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Coronary Artery Disease




Case 1

The patient is a 65-year-old
male, known case of
Hypertension, Diabetes,
Dyslipidemia, came to ED
complaining of Chest Pain
of 6 hours duration.







Basic — Pathology
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Basic — Pathology
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Basic — Pathology
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Antiplatelet drugs

Basic — Pharmacology
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Clinical — Diagnosis & Treatment

The patient is a 65-year-old male,
known case of Hypertension, Diabetes,
Dyslipidemia, came to ED complaining
of Chest Pain of 6 hours duration.

Treatment
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Arrythmias




Case 2

The patient is a 38-year-old female,
recent history of Bronchitis treated
with Azithromycin, heavy EtOH
drinker, came to ED complaining of
Palpitations in last 2 days.
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Basic — Pathology
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Basic — Pharmacology
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Clinical — Diagnosis & Treatment

The patient is a 38-year-old female, recent history of Bronchitis treated with Azithromycin, heavy EtOH drinker, came to

ED complaining of Palpitations in last 2 days.
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Valvular Heart Disease




Case 3

The patient is a 50-year-old male, came to clinic complaining of Chest pain on
Exertion and Recurrent Syncope in last 2 months. On Physical Exam, he had an
crescendo-decresendo systolic murmur with ejection click.
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Basic — Pathology
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Clinical — Diagnosis

The patient is a 5o-year-old male, came to clinic complaining of Chest pain on Exertion and Recurrent Syncope in last 2
months. On Physical Exam, he had a crescendo-decresendo systolic murmur with ejection click.

Valvular Heart Disease Symptoms Physical Examination

Aortic Stenosis Angina, Dyspnea, Syncope, HF

Aortic Regurgitation

Mitral Stenosis Pulmonary Congestion

Mitral Regurgitation
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Clinical — Treatment

The patient is a 5o-year-old male, came to clinic complaining of Chest pain on Exertion and Recurrent Syncope in last 2
months. On Physical Exam, he had an crescendo-decresendo systolic murmur with ejection click.

Valvular Heart Disease Symptoms Key Treatment

Aortic Stenosis Angina, Dyspnea, I LVP
Syncope, HF Avoid ¥ Afterload

Aortic Regurgitation \  Afterload
Avoid Bradycardia

Mitral Stenosis Pulmonary Congestion Avoid Tachycardia

Mitral Regurgitation ! Afterload

Relief Mech. Obstruction
Avoid Vasodilators

Diuretics
Vasodilators
Avoid B-blockers, CCB

B-Blockers
Diuretics

Vasodilators
Diuretics




Clinical - Treatment
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Heart Failure




Case 4

The patient is a 55-year-old female, recent history of COVID Infection 2 weeks ago,
came to ED complaining of Dyspnea and Lower Extremity Swelling in last week.
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Basic — Pathology
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Basic — Pharmacology

TSNS activation
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Clinical — Diagnosis & Treatment

The patient is a 55-year-old female, recent history of COVID Infection 2 weeks ago, came to ED complaining of Dyspnea
and Lower Extremity Swelling in last week.

At Risk for Heart Failure Heart Failure

STAGE A
At high risk for HF but
without structural heart
disease or symptoms of HF

e.g., Patients with:
« HTN

» Atherosclerotic disease

* DM

. Obsslty

» Metabolic syndrome

or

Patients

= Using cardiotoxins

« With family history of
cardiomyopathy

-

THERAPY
Goals
« Heart healthy lifestyle
« Prevent vascular,
coronary disease
* Prevent LV structural
abnormalities

Drugs

= ACEI or ARB in
appropriate patients for
vascular disease or DM

« Statins as appropriate

e.g., Patients with:

* Previous MI

* LV remodeling including
LVH and low EF

* Asymptomatic valvular
disease

: =

THERAPY

Goals

* Prevent HF symptoms

* Prevent further cardiac
remodeling

Drugs

* ACElor ARB as
appropriale

* Beta blockers as
appropriate

In selected patients

*|CD

* Revascularization or
valvular surgery as
appropriate

Structural heart disease
with prior or current

STAGE C

symptoms of HF

e.g., Patients with:
* Known structural heart disease and
*» HF signs and symploms

HFpEF

e.g., Palients with;

o Marked HF symptoms at
rest

® Recurrent hospitalizations
despite GDMT

-
e Controlled

: =

THERAPY
Goals
» Control symptoms
« Improve HRQOL
. P i hospitalizat
« Prevent mortality

Strategies
« |dentification of
comorbidities

Treatment.

» Diuresis to relieve
symptoms of congestion

« Follow guideline driven
indications for
comorbidities, e.g., HTN,
AF, CAD, DM

Drugs for routine use

« Diuretics for fluid retention
= ACEl or ARB

« Beta blockers

» Aldosterone antagonists

» ACEl and ARB

» Digitalis

In selected patients
* CRT

= |CD
» Revascularization or valvular

surgery as appropriate

Drugs for use in selected patients
« Hydralazine fisosorbide dinitrate

THERAPY

Goals

« Control symptoms

» Improve HRQOL

« Reduce hospital
readmissions

« Establish patient's end -
of-iife goals

Options

 Advanced care
measures

* Heart transplant

* Chronic inotropes

« Temporary or permanent
MCS

« Experimental surgery or
di

. Panﬁ'gsla_live care and
hospice
» ICD deactivation

* Inotropes
® Diuretics

\

N
® Diuretics

* Inotropes




Pressure-volume loops and cardiac cycle
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Clinical — Diagnosis & Treatment

The patient is a 55-year-old female, recent history of COVID Infection 2 weeks ago, came to ED
complaining of Dyspnea and Lower Extremity Swelling in last week.

At Risk for Heart Failure Heart Failure

STAGE A
Athighiskfor HF but

disease orsymploms of HF

e Controlled o Diuretics

e, Patiens ity
o Marked HF symploms at
st

‘@ Recurent hosptalizatons
despite GOMT

Dugs.
 ACEI or ARBin
s for
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« Statins as appropriate

SNS activation

Vasoconstriction
T Arterial wall stiffness

1 Afterload activation
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4 Cardiac contractility
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<4 p-adrenoreceptor responsiveness and
downregulation
4 Cardiac myocyte hypertrophy, fibrosis
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