Test 3-Dr. Sanders Review

Causes of Left-sided heart failure

     1)   Ischemic heart disease

     2)   Systemic Hypertension 

3) Aortic and mitral valvular diseases 

4) Myocardial diseases

Decompensated heart failure

-Fibers lengthen & dilate too much which leads to decr. cardiac contraction.

?  Decreased cardiac output & failure of ventricular emptying lead to dilatation & stretching of the myofibers, thereby enhancing contractility & ultimately inducing myocardial hypertrophy, but eventually, failure occurs.

Forward failure

-Significant cardiac diseases lead to failure either because they impair the contractility of the myocardium 

   owing to some intrinsic damage to myocytes

-Diminished cardiac output

Compensated heart failure

-Cardiac fibers lengthen & contract more forcibly.

-Mechanisms include expansion of blood volume and vasodilation (but these further burden an already 

    taxed heart).

-Autopsy of heart --Dilated & hypertrophic also.

Backward failure

-Cardiac disease impair the ability of the heart to accommodate the volume of venous return.

-Damming of blood in venous system.  Incr. congestion of venous circulation.

Congestive heart failure

-Occurs when the heart cannot maintain an output adequate for the metabolic needs of the tissues and 

   organs of the body, or can do so only at abnormally elevated filling pressures.

-CHF is characterized by diminished cardiac output (forward failure) or damming back of blood in the 

   venous system (backward failure), or both.   Heart is no longer able to eject the blood delivered to it by 

   the venous system.

-In understanding CHF ,cardiac hypertrophy, the compensatory response of the myocardium to increased 

   work, must be considered.

-Cardiac hypertrophy often evolves to cardiac failure

-With CHF, compensatory mechanisms come into play when the hypertrophied heart can no longer

   accommodate the increased demand.

-To some extent, the right and left sides of the heart act as two distinct anatomic and functional units.

-From a clinical standpoint, left-sided and right-sided failure can occur separately.

-But because the vascular system is a closed circuit, failure of one side cannot exist for long without  

    eventually producing excessive strain on the other, terminating in total heart failure.

Cor Pulmonary

-Right ventricular pressure overload by intrinsic disease of the lungs or pulmonary vasculature.

-Thus cor pulmonale, as pulmonary HHD is frequently called, is the right-sided counterpart of left-sided 

    (systemic) HHD. 

-Acute cor pulmonale refers to the right ventricular dilatation that follows massive pulmonary embolism.

-Chronic cor pulmonale usually implies right ventricular hypertrophy (and latter dilatation) secondary to 

    prolonged  pressure overload owing to obstruction of the pulmonary arteries or arterioles or compression 

    or obliteration of septal capillaries (e.g., owing t emphysema).

       -Chronic cor pulmonale is a common condition because of its association with such widespread 

          disorders as chronic bronchitis and emphysema (COPD)……40 million in US.

-In most instances, however, clinical effects of the pulmonary impairment overshadow those of the heart. 

Dyspnea

-Breathlessness usually the earliest and the cardinal complaint of patients

-An exaggeration of the normal breathlessness that follows exertion.   Similar feeling when you stop 

     exercise.

Systemic venous congestion

-Congestion of pulmonary circulation causes incr. pulmonary vascular resistance & incr. work load on right

   side of heart.  Leads to right heart failure.  This leads to systemic venous congestion (backup  of ven.sys)

Left sided failure

-Left-sided heart failure is most often caused by:

     1)   Ischemic heart disease

     2)   Systemic Hypertension 

3) Aortic and mitral valvular diseases 

4) Myocardial diseases

-The effects of left-sided failure are in the lungs, although the function of the kidneys and brain may also be 

    markedly impaired.

-The decreased cardiac output causes a reduction in renal perfusion, which activates the renin-angiotensin-

     aldosterone system, inducing retention of salt and water with consequent expansion of the  interstitial     

     fluid and blood volumes:  thus pulmonary edema.

-Also, kidneys already suffering from hypoperfusion, the reduced cardiac output may lead to ischemic 

   acute tubular necrosis.

-If the perfusion deficit of the kidney becomes sufficiently severe, impaired excretion of nitrogenous 

   products may cause azotemia.

-Dyspnea (breathlessness), usually the earliest and the cardinal complaint of patients in left-sided heart 

    failure, is an exaggeration of the normal breathlessness that follows exertion.   Similar feeling when you 

     stop exercise.

