Acute Cardiology
Cardiac Emergencies
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Physiop#eoiogy:
A- Low cardiac output and systemi
B- Severe myocardial ischemia
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7- Sudden death
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, arryrthmic.
DNSciouspe
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SCD Predictors: Syncope, arrythry
dvsfunction.
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forearm and hand.
Epigastric discomfort.
ack (interscapular) discog
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TABLE 50-2 Value of Elements of the Chest Pain History
for the Diagnosis of Acute Coronary Syndrome

POSITIVE LIKELIHOOD
PAIN DESCRIPTOR

Increased Likelihood of AMI

RATIO (95% CI)

Radiation to the right arm or shoulder 4.7 (1.9-12.0)
Radiation to both arms or shoulders 4.1 (2.5-6.5)
Associated with exertion 2.4(1.5-3.8)
Radiation to the left arm 2.3(1.7-3.1)
Associated with diaphoresis 2.0(1.9-2.2)
Associated with nausea or vomiting 1.9(1.7-2.3)
Worse than previous angina or similar 1.8(1.6-2.0)
to previous M|

Described as pressure 1.3(1.2-1.5)
Decreased Likelihood of AMI

Described as pleuritic 0.2 (0.1-0.3)
Described as positional 0.3 (0.2-0.5)
Described as sharp 0.3 (0.2-0.5)
Reproducible with palpation 0.3 (0.2-0.4)
Inframammary location 0.8 (0.7-0.9)
Mot associated with exertion 0.8 (0.6-0.9)

WNARE- acute myocardial infarction; Cl = confidence interval.

0Tl ddrmmakl P NigTies /T Value and limitations of chest pain history in
the evaluation of patients with suspected acute coronary syndromes. JAMA
294:2623, 2005,
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6. Instantenous pain.
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Hospital fibrinolysis:
Door-to-Needle

within 30 min.

Call 9-1-1 — E;tapb%
Call fast P

Onset of 9-1-1 EMS on-scene P’ Inter-
symptoms of EMS * Encourage 12-lead ECGs. riage Hospital
STEMI Dispatch * Consider prehospital Plan Transfer

fibrinolytic if capable and EMS- PCl
to-needle within 30 min. ~  capable

GOALS

EMS Transport

e {2\ NPrehospital fibrinolysis EMS transport
EMS-to-needle EMS-to-balloon within 90 min.

ithin 30 min. Patient self-transport
Hospital door-to-balloon
within 90 min

Golden Hour = first 60 min. Total ischemic time: within 120 min.
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Acute and new onset MI (AMI):

Key of the definition: to be present of myocardial necrosis
evidences on the persistan myocardial iashemia milieu.

Diagnosis: At least one of the criteria below:

1. Elevated Biomarkers.
- Troponin: Typical elevation and then delayed typical fall.
- CK/CK-MB: Rapid elevation and fall.

2. Biomarker elevation in the prescence of two of the criteria below:
a- ECG and ischemic symptoms.
b- Old Mi: Q waves on ECG.
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STEMI patient who is a
candidate for reperfusion

¥

Initially seen at a
non—PCl-capable

Initially seen at a hospital*
PCl-capable
hospital DIDO time <30 min

r

Send to cath lab

L J L J

. Transfer for Administer fibrinolytic
forjprmany b S| primary PCI agent within 30 min of
FMC-device time : arrival when anticipated
<90 min sl FMC-device time
- _ time as soon as 120 mi
(class I; level of evidence: A) possible and 2 Ll
<120 min (class I; level of evidence: B)

'y (class |; level of evidence: B)

¥

Diagnostic angiogram ¥ :
Urgent transfer for Transfer for

PCI for patients angiography and
| |} 4 with evidence of revascularization
: failed reperfusion within 3-24 hr for
; Medical I PCI CABG or reocclusion other patients as

sl L (class lla; level of evidence: B) . partofan
invasive strategyt

(class lla; level of evidence: B)

