo§b|wﬁgaa&dl&wd@9}
dmpulse generation L e led Slesl I
Uas asll impulsel =2 generation/!

sainodal abnormality:

o942 SA node ! =2 SA node! o Uas plias Ll Lal

Lol o5 Jaall ioyumo e lgsd ‘Aﬂm aw ixl> Y5 ectopic foci
nodal \eew) g5 Eo oo ol deyun Je2iS gl

SA J! i0) L e wils dlsladll 2= nodalll .abnormality
..(node

sdlpropagation of impulse:

oo s e o3 asls> 955 43 propagation of impulse!
alS o5 . g3 ectopic focidl wa U deodb y2 3=l Slal
.abnormality impulse formation o= =3 z 320

saiHeart block:

U p3uas alls  SU IS2s =5 abnormality ! oSee
abnormality &5 =25 ala sl (Sas oldgB Ll Ul 8
oSes .conducting systemJ! 2 impulse 5 g3 334l
—=J AV node ! >3 AV nodeV s lal =i SA node!

(AV nodel! 8) Mac Lo 8 550 Saes wventricle Y

heart block s ventricle Y Jols yia 5550 Jeo o4l
.Ol> 33 o5 heart blockJ!s

. grades of heart block:
1 st degree of HB:

Jogi (p3MI e 38| ddny oSy impulseJl <3 d>yall W&
e oeSe Al ol Ly Vool w

E32nd degree of HB:
2 8309 Josi53e impulse]! g3 4>yl 3
EJ3rd degree of HB:

&l sista Lolal ¢ ghaiia A0 conduction! g d>yall B
&l Jazisa Cdall s asl wentricle ) o s5 impulse
Sl oo AN 8 lgda lalas ¢ shada conduction ! o

5 purkinje fiberJ! 3 dhais gl s lalas ddgduwall oz
Jex ventricleJls sa>g) Jaa atrium ]! Gies wlldgd Lo
.idioventricular rhythm 'g¢os! i>\> g5l

e 3D 85




¢ \ .
' M Cardiovascular system
<

sl SCAN ME!

lRe-entry arrythmia & AF:

auls 48yl abnormality <% conduction! 5552 Sas
Ji b Jlus AV node > impulse]! oSas (& 2l
asls oU a8y agdig ,,»S.:. )ngsq;b anxly podl coud
Jasi impulse ! propagation «sle AV node! e
Ol impulse/! 131 (dalsa 3515 B ali sas1g)l impulse !
..re-entry arrythmia \gsews (Sl 13y ddlas 3515 B als

and We & i Ladis >0 impulse)! s re-entry !
re- dals a0 052 excite AV node more than once
Lo 35 AV node! gsrws Lle Las lals g3 entry
AV node/! 2 Ji5 @ o b Jla 2w impulse ! o
Jadig LuSe 3yl AV node ! e dslsg  JU as>ly agfs
atrial dalS a e 3l la) Cos 3l 03 0509 045 AL
fibrillation

de yuy Dyag atrial J! €l oy WelB atrial fibrillation !
g atriumJ! gl el (25553 L asil B 300beat/min
gd wyo a3l SA node]! 'S 131 300beat/min &y
Lo o glo @l e 3ySall g0 gin . 720beat/min
pacemaker |yl jiuse 194 500 a4 (pacemaker)
..500beat/min i yus oy L5All B

s! SA node! ;o aslll> sua>5 impulse Wl WS dadll am oo
! Al (aus3 2o ectopic focus ! oo sl £sS5 43
podis excite the ventricle s AV node)! 4>U o>t

oaS dilaa 3yl u.’s als impulseJl il L H,_;b as>|y
atrial 4alS Llasiy &) ww> e 400 ol 500beat/minw
lesen oS 131 arrythmiaJl e £55 56 o3 L fibrillation
.conductionJ! & 128

https://youtu.be/6LrptveKYus?si=ZFnOII9N2HGV-
A13

I Excessory pathway:

wolff saw! H?.LH w2sall e q-Ul el a2y 4l clldgd
Az 32 W) .parkinson white syndrome (WPWS)
pase Licn el jany ol clldgd Hay WPWS!

330 > impulse/! .Excessory conducting system
abnormal J! Jle 330 >n9 13209 AV node! e

bl g>Me ou ol lgags clldgds WPWS oliiaw 039 pathway
..bundle of kintJ! 55 34 d3lawd; (545

conducting system/! s« 559 g3 abnormal 2 U
oo g9 wdlos iy o0 el gadl oga U

<2 o2 Ul abnormality of of impulse condition/)!
right JI Ea 0sS (aslas a6l e g5 excessory pathway

e aies 185




b Cardiovascular system

SCAN ME!

ventricle g2 &=Wl 0 330 (5156 4o 2Li3eSd sl (AV
node) g2 &=l e 3309 (bundle of kint) s 05 B
MlS;&J?)M&JM‘S‘oywd.}QQJJM
abnormality impulse conduction Mao 0aS oS,

https://youtu.be/F6esXbdcNYw?
si=XxJbwGcVLic21zvU

13 arrythmiaJ! «les! cUgdls cllasdl jule =31 5 IS
-1 arrythmiaJl oles! 550

e Lol Ly SA node! oo Uas aslls impulseJ! ™
..ectopic fociJ!