-With further impairment, there is orthopnea, which is dyspnea on lying down that is relieved by sitting or 

    standing.

-Paroxysmal nocturnal dyspnea is an extension of orthopnea that consists of attacks of extreme dyspnea 

    bordering on suffocation, usually occurring at night.

Right sided failure

-Occurs in pure form in only a few diseases. Usually it is a consequence of left-sided failure because any 

    increase in pressure in pulmonary circulation incident to left-sided failure inevitably produces an 

    increased burden on the rt. side of the heart.

-Pure right-sided failure most often occurs with cor pulmonale 

-The right ventricle is burdened by increased resistance within the pulmonary circulation; dilatation is 

   generally confined to the right ventricle and atrium.

 -The clinical effects of pure right-sided failure differ from those of left-sided failure in that pulmonary 

    congestion is minimal, whereas engorgement of the systemic and portal venous systems is pronounced.

-Major organs affected:  Liver, Spleen, Kidneys

-Right-sided heart failure induces essentially a systemic (and secondary portal) venous congestive 

    syndrome, with hepatic and splenic enlargement, peripheral edema, pleural and pericardial effusions, and 

    ascites. 

-Peripheral edema of dependent portions of the body, especially ankle edema, is a hallmark of right-sided 

   failure.

-In severe or long-standing cases, edema may be quite massive & generalized, called anasarca. 

-In many cases of frank chronic cardiac decompensation, however, the patient presents with the picture of 

   full- blown CHF, encompassing the clinical syndromes of both right-sided and left-sided heart failure

Four categories account for about 85-90% of all cardiac deaths: 

     1) Ischemic heart disease 

     2) Hypertensive heart disease/pulmonary hypertensive heart disease 

     3) Certain valvular diseases 

     4) Congenital heart disease.

Ischemic Heart Disease

Aka Coronary Heart Disease

-Ischemic heart disease (IHD) is the generic designation for a group of closely related syndromes resulting 

   from ischemia—an imbalance between the supply and demand of the heart for oxygenated blood.

-Because coronary artery narrowing or obstruction owing to atherosclerosis underlies myocardial ischemia 

   in the vast majority of cases, IHD is often termed coronary artery disease (CAD) or coronary heart 

    disease (CHD). 

-The heart may suffer a deficiency of perfusion whenever an increase in demand (increased heart rate) 

    exceeds the supply of blood, but in more than 90% of cases, the cause is reduction in coronary blood 

    flow. 

Pathogenesis
-More than 90% of patients have advanced stenosing coronary atherosclerosis (“fixed” obstructions). 

-Most have one or more lesions causing at least 75% reduction of the cross-sectional area of at least one of 

    the major picardial arteries

Acute Plaque Change 

-In many patients, acute ischemic events are a complication not of the most complete stenoses but result 

    from a catastrophic disruption of a moderately stenotic (usually 50 to 75%), lipid-rich plaque, which 

    itself was insufficient to induce stable angina before disruption.

Platelet Aggregation 

-Activation of platelets may contribute to vasospasm and further occlusion

Coronary Thrombus 

-Converts a disrupted, partially stenotic plaque to a complete stenosis. 

Vasoconstriction

-May be induced at a site of plaque disruption and thrombosis

-Fatty streaks are the earliest lesions seen

-Depending on the rate of development and severity of the arterial narrowing four ischemic syndromes may 

    result:

      1)  Angina pectoris

      2)  Myocardial infarction

      3)  Chronic ischemic heart disease / CHF

      4)  Sudden cardiac death

Atherosclerosis

-Generic term for 3 patterns of vascular disease, all of which cause thickening & inelasticity of arteries.

-Basis of O2 deficiency is sever coronary atherosclerosis w/ stenosing plaques

-Cause more than 75% reduction in the cross-sectional area of the arterial lumen

Critical Stenosis

Stenosis is the failure of a valve to open completely, thereby impeding forward flow.

Most common cause of Hypertensive Heart Disease

-Left ventricular hypertrophy

Most common cause of chronic Cor Pulmonale

-Secondary to prolonged pressure overload owing to obstruction of the pulmonary arteries or arterioles or 

   compression or obliteration of septal capillaries (e.g., owing to emphysema).

-Association with chronic bronchitis and emphysema (COPD)……40 million in US 

-Whatever the pulmonary disorder, the vasoconstrictive effects of hypoxemia and acidosis contribute 

   significantly to the pulmonary hypertension.