-
-

FIGURE 52G-1 Reperfusion therapy for patients with STEMI. The bold arrows and boxes are the preferred strategies. Performance of PCl is dictated by an anatomical

appropriate culprit stenosis. *Patients with cardiogenic shock heart failure initially seen at a non—-PCl-capable hospital should be transferred for cardiac cathete
ization and revascularization as soon as possible, irrespective elﬁ ﬂﬂ'{éﬁ, ﬁﬁrw?%mr%%lass l; Level of evidence: B). "Angiography and revascularizatio
should not be performed within the first 2 to 3 hours after t nis !: rin ic . O = door in—door out. (Modified from O'Gara PT, Kushner F(
Ascheim DD, et alr 2013 ACCHAHA guideline for the manag of 5T-elevation myocardial infarction: A report of the American College of Cardiology Foundatior

American Heart Assodiation Task Force on Practice Guidefines. Circulation 127:6362, 2013.)
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Clinical Assessment

= Quality of chest pain
= Symptom-oriented physical examination
= Short history for the likelihood of CAD

P v W

Mo CAD MSTE-ACS
possible

|

Routine clinical chemistry, particularly troponins (on initial evaluation and after 6-12 hr)
and other markers according to working diagnoses (e.g., D-dimers, BINP, NT-proBNP)

= Repeated, preferably continuous, ST-segment monitoring

= Echocardiogram, MRI, CT, or nuclear imaging for differential diagnoses (e.g., aortic
dissection, pulmonary emibolism)

= Assess responsiveness to antianginal treatment
= Risk score assessment

STEMI
immediate reperfusion

Urgent invasive Early invasive <72 hrs Conservative

<120 min

Elevated troponin levels No recurrence of chest pain

Refractory angina

Recurrent angina despite
intense antianginal
treatment associated with
ST depression (=2 min)
or deep negative T waves

Dynamic ST or T wave MNo signs of heart failure

changes MNo abnormalities on the

initial ECG or a second
ECG (6 to 12 hr)

MNo elevation of troponins
(arrival and at 6 to 12 hr)

Diabetes mellitus

Reduced renal function
(GFR <60 mL/min/1.73 m?2)

Depressed LVEF <40%
Early post-MI angina

Clinical symptoms of
heart failure or

hemodynamic instability

Life-threatening
arrhythmias (ventricular
fibrillation or ventricular

PCIl within 6 months
Prior CABG
Intermediate to high risk

tachycardia)

according to a risk score

S
FIGURE 53-8 Decision-making algorithiiVief tHearapaderm&it S {O¥HTERACS. CABG = coronary artery bypass graft-
ng; GFR = glomerular filtration rate; LVWEF =ideft ventricular ejection fraction. {(From Bassand P, Hamm CWV: Diagnosis

and treatment of non—5T-segment elevation acute coronary syndromes: Furopean Society of Cardiofogy guidelines. Eur
Heart J 32:369, 20711.)



2- _ onia
3- Pulmonary embolus, fat embolj
4- Acute Respiratory Distress
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response to diuretic
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STI =F g qation.
STEP- 4: Precipitating Factors: Anemia, |
ischemia, HTA crisis
iroid disorder, drugs (NSAI, Stej
Sl ation of prog

Edit with WPS Office



Acute pulmonary edemalcongastion

4

IV balus
aof loop diuretic

-

l Hypoxemia : ras ‘-l D}q.lr-gm ]
L (=]
[ Sewere anxiety/distress — = +| Consider IV opiate |

[ ]

L

l Measure systolic blood pressure |

3 L3 k3

I SBF =85 mm Hg or shock | | SBF 85-110 mm Hg ] I SBF =110 mm Hg l

b . L 3 L

| Add nonvasodilating inctrope | Mo additional therapy until | Consider vasodilator (e.g.. NTE) |
response assessed