LASlue aud o s impulseJ!

ddyyhally i clllg> s U daga¥l d) 048 e el oo
oS o arrythmiaJl e dsga! 8 U1 Wgawds o oIS (g0
o g Bag abnormality impulse conduction e
usbasme 00 IS2JL dancwd’ mlbazse awd lasl o351 33as
&l il Y oo ddyyhall antiarrythmic drugs VY acewss
e o e ds arrythmiaJ! ¢lss! plase

sdMmixed types of arrythmia:

oSess atriumJ! 2 Mzs ectopic focus sxie sle
=22 re-entry saze S 334lLs more than ectopic focus

. ,_M Zall PR

heart laless ventricle! 2 ectopic focus sxie e

asl os lglgds ‘_;_,UI AUl e el lgio UL 5355 a3 d s u_:b
i (i go el lgd A5 arrythmia! glss! plass
830 23Sl wan (ezas antiarrythmic drugsJ! S 252
dsizall e impulse formationJ! <SS o las  lazas
Bl Luds B ) oSy o cloall Ludisg dlales Jalexig

<& Ul abnormalityJ! Jle=>s conductionJ! = effect
> e ol gllay ol g393s Lol dloladl conduction!

T VS ST 3 ~e‘U| alsizall

tJos xioglealls dasdall 4o oy 3] B

abnormality < &< arrythmiaJl glsl plaes
.impulse conduction & formation in the same time

more than « Jexize antiarrythmic drugs/! gla=e
.one mechanism




Cardiovascular system

. O @ s 055 Lisias! SCAN ME!
BlCellular level of Cardiac myocytes:

e =526 cellular level ! Ll dles 501 ple  =B8gls 8 Ul
330 SU sal heart)! pwss o) cg o>sall o> 351 Joolas

Slao Mol Sule LxBgls L Bl (assd! Jawl @usy)l Las)
coaza SA node! W Jasua U ddhall S lasNI
impulse ==J5 gazza AV nodels <AV node/ l impulse
La z3gai as1 3ule imyocardiumJ! IUs purkinje fibers
one cardiac cell Jzeo 20l 32 045 2330 Ja=i oaS
..(cardiac myocytes)

ads e JlEzy U1 cldgB Llg ventricle ! LM e adds

JS 2o Ielezoy ventriclel! «ventricle ! S e (& oa>o
oS & o3 — .as one syncitum skewn U1 2l 3!

SA nodel! &o =—=o impulsel W .one myocytes (zau
e 1335 cpas=o bundles M o2a=35 AV node V) Mao

dcln LM 2a> purkinje fibers ! =5 branches/!
B ol Luban 2LyesI @) Loon Al

e dase asl o) (2o LSO oy <l (o545 asl o) podn
iz asl U1 3lgadl) s2eo5lals acaas Ll U VoS

o= Lo gl 358 ol potential J! J=>=ws 3ule 555 la) g lusey
3le> gxxe Ul s electrode s s> electrode Jia> (oetlads

olee Jasaa A Olyedl ol Lasca Ulagadl 338 wde
) .imyocardial cell ¥ > signalJ! L Jo! (SIS
resting <sawx 035 dxl> oo yuieg3lalsll

dbax>g dxl> ¢l Lasw L B8 membrane potential (RMP)
b dx>l> ¥ impulse &> L L resting state ! 2
2LyesSIl Yoy o) @il 223 90mMLV s> 80 05 RMPU!
osladio 192 Iy o ag> B35 L5 ol wllunld 3lgadl B oaS
Ld Lilg o5 agadl 338 i Ol 12 g ad b .90
1?2(&>> gl ¥s &> impulse 2 ¥) d>l> wllass

Na, J osel axa LU La 1y Slgal Saie 1S sl . azal 8 195
ool s U &dsdl Ig> 502! axds extracellular Js» Ca
> W o mainly intracellular ssa Ul KJ! =54l

S oo 35S Az gall 1y U DBl BMS gy € sane Jaui
allay ¥sleag 045 £ sane Jasi ) o3l (potassium K) ls>
o o 33S1 ds-gall 1y qﬂ| O lizldl ¢ gam~a

aslade 90mMLy 12! 438 oylade g 3538 Jole os b
shases lalls s dox e 381 1y U1 dmgall Sliseadl @l 4,18
¢ saxo il cUsds ule o9 1240 -00mMLy lolsds (-) leelss
lalins g3 (-) oS ST LU axa Iy U dopall Olisezd!

ls=> negitivityJ! ol <Usds clysla le oga (2o Olgae
Lllsg s e 181 LML [g> disgall Slisadl sac =t %} =S|
-O0mMLyv 23S basca  dos 1y o J8l lg> d>gall Sbzdl sac
.(Na, Ca) Js» 923l 5929 4t | positivityJls




Bl Action potential:
phase O:

myocardiumJ! = impulse <=5 ¢13 SA nodell L (3!
lo=> J5a.8 SLladl zm2asd gazd os 1y oIS Ul Nadl ool psds
Ol zdl peds 500 posssall L gl ccardiac myocytes/!
resting state! ;8 <lWdsd Mol Bl o (0435 Ig> Ul 454l
asl 285)s 0uS g e I GBS ow Ao gall Sl
o>« positivity ! Sl assl cUY Loyas ddaall uSeay

sl ole positivity ! «San Wl s> s> alS Nadls
2l curveJls «3sa! gl curve ! <iS Lo 1?2 Lol 8

03 « 523e50! sg=>l 2850 o5 I=1s Ul NaJl see 124 ouS 554l
cosamo A 1918 PP sl s LAdsUl g G gall Slisezdl 28y
Jso as NaJ!l osS g s yall sue b (Jadass Shigdl Le s
..phase 0 aw! g3 00>5 3530

se~ «depolarization sews do cwwSesl atdadll oS5 b
ddad = polarization (2385 a8 = pol dals

e ol weSe Nadl cdadasll ulSesl 2= depolarization
sla>s myocardiumJ! JS gazo g3 dl>all e b

ole) delay doglaall flo) vl >3 1244 b .contraction
oo Call di=0 cell gl J5s0 W Nal ol cldgs Ll

2o lalds Ll ¢ dogleadll ,S15 sarcoplasmic reticulum /!