The functional disturbances caused by valvular disease

-Stenosis and insufficiency. 

-Stenosis is the failure of a valve to open completely, thereby impeding forward flow.

-Insufficiency or regurgitation, in contrast, results from failure of a valve to close completely, thereby 

    allowing reversed flow.

-These abnormalities can be either pure, when only stenosis or regurgitation is present, or mixed, when 

    both stenosis and regurgitation are present in a single valve.

-Stenosis and insufficiency often coexist in the same valve, but one of these defects usually predominates.

Degenerative Calcific Aortic Valve Stenosis

-Aortic stenosis is the most frequent valve abnormality

-It can be congenital or acquired. 

-Acquired aortic stenosis 

     -Consequence of calcification induced by “wear and tear” of either congenitally bicuspid valves or  

        calcification of aortic valves with previous normal anatomy in aged individuals.

-The overwhelming majority of cases represent age-related degenerative calcification and come to clinical 

   attention primarily in the 60-90 y/o with previously normal valves.

-The morphologic hallmark is heaped-up calcified masses within the aortic cusps preventing the opening of 

     the cusps.

-The obstruction to left ventricular outflow caused by massive calcification leads to a gradually increasing 

   pressure gradient across the calcified valve.

-Left ventricular pressure must consequently rise, and cardiac output is maintained by the development of 

   concentric left ventricular (pressure overload) hypertrophy. 

-As the stenosis worsens, angina or syncope may appear. Angina is probably a consequence of impaired 

   microcirculatory perfusion of the hypertrophied myocardium. 

-The basis of syncope is poorly understood, but there is an increased risk of sudden death. 

-Eventually, cardiac decompensation with CHF may ensue. 

-The onset of such symptoms (angina, syncope, or CHF) in aortic stenosis indicates exhaustion of 

   compensatory cardiac hyperfunction and therefore carries a poor prognosis.

-In elderly individuals, especially women, degenerative calcific deposits can develop in the ring (annulus) 

   of the mitral valve.

-Because calcific nodules may provide a site for thrombi that can embolize, patients with mitral annular 

   calcification  have an increased risk of stroke. 

-The calcific nodules can also be the nidus for infective endocarditis.

Mitral Valve Prolapse

-Aka Myxomatous Degeneration of the Mitral Valve

         Floppy valve

         Barlow’s syndrome

     -In this abnormality, one or both mitral leaflets are enlarged, redundant, or “floppy” and prolapse, or 

        balloon back, into the left atrium during systole.

-This is an extremely common condition, thought to be present in about 5 to 10% of the population of the 

   United States, most often young women. (Book states up to 38%;  female ratio is 6:4; discovered bet. 20-

   40 yrs old)

-Usually it is an incidental finding on physical examination, but it may have serious import in a small 

   fraction of those affected.

-Most patients with mitral valve prolapse are asymptomatic, and the condition is discovered only on routine 

    examination by the presence of a midsystolic click. 

-A minority of patients have chest pain mimicking angina, dyspnea, and fatigue or, curiously, psychiatric 

    manifestations, such as depression, anxiety reactions, and personality disorders.

-Although the great majority of patients no effects, about 3% develop one of four serious complications: 

     1)  Infective endocarditis 

     2)  Mitral insufficiency 

     3)  Stroke or other systemic infarct, from embolism of leaflet thrombi 

     4)  Arrhythmias

Rheumatic Fever

-An acute, often recurrent, inflammatory disease principally of children that generally follows a pharyngeal     

    infection with group A beta-hemolytic streptococci.

-The incidence of RF has steadily declined in the United States 

-In 1940, the mortality rate from RHD was 20.6 per 100,000 population; in 1982, it was 2.2

-Decline related to improved socioeconomic living conditions, better control of streptococcal infections, 

    and reduction in the virulence of the causative organisms.

-RF is the result of an immune response to streptococcal antigens inciting either a cross reaction to tissue 

   antigens or  a streptococcal-induced autoimmune reaction to normal tissue antigens 

-RF is a postinfectious, immunologic disease that results either from:

1) Heightened immunologic reactivity to streptococcal antigens that evoke antibodies cross reactive 

                with human tissue antigens. 

       2) Some form of autoimmune reaction incited by a streptococcal 

-Initial attacks of RF follow some weeks after streptococcal infection; the time interval (1 to 5 weeks) is 

   appropriate for generation of and damage from an immune response. 