L

Adequate respo Yes
o t';tr“mnse —'-I Continue presant treatment

Mo

b

l Reswvaluation of patient’s clinical status |

r L 3 b
SBP =85 mm Hg I Mo -—I Saos =90% |£-—| Urine output <= 20 mL%hr
i es Yes e

= Stop vasadilator - g en = Bladder cathaeterization to
= Stop beta blocker if = Consider MW confirmm

hypoparfused = Consider ETT and = [noreass doss of diuretic ar
= Consider nonvasodilating invasive vanltilation use combination of

inolrope or vasoprassor divuratics
= Consider right-heart = Consider low-dose

cathsterization dopamins
= Consider mechanical = Consider right-heart

circulatory support catheterization

= Consider ultrafiltration

Edit with WPS Office

FIGUWRE 24-F Algorithimn for manageme tients admitted with AHF and pulmonary edemafscongestion. ETT =
endatracheal tube; WV = intravenaous; MTG = nitroghycernn. (Jdooifred momr Adchdurrap AL Adamopowios S5 Anker 500 e aitr
E5C Guidelnas for the dlagnasis and restmant of acute and chronic fieart falivre 2012 The Task Force for the Diagrosis
AarT TreartmrarnT ofF doggde st Chroarar Hoaart Fadgre 1712 pgf dhe Faarmroean Society af Carnrdicodre Devsaimnaect e codii=mieeea -



2 Initiation of the
is not known.
y

(b) Sudden and unexpected.
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Deliver single defibrillator shock
Biphasic wave form -120-200 J

i Monophasic waveform - 360 J ]
AED—device-specific
Pulse Resume CPR—check rhythm Asystole
restored . or PEA
l VF or VT |
Postresuscitation PerSISis: arF rackis Continue CPR and
care ¥ go to algorithm
Continue CPR, 2 minutes; for asystole/PEA
then recheck rhythm
1
VEF or VT
persists
¥
Deliver single defibrillator shock;
if VF or VT persists, continue CPR, 2 minutes,
and give epinephrine, 1 mg IV (repeat g3-5min,
or vasopressin, 40 units IV once)
T
VF or VT
persists or recurs
Pulse _ ] o Asystole
restored Deliver single defibrillator shock or PEA
Continue CPR
¥ ¥ ] ¥ ¥
Postresuscitation VF or VT Continue CPR and
care . ersists or recurs o to algorithm
Metabolic E Eontinus g 9
support, - - CPR for asystole/PEA
as indicated
L J
Amiodarone [primary]: Magnesium sulfate
300-mg bolus, then 150 mg 1-2 g IV [polymorphic WVT]
over 10 min, 1 mg/min Procainamide [limited use; see text]:
Lidocaine [option, see text]: 30 mg/min, to 17 mg/kg [monomorphic VT]
1.5 mg/kg; repeat in 3-5 min

w

Defibrillate [mmax recommended energy]:
Drug—Shock—Drug—Shock . . .

FIGURE 39-17 Advanced life support for WF and pulseless WT. If initial defibrillation fails, the patient should
be intubated and intravenous access established immediately while CPR is continued. Epinephrine, 1T mg in-
travenously, should be administered and may be repeated several times with additional defibrillation attempts
at 360 1. If conversion is still unsuccessfelgepinephrine may be administered again, although it is unlikely that
higher doses will provide any furtherfEarmsafit. Sodium, bicarbonate should be administered at this time only
if the patient is known to be hyperkalerive, aE@jlrttmﬁhbWB&i@ﬁmmc drugs should be tried (see text).
Additional attempts to defibrillate shgula followvw the administration of each drug attempted. Concomitant
with all steps, continuation of CPR is paramount. (Modified from 20710 American Heart Association Guidelines
for Cardiopulmonary Resuscitation and Emergency Cardiovascular Care Science. Circulation 122{Suppl 2[:5640,
207600 )



Bradyarrhythmia/asystole Pulseless electirical activity

| !