Lla=yo Ca ! dy> o5 glos3 Nadl &a «digoxin!

aalls myocardial contraction Jla> 0aS .contractlon
Jasi coiale 1?0005 (b wventricle ! o gl

NaJl b Jsk relaxation Ja=i 33=:0 b Uiac relaxation
NaJl 53k Bymua i [9)B (Nal axdas a3d 19> Ggio 00
axlg ool g wmzasl U Shilgl o 1B !?&‘L“““’ ad
Slilss zliss Nadl allas plae lail de=> J 1 oo NaJl Jsax
pal u.u.” 245 g0 b (B9 as Ly 009 ‘_‘,JL) T o A58
Jaas Nalls contraction lsbasw 2 8 Ogay o93a4ll
SUl o e ¥ 193 .maintained depolarization s s>
(3 dlad Indze CJdall LMS | Lo

phase 1:

oo 4ga Nadl «x KJls K mainly intracellular ! 3Mza
o=l &l e oo positive el Gl o e 1] cos
LMsJl B sy slad 155 3o lagls 18515 2> monovalent
@ 3,54l aua (K ollas allas gazs os NaJ! gl 35018 e
=li3aS 2o Jolos LMl aua K ol Na leiedd oo LMSJI
positive charges dxaS gaue Ul & (an3eS Oliowds 2o 83l
3 g0 B e alsad e als] ule cltigad! las 530S d.aS
g zade Kl zexai KU deln Sblsd! Lo Jol o (KJ!
0aS gumdal curve! a2 (Ja> U xlas Jolos g5
repolarization sew! 3o curvell £s>39 (curve! a>3)
KJ! o Jol caule 18 Lo I Seadl 31l aums Jolowy Luls

SCAN ME!




Cardiovascular system

..phase 1 lewaus g wad 359 g3z SCAN ME!

phase 2:

Mo 0o I U el Caldl psel pods 0aS e 215 KU
e 4laS sga Call pods sl 283209 133 Na aules Loull
—=b (cardiac myocytes! 5+ (phase 1) g» d>3all
sl aew cardiac myocytesJ! Is=> Caldl Jss39
oalsy cuS (A gall Slisadl ga pals] ule cuS Bl oY 1D e

=22 sle Jou 5w Caldl I o ge &l el e KUY 0
PS5 Ca Llsas Kl osa LI 38151 goll fyaal e el U
o go8l 381

3 oo =Bl Bylus By B9 yusy alamy I IS Ul oss ag
Ll Lio Ca ual 855e (5009 235w K paal (Uogz g Mazy
Sl phase 2 «.a VI plateu lesows 045 g3 =35l 3ylus

&> A>sall e (Mag 0aS asS Call Joso e Joswall i
P s 6855 yau =39l @il Lu>za cardiac myocytes !
plB K gl lgiag (oedig>o Na & Ca g Lalss pé)le
..(phase 2-plateu) o> 52l Llass Ca !

phase 3:

PofT (S g3 dl>jall 8 asl> psodza cardiac myocytes!
G poawlisdl Dlilgs 3558 Lle daclosl KU Slilss IS axsls
03 g 83 o 351 dase azil os a>lg o5 e K channel lgaw!

in a>gs2d0 ¢ glgi¥l IS agdi (o35l glsilg 1,2,3 daue axil
sasa =Byl g Tas deyus 2350 KU olae the same time
Je=y Byle 2eg .contraction Al 8 oaS do Jallg
z=xas K Shilgs lald oo dlszall 1o 233 O relaxation

0aS asl Ey a9 By J3U curve ! pods cazms z 5o Klls
e Jsswall phase 3 Weawsa &) oo base line V) wex)
Olioadl o yalss LS e o) plae Jas deyun K] Zzoss

- PU poia Ghog (Al os Jall Cuwsliall B9l 8 A sall

phase 4:

daze 045 Ld asil o [Lidas] base line ) Loy Ll 0uS

rest Y potenital L Le>) Ll ogul el ye e something
Lo NaJl gaie (puwsSon oanls> gaue 28405 Ul w0 state
P2l 3l Limsy ogul K 93lad wnys Ulg o> Lwsee I3
Ca o392l duo pgmos Jo3L Islss Na ool due gaze oS3 JU
‘H,.szf_.,.k:.ll 3.09_\[ oie 03 Wil jon K 200 paslad celb '-,’.';'-3"‘
_x,\.c_h,mq.z...:»._é‘glouak}:uKJlg z32 NaJ!l «l qg_‘.._kzjl
law! d>1> Jasng oo resting)! 2 U1 ¢ phase!