-Depending on the time interval between the pharyngitis and RF, elevated serum titers of antibodies to 

   streptolysin O (ASO) and hyaluronidase (both elaborated by the streptococcal organism) are almost 

    always present. 

-The tissue lesions of RF and RHD are sterile and do not result from direct bacterial invasion. 

-Recurrent acute RF is preceded by a streptococcal infection.

-RF is characterized by fever, arthralgia, and a constellation of 

    1)  Migratory polyarthritis of the large joints 

2)  Carditis 

    3)  Subcutaneous nodules 

    4)  Erythema marginatum of the skin

    5)  Syndenham’s Chorea—a neurologic disorder w/ involunatary purposelessness, rapid movements.

Clinical Course

-Acute RF appears most often in children between the ages of 5 and 15 years

-Most attacks begin with migratory polyarthritis accompanied by fever

-Typically, one joint after another becomes painful and swollen for a period of days and then subsides 

     spontaneously, leaving no residual disability.

-Acute carditis develops in about 50 to 75% of children but only about 35% of adults having a single acute 

    attack of RF

-During the initial acute attack, myocarditis is the most threatening cardiac problem.

-After an initial attack, there is increased vulnerability to reactivation of the disease with subsequent 

    pharyngeal infections, and the same manifestations are likely to appear with each recurrent attack.

-Acute carditis develops in about 50 to 75% of children but only about 35% of adults having a single acute 

   attack of RF

-Carditis is likely to be reactivated and to worsen with each recurrence; damage is cumulative

-Chronic RHD is characterized by organization of the acute endocardial inflammation and subsequent 

   deforming fibrosis.

-RF is the most frequent cause of mitral stenosis. The mitral valve alone is involved in 65 to 70% of the 

   cases, mitral and aortic in about 25%

-What determines which individual will develop RF (and RHD) after a streptococcal infection remains 

    unknown, as do the precise antigenic tissue targets of the cross-reactive antibodies.

-During acute RF, widely disseminated, focal, inflammatory lesions are found in various sites. Most 

    distinctive within the heart, they are called Aschoff bodies.

-They constitute foci of fibrinoid necrosis surrounded by lymphocytes, macrophages, an occasional plasma 

   cell, and plump “activated” histiocytes called Anitschkow cells or Aschoff cells. 

-Varied inflammation inflitrate about the central focus of fibroid necrosis constitues a full blown Aschoff 

    body that is pathognomic of RF. 

Common cause of Infective Endocarditis

     50% cases = Streptococci (for subacute endocarditis)

     20-30% = Staphylococcus aureus (for acute endocarditis)

     5 to 20% = No organism can be isolated from the blood 

Common cause of Myocarditis

Myocarditis is an inflammatory involvement of the heart muscle characterized by a leukocytic infiltrate and 

    resultant nonischemic necrosis or degeneration of myocytes.

Most cases of myocarditis are viral in origin: 

     -Coxsackie virus A and B (most common agent is Coxsackie virus B)

     -ECHO 

     -Poliovirus 

     -Influenza A and B viruses

Idiopathic hypertrophic subaortic stenosis

Aka Asymmetric septal hypertorphy

        Hypertrophic obstructive cardiomyopathy

        Hypertrophic cardiomyopathy

-Caused by abnormal anterior motion of the mitral valve leaflet during systole.  Cuz of this, there is 

     recurrent forceful contraction bet. the system & the anterior leaflet of the mitral valve.

-It is characterized by a heavy muscular hypercontracting heart 

     -Myocardia hypertrophy 

     -Diastolic filling defect 

     -Ventricular outflow obstruction

-HCM has a genetic basis in many cases 

-Occurs in young adults

-Sudden death may occur

-The course of HCM is extremely variable

-The major problems in HCM are: 

     1)  Atrial fibrillation with mural thrombus formation 

     2)  Embolization from the mural thrombi 

     3)  IE on the mitral valve 

     4)  Intractable cardiac failure sudden death

Dilated Cardiomyopathy

-Characterized by the gradual development of cardiac failure associated with four-chamber hypertrophy 

   and dilatation of the heart of unknown cause.

-Although DCM is in a sense a wastebasket term to describe dilated and failing hearts having no well-

    defined cause, there is a strong suspicion that many cases represent the common end point of a variety of 

    remote insults to the myocardium.