Maintain continuous CPR
[INntubate and establish IV access]

wy k. 4

[ConfTirm asystole] [Assess pulse, blood flow]

k4 wyr

Identify and treat reversible causes
Continue CPR

| {

= Hypoxia = Hypowvolemia = Pulmonary embolus
= Hyper/hypokalemia = Hypoxia = Drug overdose
r— " = Severe acidosis = Tamponade = Hyperkalemia
" = Drug overdose » Pneumothorax - Severe acidosis
E = Hypothermia = Hypothermia = Wassive acute MI
: : :
" -~ e e !  Return of pulse
m . and circulation
| ] n
1 Asystole or PEA persists . If VF or VT emerges, |
§ [Continue CPR] - go to VF-VT algorithm
] |
. h i
. Epinephrine Adropine [for Sodium bicarbonate
: 1 mg IV bradycardia only—not 1 mEg/kg IV
H [repeat every for PEA or asystole]
[ 3-5 min] 1 mg IV [repeat]

Pulse and
circulation returmned
L]

Pacing: N
—_— External or Pacedd rh;ythm —_—| Postresuscitation care -
pacing wire and pulse

FIGURE 329-18 Advanced cardiac life support for patients wwith bradyarrhythmic-
asystolic arrest and PEA. A patient in any of these states should have CPR continued and be
intubated, vwith intravenous access established, before pharmacologic treatment. The initial
activity is to confirm persisting asystole or attempt to assess blood floww in patients thought
to have PEA. An immediate attempt should be made to identify and treat reversible or treat-
able causes of these Torms of cardias, arrest. Epinephrine is generally administered first, and
atropine or bicarbonate, or both, " may be administered subsequently. An attempt to pace
the heart with an external devidg g aEmhﬁﬁhWﬁ|@@ catheter is advisable although
Nnot usually successTul, except for certain reversible bradyvarrhythmias. Ml = myocardial inf-
arction. (From 2070 American Heart Association Guidefines for Cardiopulfmonary Resuscita-
tron and Emergency Cardiovascular Care Science. Circulation T122/Suppl! 35640, 2070.)



s that is associated

: ous\'|

C- Mechanism: Sudden / short interval g
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ong QT send.
- Brugada send.

’Bradyarryt mla

Subclavian steal send.

a|lot tetralogy.
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.9 0 Or.
or swallowing.

cope or presyncope.
V

dagrease in SystolicBP >4
¥ 90 mmHg

Presy riear- syncopeyg@ondition in whi
syncope imminen
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an measured BP. (b)
Organ-njury or dysfunctig

e encephalOf

Principle of management:
Aterial BP must fall withig
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TAEBLE 44-13 Recommended Treatment of Hypertensive Emergencies by End-Organ Involved

TYPE OF EMERGEMCY
Hypertensive crisis with retinopathy,

TIMELINE; TRARGET BLCMID

PRESSLURE

Leveral hours, MAPF —20% to -25%

FIRST-LINE THERAPY
Labetalnol

ALTERNATIVE
THERAPY

Mitroprusside

microangiopathy, or acute renal Micardipine

insufficiency Lirapidil
Hypertensive encephalopathy Immediate, MAP —20% to —25% Labetalol Micardipire

Mitroprusside
Acute asrtic dissectian Immediate, 58P < 113 mm Hg Mitrapaisside + metoproks Lab=talol
Acute pulmonary edema Immediate, MAF 60 10 100 mm Hg Witraprisside with koop Nitroghycern
diuretic Urapidil with loop diuretic

Arite CORGNATY Synanome Immediate, MAPF 60 10 100 mim Hg Wit ragiycesin Labetalol
Acute lechemic stroke and BP 1 hour, MA&F -15% Latetalal Micardipime

=2 20M120 mm Hg Mitroprusside
Cerebral hemorrhage and SBP 1 hour, SEF < 180 mm Hg and Labetalol Micardipine

=180 mm Hg or MAP >130 mm Hg

Acute ischemic stroka with indication
tor thrombolytic therapy and BP
=185110 mm Hg