@23l 2= Na/K pump ewl d>l> 4 Jasiag phase 4

Uegnserlss




¢ \ .
' M Cardiovascular system

¢
=
e b gavun glodi (gaadal pu)sdl sy Na/K ATPase saw! SCAN ME!
Bo zgyg Hllad ezl La> Ul elde ylas b agus5.0)l
Lo 513 Ly U wbilSo gyl Wlas cmys L K b ailg lyy ellan
resting state ! e (phase 4) L& g39 o <llss
SA node ! oo x5 Bylal jUas] 8 e dal cesy LS
au e B}l an q_Ul &> aldac Ul dacyll 3355 e
Action potential awl g3 &5=J1 myocardium! sl
9l = Rifaction Jsdis o Wil W laned! B x>
cardiac Jls 83lal c=a W) SA node ! oS (Jas
WS = in the same time w25 @IS .myocytes
Ja=s in the same time siSs sl2zal i2s action pelsdx

Action potential of cardic myocytes

< Ul diastole ! d>30 <o (phase 4) s> d>3all 4 La
A= myocardiumJ! U d>3all oo o resting state!
Jisas SA nodel! oo o331 Byl JUas! S relaxed lesd
2 potential )l s«sdl W) Jasg a5l Lle sSU oo pMUSII L Lisas)
Wl @go 25 phase 4 Js>,! Wil cardiac myocytes/!
n39aNl B 3 S gisaw ey Y Tan

aan IS phase 4 depolarization dalS 1z ayss S

ole @l asl 131 . Ve L& oo «go phaseJt lax uazgo
aaws )l contractile tissue ! «.a U cardiac myocytes/!
phase 4 (cwwsd! el gyl 3 phase 4 1a>Y) ouS &5
LML lgd 385 gl ida oM horizontal line &S5 g
=S o) Lol (SA node! oo 351 Brlal JUasl 5 Tan asoytwe
&3 aawyll =SS o) 22y SA nodeJ! 8 (23eS gl udn
SA nodeJ! 3 slowwny 05 Lol ol 00 320 5518ISTI ol

..(¢2S phases Jonuan o) dalusis anwyll SV

electrical activity ! s! action potential J! (Mo =51 o)

SA J! B Mo ouS dele aawyJl BMza SA node ! 2

&9l ol 2o pei‘lslphase 1,2,3 s phase 0 Isl .node

3555 LA il 0aS bas @elS s o5 (Cawsd! Jawl @yl tasY)
ayac phase 4 (i <UL a5 dle Bl Ul o5 phase 4 s
dony udl edzaues (S20) SA node! 2 0aS able wlas la

potential }! (=wwssdl el phase 4 2 Action potentiall!
Jole @l «3iS SA node ! dawy 8 015 upstroke <is Lio




Cardiovascular system

slope aele psds (pasg 3sal Ple ka3 2=y another SCAN ME!

action potential S Islg G 3L 55855 phase 4¢ &
osles straight line o5 JS2Jl (pwy V20 phase 4 <!
Cengdl)e e M als b phase 4 ! 2SA node s
I 195 1055 55l 2)bSA node LU be B lal cay Ll
I = oslaldl o lecardiac myocytes S oo e zGs
o Ml asldly 3o phase 4 J! 2 Wil . s3SA node ¥
a>ly Jido, .

o> J5a09 0SS @=L Gty gz Nal! phase 4 =31 oo
assssall soag (lgzels dxly)l 5328 L3l lgaaly oL31 LM
b posagall 415 o) Byle o ISC2dL potentia|J| 2930 L‘,_JJ|
03S Jole dasdl flaj oIS oo dayyally oy bog 2ds o

Jss-a Ll (odMel @yl 0_9 phase 4 2o pidiue bas)
lo=> dxsall Sliidl 2850 ol potential J! 2530 ps352)!
..critical level }eosi b 1> SA node!

alale pgds sumwi SA node ! psés oo critical level ) sic
SA nodeJl ! U8l s¥s Ml o3 sgag impulse azae 3,La]
4als .automaticity 4alss 3w Ul tissue ! o5

<2 phase 4 =51 &l e wls La 8 4yl gqutomaticity
potential }l 2333 b sod wywcy Jlae agus3.2ll SA node!
..critical level +=>J

gso B o SA node ! 2585 oo critical level ! e
«cardiac myocytes b silasg o o3 il 3 lal asllrs asiig
cardiac J! <Uis o3 pMsIl alglas.s cardiac myocytes !

SA Jl ie leleaws z58)l W azzus phase 4 2 myocytes
SSMig deaaly leule @ISy phase 4 Lle @IS Lol i inode
ol 6aaB o awyl Byle y2os phase 4 wUsds Jlac 245 clgs
1?45 phase 4 e (222 00 2lgall

1?24 <) SA noded! 5 U

b ISo slope Wawl clldgd o g3 g3 Juall d3gl) 045 Bles 35,
03S Fgal calb Ll &3gl3 o) Mo amy Fsa) AT Juall D9l
phase 4 =Ll 03549 deyuny (500 poussall ail slies oo
tachycardia ‘le>ua (g2 firing la>a SA node!s
dasdzun A5 Yl Loly Lo IS 2= 14 slope]! b JSo
o SA node ! J5a passsall &l lalies gol adle iag
.g38g as-lug

=2 x5 12e =85 = firing lele>sa SA node)! <l lalies
lgBg a5 Y axsglue L85 L Il 2= bradycardia Ja>w
Js33 lew s9aidl slope 4lS Ao (tachycardia pila>is)
o3 bl sl laso phase 4 =51 SA nodeJ! B psissall
a3 oMl GEo 303 posssall Lo (Sg adde lldlgs Bl U
] lalins Sosly Lall dgly Lllog

e 3535 135




¢ \ .
' M Cardiovascular system
¢

lali=s g tachycardia wlseg silsl L3 oy firing Jas
s>l Sig g8l os zyadly aBgls A Sas Ul ey 4> 9¢)
Ll antiarrythmic drugs]! e Jaziza U Ole3sisall

Mas 4l 2= slope of phase 4 depolarization ! s
<2 phase 4 3 J510 possall b Jlu a2 1Pslope!
..035 ¢y critical level ) e sss SA node !