-Possible causes:

     Alcohol or other toxicity 

     Previous myocarditis 

     Pregnancy-associated nutritional deficiency or immunologic reaction

-In DCM, the primary abnormality is impairment of left ventricular myocardial contractility (systolic 

    failure)

-DCM may occur at any age, including in childhood, but it usually affects those 20 to 60 years old. 

-Males affected more than females

-It presents with slowly developing CHF that is progressive and unremitting 

-50% patients die within 2 years, and only 25% of patients survive longer than 5 years 

-Death is usually attributable to progressive cardiac failure or arrhythmia

Hypertrophic Cardiomyopathy
See idiopathic hypertrophic subaortic stenosis

Restrictive Cardiomyopathy
-Least common form

-Induced by cardiac amyloidosis, sarcoidosis, endocardial fibroelastosis, endomyocardial fibrosis, & 

    Leoffler’s endocarditis.

-Reduced ventricular compliance & diastolic ventricular filling.

-The restrictive form of primary myocardial disease, diastolic relaxation and left ventricular chamber filling 

    are impeded.

      Endomyocardial fibrosis 

       -The fibrous tissue markedly diminishes the volume and compliance of affected chambers and so 

          induces a restrictive functional defect.

Coronary Artery Spasm

-?? Vasospasm contribute to the ischemia in instances of Ishcemic Heart Disease.

*His list is out of order, so I left everything in order according to the slides

Angina Pectoris (syndrome of Ischemic Heart Disease)

-Is a symptom complex characterized by paroxysmal attacks of substernal or precordial chest discomfort 

    (variously described as constricting, squeezing, choking, or knife-like) caused by transient (15 seconds to 

      15 minutes) myocardial ischemia that falls short of inducing the cellular necrosis that defines infarction.

There are three overlapping patterns of angina pectoris: 

         1)  Stable or typical angina

         2)  Prinzmetal’s or variant angina

         3)  Unstable or crescendo angina

Stable Angina / Typical Angina

-Provoked by exertion, tachycarida & emotional stress

-Stable angina, the most common form and therefore called typical angina pectoris

-Is generally relieved by  rest (thereby decreasing demand) or nitroglycerin, a strong vasodilator.

-Implies fixed atherosclerotic narrowing

-Characteristically associated with electrocardiographic ST segment depression

Prinzmetal’s / Variant angina 

-Angina that occurs at rest 

-Due tocoronary artery spasm.  

-Characteristically associated with electrocardiographic elevation of the ST segment

Unstable / Crescendo angina

-Most serious form w/ the most intense & prolonged pain

-Pattern of pain that occurs with progressively increasing frequency, is precipitated with progressively less 

     effort.

-Often occurs at rest

-The ischemia is short of inducing infarction, and so this is sometimes referred to as preinfarction angina 

    or acute coronary insufficiency.

The most common manifestation of left ventricular failure

-The effects of left-sided failure are in the lungs, but brain (cerebral hypoxia) & kidneys (reduced renal 

     perfusion, also pre-renal azotemia) also impaired.

-Pulmonary congestion & edema

-Major manifestations (book)

   -Dyspnea

   -Orthopenea

   -Paroxysmal nocturnal dyspnea

   -Cough & may produce frothy, blood tinged sputum.

Most common consequence or complication of an MI rupture

-Cardiac rupture & cardiogenic shock (70% mortality rate) are the most life threatening.

-20% Sudden cardiac death 1 to 2 hours 

-10% to 20% Uncomplicated 

-80 to 90% Complicated 

          -One complication of a transmural myocardial infarction is rupture of the myocardium.

          -Cardiac arrhythmias (75 to 95% ) 

          -Left ventricular congestive failure and mild-to-severe pulmonary edema (60%)

          -Thromboembolism (15 to 40%)

          -Cardiogenic shock (10 to 15%)

          -Rupture of free wall, septum, or papillary muscle (1 to 5%)

*Other info related to this question

     -Myocardial Infarction also known as “heart attack,” is the most important form of IHD in industrialized 

         nations and is the leading cause of death in the United States.

-There are two types of myocardial infarction:

        1)  Transmural infarct

                 -More common of the two 

                 -The ischemic necrosis involves the full or nearly full thickness of the ventricular wall in the 

                     distribution of a single coronary artery.

                 -Usually associated with coronary atherosclerosis, plaque rupture, and superimposed thrombosis.