Cocaine T b cathan

MAP =120 mm Hyg Mitroprusside

1 hour, MAP less than -15% Labetalol Micardipinge
Nitroprusside

Phentolarmine {after
benpodizzepmes)

Seeral hours, 5BP < 140 mm Hg Mitroprusside

Phaochromooytoma crisis Immediate Phentol smane Mitroprusside
Lirapidil
Perioperative hypertarsion during or Immediate Micardipina Lirapidil
after CABG Mitroghycenn
During or after craniotomy immediate Micardipina Labatalol
Levere preeclampsiafeclampsia immediate, BF < 1604105 mem Hg Labetalol {plus Mg50, and Eetanserin
oral antiypertersives) Micardipine

CARS = caronary artery bypass graft; MAP = mean arterial pre
tfocihad fram wvan dep Bom £ Jewtler A, Gaillard ©4, =t al*

g4y = magresium sulfabe; XTC = Bostasy

u'ﬁi." ﬁrfmﬂﬁﬁnglﬁﬁ?ﬁe:mﬁm orisis— 2000 rewisian, Nath J fded 890245, 2001



Sion

y irrespective of arterial

/

)

» new onset Ao Likes
¥the aortic ros

IschemiC®8TOpathy at lower eXtremities: Sig

v A

Gold standart of diagnosis: TEE,
artography .
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Type B TABLE 57-4 Classification Schemes of Acute Aortic Dissection

Type llI DeBakey Classification

Type | Originates in the ascending aorta and
extends at least to the aortic arch and
often to the descending aorta (and
beyond)

Type I Originates in the ascending aorta and
confined to this segment

Type Il Originates in the descending aorta, usually
Just distal to the left subclavian artery, and
extends distally

Stanford Classification

Type A Dissections involving the ascending aorta
{with or without extension into the
descending aorta)

FIGURE 57-11 Classification schemes of acute aortic dissection. T'_IF'FI'E B Dissections not iﬂﬁ.r::rhring the a5t:ending aorta
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TABLE 57-6 Organ System Complications
of Acute Aortic Dissection

Cardiovascular Cardiac arrest
Syncope
Aortic regurgitation
Congestive heart failure
Coronary ischemia
Myocardial infarction
Cardiac tamponade
Pericarditis

Pulmonary Pleural effusion
Hemothorax
Hemoptysis (from an aortotracheal or
bronchial fistula)

Renal Acute renal failure
Renovascular hypertension
Renal ischermia or infarction

Meurologic Stroke
Transient ischemic attack
Paraparesis or paraplegia
Encephalopathy
Coma
Spinal cord syndrome
Ischemic neuropathy

Gastrointestinal Mesenteric ischemia or infarction
Pancreatitis
Hemorrhage (from an aortoenteric fistuls

Peripheral vascular w Edit mHFﬁwéﬁﬁrceéﬂremiw ischemia
Systemic Fever
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FIGURE 57-15 [1°F " awing acute aor icgﬁ ﬁ %rﬁu:ute type A dissection
in a patient with NETL"he Eﬁgdﬁdﬂu’ﬂh{ ﬁ Ea £hiGh the dilated aortic
root. B, SerpiginoUSintimal flap farrowy) immediately distal to the aortic valve in a
patient with a type A acrtic dissection.



FIGURE e5>7-14 Contrasi E1F.—1r| AFRWVEERTBF S cute 1y ype A aortic dissection

(black arrow) with associated hemopericardium (white arrow),




TABLE e57-3 Diagnostic Information from Imaging of Acute
Aortic Dissection

1. Establish the presence of aortic dissection or variant (aortic IMH, PAU)
2. Location of the dissection (type A, type B)
3. Anatomic features
a. Extent of dissection
b. Sites of entry and reentry
c. False lumen patency, partial thrombosis, thrombosis
4. Complications of dissection
a. Type A
I. Aortic regurgitation
ii. Coronary artery involvement
iii. Pericardial effusion/hemopericardium
b. Aortic rupture or leakage
c. Branch vessel involvement
d. Malperfusion

N o Edit with WPS Office



Consider acute AcD in all patients presanting with

STEP 1 = Chest, back, or abdominal pain
idantify patients at » Syncope
risk for acute AcD .