SCAN ME!

035 40 SA node! Jo55 555 pods posssall Yo 35b Y
lebasy p3dg J2225 233 SA node automatic ! 045 dg
SAS o L85 b Jlu w spontaneous depolarization
bradycardia gsic 3 pods lags all pods ason y5-lus
mcq Jowu asly dexpl ha Bagxg0 g3 axslll Mg

all of the following are mechanisms of antiarrythmic
drugs except

arrythmia Ja=3 Lyl slope ! 4alS OB lasda a8Mig

pody (Dol Juall dagly 22) slope ! &9 of 124>94)s
=2 slope]! Jas Ll 19 da)l cagi Luasl o gyas firing Jeow
2 Jaw possgall e Ll Gyl dalS (a5 Jeall dusl)

Lo pody LiBg Lingg d>1Lg =924 phase4 <2 SA node/!
SA node)! & passsall Jo5o b dewliall anog) Lalasy
dolig Jol & clde lgyag pusl cyo 3351 & 00 phase4r.L..:|
SA node)! & possgall Jo33 Vol (UL 2dasa asilg adlig

o> o) S excitability ade (& Sas ¢o phase4d B oo
U3 ?what is excitability 045 «l5yS1iy g7 4

firing lsba>o ;=0 tissue 3 4l lales excitability

S tissue 5w Ul ool ol pofs lswald 2oy 8 lazul
<Y os poassall Y53 sga 12firing Jole pods [gwali Lo
critical J! es=5 critical level V) jilosa U pais5.all
..another action potential sxic las.a Ul os level

330 g0 33 lgdsd aml I o3 excitability el dalsl uds a4
Giye g5l 3 imembrane stabilizing action 4alS & dsU
beta blockerJ! ,2=: 'S beta blocker]! dic ;o wldc

<) propranololJ! &3 o> beta blocker! ..«s! “Usio

wl = clUsdy .membrane stabilizing action

Mao = U 124,y membrane stabilizing
..excitability !

Mio e olsds excitability ! Mo sl = 191985
pozdgall Yoo Mao cUlglsds Ul o gl (possgall Jos0
sgaidall 05 Ldo SA nodell & 1?25 phase 4 3 128

<Ll membrane stabilizing action s excitability dals;
membrane < <l gslus excitability)! Mao =lgs 5 Jodn
Mz Ul goludy lagi Lol JIseo 22 stabilizing action
..slope of phase 4!

G2




SA node ! oe @lSis bl lgw sgaiall s Slalhadl siag SCAN ME!
sl AV node s! SA node ! SA node! Ly e gl
Jasi L@l lgl> sawall tissue )l «2l 052 U1 purkinje fibers
4alS Lol .automaticity 4alss lgl>sawall self-propagation
cardiac myocytes ! 4l phase 0 depolarization
lal (gol Jiniagi bo 20 lgie JualSmio mg Bae dad alglo
SA |l sxa3 o slope s phase 4 depolarization s
..node

sie wigandl oY eliySIy S gy disle 048 oo dosdall asy
impulse e Las 53 arrythmia ! «! wlldgs Al g
sl ectopic focus/! «ectopic focus ! +:= formation
clllgd 195 Jac Ul ailg SA node)! 3 &3 impulse

dg 3548 Lyinn Byle s dg yulown Cydey dg B3 ag Ll
SA I 2e =84l uai 3 dlas ectopic focus <lldgs aus
..node

cardiac J! > impulse <= W SA node)! .. o> b
action potential)! dawy) 2l 13g culazwl myocytes
ectopic focus (left & gaie a1 (5331 (cunsdl lia 358
dlac & Liull a e right ventricle, left & right atrium)

2o propagation of impulse in the same time Ja=s
Je=uy ectopic foci daie o Ll &l o8:0 . SA node !
z=aud SA node! &) oo 323 timingw discharge

cleli Lioe ectopic focid! oo oue ples slg asl o) Jeas

1?2 48 Obhyo cllasdas glall Lle gluas

b gyae Jo3l ectopic fociJl Fsl icgloza ples slg axil gl
&> ¥o law o Lo g30c (ectopic foci-2) g Yo dew juoo
Jos ¥ 124 B)le g ua L g3ac (ectopic foci-3)
> aan s U3l cardiac myocytes M Jesi impulse lszec0
L \sb .absolute refractory period (ARP) 250w dl>
phase 2 sl phasel s! phase 0 2 cardiac myocytes/!
ectopic ¥ o=l impulse ¥ >t ¢ 5200 phase 3 9!

ectopic J! oo & N ? e e ASiall B)le Ll
b .phase 4 5 1?22 lmpulse S A & foci
wa eMs cardiac myocytesJ' phase 4 =31 <% 1244
ionic disturbance le> 2a=i5 impulse Js¥ colsewl
B9y aums Na/K pumpJL xedal casy dl> (IS cpamg
oylanie 2By 4w 05 (o33l impulse ! yUazsl B




/ :
| @@ Cardiovascular system

¢
~

58S SA node !l o el (o984l 5IS impulse ! SCAN ME!
psdis another action potential «ls'= ectopic foci/!
WglB yloy M lgamy B a8 fanys SV adll aed Mg
egand 83 enys | e bigeminyJ! bigeminy leds
2 94 12005 ussste panys e s 1Qad (and 19383
«as 22 premature excitability <= ectopic focus
oo edg a3l Lo L8) =6y myocardiumJ! Lo L3 impulse
..(s=u diastole !

