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INTRODUCTION

Acute coronary syndrome (ACS) has evolved as a useful
operational term that refers to a spectrum of conditions
compatible with acute myocardial ischemia and/or infarction
that are usually due to an abrupt reduction in coronary blood
flow. A key branch point is ST-segment elevation or new left
bundle-branch block on the electrocardiogram (ECG), which is
an indication for immediate coronary angiography to determine
if there is an indication for reperfusion therapy to open a likely
completely occluded coronary artery. Separate committee for
practice guidelines (CPGs) have been developed for ST-
elevation myocardial infarction (STEMI) (O’Gara et al., 2013).

The absence of persistent ST-elevation is suggestive of
Non ST elevation acute coronary syndrome (NSTE-ACS)
except in patients with true posterior myocardial infarction MI.
NSTE-ACS can be further subdivided on the basis of cardiac
biomarkers of necrosis (eg, cardiac troponin,). If cardiac
biomarkers are elevated and the clinical context is appropriate,
the patient is considered to have Non ST elevation myocardial
infarction (NSTEMI) (Newby et al., 2012); otherwise, the
patient is deemed to have unstable angina (UA). ST depression,
transient ST-elevation, and/or prominent T-wave inversions
may be present but are not required for a diagnosis of NSTEMI.
Abnormalities on the ECG and elevated troponins in isolation

are insufficient to make the diagnosis of ACS but must be
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interpreted in the appropriate clinical context. Thus, UA and
NSTEMI are closely related conditions whose pathogenesis and

clinical presentations are similar but vary in severity.

The conditions differ primarily by whether the ischemia
is severe enough to cause myocardial damage leading to

detectable quantities of myocardial injury biomarkers.

The term “possible ACS” is often assigned during initial
evaluation if the ECG is unrevealing and troponin data are not
yet available. UA can present without any objective data of
myocardial ischemic injury (normal ECG and normal troponin),
in which case the initial diagnosis depends solely on the
patient’s clinical history and the clinician’s interpretation and
judgment. However, with the increasing sensitivity of troponin
assays, biomarker-negative ACS (ie, UA) is becoming rarer
(Braunwald and Morrow, 2013).
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AIM OF THE WORK

The aim of this work is to assess the relationship between
the level of BNP and the severity of coronary artery
disease as assessed by Gensini score in patients who have
unstable angina and non ST elevation myocardial infarction

with normal left ventricular systolic function.
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Chapter One
NON ST ELEVATION ACUTE
CORONARY SYNDROME

Pathophysiology

Factors involved in the pathophysiology of NSTE-ACS
(Stone et al.,2011) include the following:

1) Supply-demand mismaich

The myocardial ischemia of unstable angina, like all
tissue ischemia, results from excessive demand or inadequate

supply of oxygen, glucose, and free fatty acids.

2) Plaqgue disruption

Accumulation of lipid-laden macrophages and smooth
muscle cells, so-called foam cells, occurs within atherosclerotic
plaques. The oxidized low-density lipoprotein cholesterol
(LDL-C) in foam cells is cytotoxic, procoagulant, and
chemotactic. As the atherosclerotic plaque grows, production of
macrophage proteases and neutrophil elastases within the
plaque can cause thinning of the fibromuscular cap that covers

the lipid core.

Increasing plaque instability, coupled with blood-flow
shear and circumferential wall stress, leads to plaque fissuring or

rupture especially at the junction of the cap and the vessel wall.
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Figure (1): Athersclerotic plaque in ACS.
3) Vasoconstriction and thrombosis

Most patients with ACS have recurrent transient reduction
in coronary blood supply because of vasoconstriction and
thrombus formation at the site of atherosclerotic plaque rupture.
These events occur as consequences of episodic platelet
aggregation and complex interactions among the vascular wall,
leukocytes, platelets, and atherogenic lipoproteins.
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Exposure of subendothelial components provokes platelet
adhesion and activation. Platelets then aggregate in response to
exposed vessel wall collagen or local aggregates (eg,
thromboxane and adenosine diphosphate). Platelets also release
substances that promote vasoconstriction and production of
thrombin.

ACS may involve a clot in flux (ie, forming and
enlarging, chipping off and embolizing). Over time, this
dynamic clot formation or lysis, in conjunction with coronary
vasoreactivity and resistance in the microvascular bed, causes
intermittent and alternating (or cyclical) occlusion and flow.

» C(linical presentation

The clinical presentation of NSTE-ACS encompasses a
wide variety of symptoms. Traditionally, several clinical
presentations have been distinguished:

» Prolonged (>20 min) anginal pain at rest

= New onset (de mnovo) angina: Class II or III of the
Classification of Canadian Cardiovascular Society (CCS)
(Campeau, 1976).

= Recent destabilization of previously stable angina with at
least Canadian Cardiovascular Society Class III angina
characteristics (crescendo angina).

» Post-MI angina