Symploms consistent with parfusion deficil
(i.e. CNE, mesantarc, myocardial, or limb ischemia)
T

Focused bedside pre-test risk assessment for acute AcD.

High-Risk Conditions [ 1] High-Risk Pain Features ) High-Risk Exam Features IE}
« Martan syndnomie Chast, back, or abdorminal = Evidancs of parfusion daefct

« Family history of aortic disease |4, in described as the + « Pulse deficit

* Known aortic valve disease it » Systolic BP ditferential

» Recent aoric manipulation * Abrupt in onset « Focal neurclogic deficit

= Krsown thoracic aortic anawrysm * Severe in intensity (in conjunction with pain)

= Ripping or tearing * M of acrtic insulficia
{mew or not known 1o bea
and in conjunction with painj

* Hypolensson or shock stabe

)

Dretermine pretest risk by calculating the number of
categores in which anmy single risk factor ks prasent.

?

ADD Fisk Score 0 ADD Risk Score 1 ADD Risk Score 2-3
Mo high-risk heaturas Any single high-risk Two or three high-risk
presEnt, calegony present. calegonies preson.
b
= = = Probabiy W ACS. In absanca of
m' 'mm':"""f; chinically 0 . Yeu a% deficits o ConSicer
i : consistent irm coronary r sion
indicated by signa and with STEMI? || i coronary hy periormed, 8
SYMELoITeS. | culprit lesion i +
Mo
i 1 Yias -
g s T CXR with clear Yies,
| Alternative diagnosis identified? | ahemative diagnosis? —=| Initiate approriate therapy.
Yas
= ; = l i Yes immediate surgical
mﬁwm History and physical o mﬂnﬁh and
' exam m"g;' #3 | Anemative el podied
suggestive of specific | confirmed m “%%w
allernative diagnosis esting 7
! 1 M l Mo
Uneoplained hypolensioen or Yes
widened mediastinem on CXR? " | Expedited acric imaging |
l Mo
Consider :'mhn imaging m':rd,rhrﬁ _ A
DEBRC On chrion Sosmasio (DarSowtaly’ In Aortic Imaging Study
i;arnanls ith adwarnced , Misk factosr
m“&sm. ar u.-y::g;:r:}. d = TEE {prefemad if clinically unstable
*CT (image antire acrta:
* MR chest o pealvis)

I Procesd 1o treatment pathway |




Acute AcD Management Pathway

Arrange for definitive management
= Appropriate sungical consultation
= [Imarfaci transhar i indicated basad on nstitutional capabilities
{1 ransfer regquingd initiate aggressnnwe medical managemeant
until tran r OoCLrs)

+

Obtain accurate blood pressure before beginning treatment

Meaasure in both arms
= Base treatment goals on highest blocd pressurng reading

!