oo il IS asl dg | Laas] Aglgl yud B s Jlzelind

Ja .l phase 4 2 impulse <225 Ml ectopic foci!
azl .-.51 G>3 §agm Luwl> asl (ectopic foci)! 4xdy) Joo
Al 4350 dcly ARPU! 8 o2 can oY pge puwl> ke
Ul aaa ectopic foci 20! ye 4w pul> asl U1 IS o
Ul Ll .phase 4 ;5 ls22c Ul Ll phase 4 8 o220
Hao LEST (ego uwls> 2 asl ARPU! UG 1g20.0)

B 5455Y Ganyd AW Blal clely olall Lle 8255 o
@l Jdl Jeds Byei cado o3 aule ellzlgd Bl I cusny amy
Jals] 581 a gl !?ks_) asaall o0 yad o !?J).h; dg>g o

Sie3 facilities S Ul o) Slol clgs oilsge o> al>| a3l

33519 334 Bylaudy S5l Ul o) Lely Ldzauwall 3 OL5Sal

-eisae B,le Ul ol ectopic foci !

d>l> wdae Ul g Losls inferior vena caval! oo Y2e 50!
Sl ectopic focill e ;ee =B c9 cardic maping aw!
oha e Ldg 5300 W8yl phase 4 2 impulse e
Y35 e 2l Jaser ablation 2 sy g3 s

5 -0 o ) © ° .
e 4 4 ‘\,‘uuun‘nn‘ cotopie o

fhetey =

loolymorphic ventricular tachycardia (torsa de
pointe):

facilities JI igaimag g diyshall Jigsimeg Hid Hiuaume o) Ul
lloa § g AlSaall oz axl dyyiie dagybay San Jo (g
Jobas clusly clgs ol sl Jas dawwy dloy oo dSluall
Action potential ! ;= action potential duration!
elgs cosl Ul (eldsy dlll pas¥l hslle 3S)) 0aS lale Ldo
(easgd! Jawl @yl B5aY) o5 IS2JL action potential Jac

e lss




Cardiovascular system

1?2840 Mg <Ly Sig

o su>a e (ectopic foci 1,2,3) g2 impulse ! &
Fo 19515 Y mgu usa waS Ul ARPJI B ossia LY
Moo action potential duration ! «Jsbk Ul Ll phase4
J9s ipan puxl (iiane sal ARPJI (8 o ;8508 Isoso!
S8 ow e plas slg asl o) Lail , Jos e pllaza jodMs
By LAy lgaad) ol Byle Ul 1P alSzall ayl ( 285)s dlSans

=SS @ Mol g juwl> e =uS ectopic foci 2 La o5
action J! «dgb Ul Ll (a5l 4,0l delny ARPJ! B Sl
eyl BBd) oS syl phase 4 <2 potential duration
dcly oyl eye B Ol phase 4 B (Cwngd! Jaw!

suuS e Ul Jo¥l 3 .ectopic focill oo o33! desane
action potential duration/! =dsb ) il lgo  yuwl>
cous asl (ulp'}“ ectopic fociJl Jsu sl é.x.ul
..ARPJ| <2 192w lgwol @@ Jos e doall

phase 4! action potential duration ! «Jsb lal Is] Lasl
degana dely 4lyadl Loy ool 085S aadl LU cayil
S8 Joo e padlei LAy Sasg ectopic focill oo 53!
oo sdlad pgii elil clas gl g3 8Syadl L Adl Al B

331 g9 o dasd B9 U g adge B S5 u59 ectopic foci
torsa s» Je>=o A arrythmial! sewd La> o5 ylazall 13
1?7« al=s torsa de pointe ! .de pointe

polymorphic ventricular tachycardia (PVT) 2 saws
dayybll phase 4 wd>) Ll asl &Y lgd Ogas Sas os lealls
052 Jeu>s IS action potential duration! «dsls go
2 1o 19515 0@ lgae clisl> Ly ectopic foci 20 Jdaue
Action J! Jsks asl W) Lasl d ol 4500 dely ARP!

=22 ectopic foci 20 Jka ;550 Sees potential duration
«ectopic focus 20 o clels> 4IS Luyg ousg olell IS
oy phase4\:~l;>) Heo as! Wl (pgo puwls> 2eeSe
peldzas i olas (ectopic foci 20! dU) pazeU

—

@3 15mn 3 g s A

ceee AR
1311 s

*ceo e o o
13333

~

N —
action potential gyvation (APDD l
(APDYH Zugh
——— gyt (Phasey)
el 308 Drad Ll
hmlﬁ:, of ARP e (i e
Nl e gan
(ectopic foud

Torsa de pointe

SCAN ME!




2832 syncope s> adW ¢ Al clas gl Ly 03 Ll SCAN ME!
Bl Ul Hag e go LSl 3 Dgay Sasg ade a9
«JilS o) LS o5 action potential J! o3 ay5.all Lle clggzacs
< cardiac myocytes/! iclw electrical activity J! Jowwzs
oopl 545 =0 myocardium! Lle e two electrode
ey I Bgais myocardium ! s>

Isdgiw La oo clinically S zdasuy Lo Ll clinically Ll

2 23 M e 131 ECG ool Yoy asilg (practice
phase 0! 252 ! normal action potential J! 1?ECG!
o2as R-wave 830 3 ;Lo oo depolarization! ssa U
S QT-interval 8332 <3 5Lz repolarizationJ! g2 dl>3all
Lol @il Ldo wasS T-wave ! s+ R-wave! Js! oo
Sotun e @lSzz 018 anl APDJI Jshas slos gaie ok
e Jasaa M Sl gsnwa e cellular level !

8y B dall ey e wSeu o5 Wil cardiac myocytes !
(sl Jaw! @yl b}i) LECINS

et o @8luall) g3 @dluall Jshazy axil i APDJ! Jshaz Lol
Jskx <o action potential J! <! Js& ~5ds (Q & T-wave!
lgand adysy g Aiglsdl I Oladlhadll G40 .QT interval !
L) lgwss < action potential ! Jsb clgs 3 &l (o5 Uil
83 elgall Jodi W clinically lgwas aua ARPJ! Jobo Jodi

Ll (axlg 2eay @IS Cddll @y 2 QT interval ! Jolas
b> Jsb e 40 action potentialJ! Jsb clos 3 4l =d3

dosall i aolB IS Gl g3 cligalsd LU daslaall il 3
glu el ese & phased Jsauo il ectopic focidl Sle
normally & juwl> zuSe Ul ectopic focill oo dcsaxa

s PVT Jass oSas JWlbs phased B o5 jaslSs @Y
I2PVT saw <

S35 (2 ectopic in the same time 20 5550 (Sas @Y
osSasgs syncope sk 2853 ectopic foci 500 sbeaw Ll
Js& a0 QT intervalJl Jskra Ul 2loadls lesd Sigan
(g3 dadll B sy Ses 223 torsadogenic drug «xde
g B clls g arrythmia oo eladley clgs 3 &l mllaaall
oo sdle clos B3 =) proarrythmic effect sew! 5=
«{(another type of arrythmia < 53 swai 023 <>
.l @ S s

—
T Q7. inbenal

Torsa de pointe on ECG

e 3o 355




lalimss tachycardia al=es silgl L3 oy firing b SCAN ME!
gl A cUsBl os z3adly  w8gls iy o Saa Ul sy axsg!
il antiarrythmic drugsJ! e Jezize U Ola3sisall
Ma5 a4l 2=, slope of phase 4 depolarization ! Mas
2 phase 4 3 J5a0 psssall b Jlu 2= 12slope!
..235 ¢y critical level lelosis SA node)!

015 a0 SA node! Josi oo pois posssall Josos 55Uy
Llasy a3dg 18245 233 SA node automatic ! oS alg
AT g GBS e Ml s spontaneous depolarization
bradycardia saic 2 pods lags L8l pois ayod 35lxe
mcq Joo asls doa)l Ao Bagage g3 ax-selll (s

all of the following are mechanisms of antiarrythmic
drugs except

arrythmia Je=i syl islope! d4alS 8 lasdas 433y

psiy (Do) Juall d5l3 2=2) slope! a9 o) 1Pax>04ls
= slopeJ! J&5 L) 12 dall gagi Liasl (g0 firing Jeow
‘_zé Jsa0 possgall =LY Jeall &0l dals M8y Lall dagl)

Lo pody Liu8g Llians d>13)Ls 252 phase4 3 SA node!
SA nodeJ! <@ psassall Jo35 L&) dwliall iaxog) Lilasy
a0l Jol B lde lgyeg pwl 4o 351 &l 05 phase 4 =L35|
SA node! & psassall o5 Wl (elb 25aswe axily adlg

lavoid ectopic foci in phase 4:

ectopic J! alSie o ad5 o . S5 15w llsl gl
1?52 phase 4 & JL> =35 Ul focus

action potential ! Jokas Ul 32 UG J> 8 o
1?duration

ectopic focus in) Jss Lle dojall goas obil y51 J> 3 o
1?(phase 4

evoke !33s Ul (ectopic focus in phase4) Jo» «aa
1?another Action potential

JSAA bs._gl-

o el 4l a1 5 sl g3 B3all lgasys 1P glsl San Bsle
action potential duration! yad;s =lgs Lusls LuSell Llac
action potential duration ! 35 ! 655 1 I3l s.ads
another action o2 s 233 g3 &=>ll lgz> phase4 !
i (OBl Uyad Lol Ldg aaadl 4,501 potential

D Lo Olay g JSlae Mac =18 Ul ectopic focil!
s g Jlea ke Ul Ao wls Ul ayall dcly ARP!
a0l ddyb \5_-" VP

Yeanies




SCAN ME!

—

st myocardium)! d>ya 351 @l lyalal ke JiS
Lllbg .phased . (ectopic foci) Jas ceeMall g8

Lol phase4 <3 ectopic foci V! wszws I3y myocardium !
Lol Ly phased o' 321 5l 534L ectopic foci ! a1 F!
323 B 4y gaadl gl pedle doydll geol B s lays gl
22 phased 3 ) clllgh bs &) o pgale dosall gusl
S35 (Sas axl QT-interval s! ARP Jséz ol APDJ! Jokas
wMag Laasl Lyl alalus s ¢o torsa de pointe dals;

s arrythmia ! cuw IS ol laS o5 ellggo sz Ul U1 2SI
SA node Jue 225 abnormality in impulse formation
e Lt eyl anld daj)l clllsle ectopic foci Jduies
st 5555 33 Ll 03 aule clggalss Ul U1 JSadly @l

s 5953 a8 Jodl B clldgB b ¢ 46U d>1> arrythmia!
Lo clga jale axil &a &3 conduction ! 2@ M= arrythmia!