Mo Yes
Intravencus rate and pressure contred | t“mllr - | Anatomic-based management
Rata/pressure control i I
Intravenocus beta blockade I 1
ar
L Type A dissection Type B dissection
N conlramdssatan 1o beta A B
P e B B ) Urgent surgical consultation &P 'ntravencus fluid bobus:
-+ = Titrate o MAF of
Titrate to heart rale < B0 0 e Hg
Arrange for expedited or
- operative Mmansgement Eunvolamia
S Do 2 ] Intravencus fluid boblus bl imahere e
Intravenous opiates = Titrate to MAP of 70 mm Hg ORI
B et
Titraba 1o pain control e e 'E‘_BIUE“E ca of
hypotension
-l- {IF still Frypotensive, Begin = Rewiew imaging study for
MNo MAVENOUS VERsSOErEERSDr ageriis] aevidence of conlained
Systolic BP =120 mm HgT —— e
- Reviews ima study for = Consider TTE o evaluatse
l Yes - F‘Ermardﬂ%nhgmade cardiac function
= Contained nupture ; .
Secondary pressure conibrol - Severs aortic INSuUMMcency ) Urgent surgical consuliation
BPF control
Intravenous vasodilator
Titrate 1o BPF <120 mem Hg
(Goal s owest possible BF that x
A Flaens AcegLate ard-ongan bl Causa of hypotansion
pertusion) o operatneg manacemsent 7
I |
»
Yes Mo
| Dissaction involving the ascending aorta? I—
STEP 3 [
Detinisi l Mo I
management Ongoing medical management Ongoing medical managemeant
Cho hemodynamic maonitori Closa hemodymnamic monitorin
Maintain systobc BP <120 mm Operative or interventicnal Maintain sysiolic BP <120 mm
[Lowens1 BP thal rmairasns mMmanagement (Lowest BP that maintains
amnd-organ periusean) - end-organ parfusion)
Complications oparative requiring
or management? ar interventionasl
management
Malperfusion syndromss Yeas Yas -
Progression of dissection Malpam‘?‘m"ﬂfwm "
AMEUnySm expansion .u.F M"Wu';fmm n:mﬁ‘:"ﬂ
Lincontrodied hy penansion Urmmrﬂ&dalﬁgwwﬂ
[ [+ Mo




generated to VT,VF).

| SCT e

LV dysfunction (EF<%30).

Electrolyte imbalance (potasj
jarrythmic drug use (“R
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Tachycardia

|

Assess QRS width

MNarrow QRS (=0.12) Wide QRS (>0.12)

w

Ventricular Supraventricular Preexcited
tachycardia tachycardia tachycardia
Assess regularity of ventricles l
Aberrant conduction
Regular Regularly irregular Irregularly irregular Abnormal baseline QRS
I I 1 Drug/electrolyte effects
Ventricular pacing
I | Atrial fibrillation |
|—| Assess P waves = 1
Mot clear Clearly visible

1:1 association with

Response to CSM

or adenosine [ QRS complex?
Terminates Terminates Tachycardia persists Mo Yes
after P wave after QRS with AV block
F l l L r
AVNRT AVNRT Atrial flutter Atrial flutter or AT Pseudo R’ (V) or
AVRT AVRT AT AVNRT possible (rare) | Pseudo S (2, 3, aVF)? |
AT SANRT (AVRT excluded)
Yes MNo
SANRT ‘I' ‘L
l | | I
l l AVNRT Assess
likely RP interval
Assess P wave Assess atrial rate
morphology and P wave
l_ morphology _l
Retrograde P different from sinus P similar to sinus Sawtooth P waves Short RP interval Long RP interval
P wave Rate = 120-250/min Rate = 100-180/min Rate = 250-320/min
AVNRT [ Atrial rutier] AVNET
ATA““";bIE AT with long PR AVNRT (atypical)
poss SANRT with long PR AVRT with slow AP
| |

|

Response to CSM
or adenosine

FIGURE 24-1 Stepwise approach to diagnosis of the type w angm;c}"yrl th‘bﬂ?egegﬂrl&% episode. The initial step is to determine whether the tachycardi:

has a wide or narrow QRS complex. For wide-complex tachy e Table 24-1; the remainder of the algorithm is helpful in diagnosis of the type of narrow-complex tachy
cardia. AP = accessory pathway; AT = atrial tachycardia; AVWNRT = atrioventricular nodal reentrant tachycardia; AVRT = atrioventricular reciprocating tachycardia; CSM = carotic

sinus massage; SANRT = sinoatrial nodal reentry tachycardia.
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Torsades de Pointes-TdeP: Slow polimorphic VF/
T; Polimorphic VTA; Amplitude of ventricular
activity changes constantly around isoelectric line.
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Wide QRS and arrythmic tachycardia: AF, accessory
way antidromic conduction; - not VT, (“Ps6do-VT").
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