gl 03 pSIly ARP dalS il (yalls g3 OlapilSally jalazan
2o lolexy clos 1l adil conduction ! @ dSin daue
plane @il pMSI Jgl & olldg89 wds .conduction)!
ectopic foci gaie Ao Sades dSuall LA arrythmia!
<3 something wrong 'S ales associated s o3 (2l
Wbs atrium & ventricle ! sszwe e conduction!
lSae 3 g8sie antiarrythmic drugs)! pewd o W

Wlintroduction of antiarrythmic drugs:

3 oxford dal> & 3355 4151970 B Sluewdl B aslg >
diw B 03 Syl won Williams saw! 1S 0a Iyl Lillayy
S asudadl @ntiarrythmic drugs Y asswds 73351 1970
bap@MéJWIJQﬁ@L@La;,;SJIV\Sm
s ylade el gl o g) GY ¢ 9o9all Jlbo g

dlS ¢ 9o all B dlas 1545 Cow antiarrythmic drugs!
..conduction

5! S antiarrythmic drug! @3 von Williams 252 il
¢l LS abnormality in impulse *32 arrythmiaJl www
ectopic JI Jsaa clgs gan Ulg ectopic foci 2 «dlS

o 038 oy (g3 pludl gyl I dy9aY @udts ¢ focus
Q‘S o9 clgdlg cllagg>yilg p@)\s Q.UI PL.u.'él 3_;)3' U gdn

!?a,g! a8

Yeanies




! class | «xawa antiarrythmic drugs/V class Js! JB SCAN ME!
lesawca class Il ..o5 (w35 Na channel blocker «awsa
K channel blockers 4.awca class 111! .beta blocker !
8343 1970 <2 von Williams 12 Mo o5 a3 JB Ul 0
a9l duas- 3343 CCBsJ! 2 Ul class IV Lius .dsyl
sieg dacilag sadns ¢33 DlailSiay Jazax Ul others!
Wlegdle

Classes of antiarrythmic drugs:
wdClass I: Na channel blockers

wdiclass ll: beta blocker
sdiclass lll: K channel blockers

1?4 Jaad 8 asl «s* class | e i sasg 0u>g wib
1? =2 <! 4ua8 Na channel blockers!

ElClass I:
sdclass IA: Na channel blockers

s phase 0 & 15a0 58 Nall .. /Bs von Williams >

Ll os NaJ! Jos3 oo elgs SAie s 03 upstroke ! Joas
100 42 o) lalies %100 Jads wles e blocker Jo&3

b o io B wasll o zludl 308 50 g Ja85 channel

Jeks APJ! psds Jsbl =35 a5 Nall ps4: channels/!
asl Uy 124 Joba (cansd! Jawl @uyll Bay) o (Sl
o Jlas =3 phasel =il = @ix3 | phasel Lle cos
«s! myocardium ! dela LM 8 150 Na ! s
Jsbss lgass e WIS duration! @l Lda B doss lacy
91xza aan 453 (ectopic focus) Jos le doydll goax asly
aSy=>dl Jasza Ul @953 AARPJ! @ myocardium ! 1sbilas
Je=s ey @Y APDJ! Jskeza Ul Class IA lgsawca g5
.Na/!

wdClass IB:

Action J! yaiz b APDJ! »aiz class IB d9v!
phase 0 22 3 Na channel Jaiza 17 <131 potential
iy B a3 e gyl lodn gazoa phase 1,2,3 ¢y S
alze AP sadn asl Ldo a5 ¢ ywnyg 035 ¢t axl




\
' M Cardiovascular system
<

7’

phase 4 35 bamy o5 A5l gyl wsd a0 2 SCAN ME!
Jlimpulse glae SBLull yads asl Lig do)all gde s
Joo Lle doyall guas (Jlectopic foci).

Phase 1,2,3 Ve

(Na* channel_y 3 J=
s (Phose o) "plas >
(Phute 1, 2,3D

Ude (APD N oy 5

550 pems (Phase D
ass Q_.a"i

adiclass IC:

Na Jle Jezice BSades p3lSia Jozid dygol oo L& 198
Ol>l> e lazicas Ca channel s K channel s channel
more than one & _#<3 conductionJ! <& s

il APDJ! @ dxl> adass e e Glgdl 3 i mechanism

(class IC) > 42 «conduction]! e las plans  doa
<& abnormality sy e oIS o) ASiall 2lleza Wt

L APD iy o @Y oo ddyyhall 8 uds conduction !
elzoa3 asil Ld0 ectopic focus AlSlaall =siS o) ellxdgd Ul
oldde ouS 0aS gl Jlais b ey Jlees L phase 4
class IC <Usds 4l Ly il .ectopic foci! Lle dosall goas
le Jazaz @l gaad osa LA APDJ! Ll Jayiln Lo

Lai Ll dayyall e e conduction!

B bbb
EAclass Ii: beta blocker

dboluy wlUsda 12 15! Jazize beta blocker ! ssa b
donyt (g0 gaze U adasdll aslg o381 oga Ndlll Jus Bagas
b o I 3lall lae bhusde gd8g oylozal olyg stress!
o3 BlEl b (G Sleslas IS sudais bsls  jSase il lls)
brainJ! W s .sympathetic overactivity d>. e

SA nodells bsdzo _Jill sympathetic discharge gl

sympathetic J! 4w beta blocker ! «ge ..co
sheart]! s s arrythmia ! 2= WS discharge

e Blans 4550 ylaS oo beta blocker ! L& o550 <wslis
membrane stabilizing action esa Ul 3lal 23515

e 35375 185