         2)  Subendocardial (nontransmural) infarct

                 -Constitutes an area of ischemic necrosis limited to the inner one-third or at most one-half of the 

                    ventricular wall, often extending laterally beyond the perfusion territory of a single coronary 

                    artery. 

The CK isoenzymes
Laboratory Diagnosis of MI

-Creatine Kinase - Total 

         -The total CK is a simple and inexpensive test that is readily available 

         -However, an elevation in total CK is not specific for myocardial injury, because most CK is located 

             in skeletal muscle, and elevations are possible from a variety of non-cardiac conditions.

-Creatine kinase can be further subdivided into three isoenzymes: BB, MM, MB fractions.

BB fraction 

    -Found in brain, bowel, and bladder) is not routinely measured.

MM fraction
   -Present in both cardiac and skeletal muscle

MB fraction 

  -Much more specific for cardiac muscle

  -About 15 to 40% in cardiac muscle, while less than 2% in skeletal muscle. 

  -Very good marker for acute myocardial injury, because of its excellent specificity, and it rises in serum 

         within 2 to 8 hours of onset of acute myocardial infarction. 

  -Serial measurements every 2 to 4 hours for a period of 9 to 12 hours after the patient is first seen will 

        provide a pattern to determine whether the CK-MB is rising, indicative of myocardial injury. 

   -Also useful for diagnosis of reinfarction or extensive of an MI because it begins to fall after a day,

        dissipating in 1 to 3 days, so subsequent elevations are indicative of another event. 

        CK-MB Isoforms 

           -The CK-MB fraction exists in two isoforms called 1 and 2.  The ratio of isoform 2 to 1 can provide 

              information about myocardial injury. 

           -An isoform ratio of 1.5 or greater is an excellent indicator for early acute myocardial infarction. 

              CK-MB isoform 2 demonstrates elevation even before CK-MB. 

           -False positive results with congestive heart failure and other conditions can occur

Isoforms of Troponin

-Troponin I and T are structural components of cardiac muscle. They are released into the bloodstream with 

   myocardial injury. They are highly specific for myocardial injury--more so than CK-MB--and help to 

   exclude elevations of CK withskeletal muscle trauma.

-Increase following MI within 3 to 12 hours, about the same time frame as CK-MB.  

       -However, the rate of rise for early infarction may not be as dramatic as for CK-MB. 

-Troponins will remain elevated longer than CK--up to 5 to 9 days for troponin I and up to 2 weeks for 

     troponin T.  This makes troponins a superior marker for diagnosing myocardial infarction in the recent 

      past--better than LDH.

-However, this continued elevation has the disadvantage of making it more difficult to diagnose 

    reinfarction or extension of infarction in a patient who has already suffered an initial MI. 

-Troponin T lacks some specificity because elevations can appear with skeletal myopathies and with renal 

   failure. 

Chronic Ischenic Heart Disease

-Aka Ischemic cardiomyopathy

         Coronary cardiomopathy

-Chronic ischemic heart disease is seen with patients, who insidiously develop CHF, sometimes fatal, as a 

     consequence of ischemic myocardial damage. 

-History of angina and usually prior episodes of myocardial infarction, often as  remote as 5 to 10 years 

      before the onset of the CHF.

-Progressive myocardial damage is entirely silent, and the first indication of  IHD is CHF.

-Diagnosis of CIHD is made largely by the insidious onset of CHF in patients who have past 

    episodes of myocardial infarction or anginal attacks.

Sudden cardiac death 

-Is an unexpected death from cardiac causes early (usually within 1 hour) after or without the onset of 

    symptoms. 

-In the vast majority of cases in adults, SCD is a complication and often the first clinical manifestation of 

    IHD. 

    Other causes 

     -Congenital structural abnormality 

     -Aortic valve stenosis 

     -Hereditary or acquired abnormalities of the cardiac conduction system 

     -Mitral valve prolapse, 

     -Myocarditis 

     -Idiopathic dilated or hypertrophic cardiomyopathy

   -The ultimate mechanism of death is almost always a lethal arrhythmia.

The most common cause of sudden cardiac death in the U.S.
   -Lethal arrhythmia

Primary pericarditis

-Unusual and almost always of viral origin

         Pericarditis 

           -Inflammations of the pericardium are usually secondary to a variety of cardiac diseases, to systemic 

               disorders, or to metastases from neoplasms arising in remote sites.

Hemopericardium

-The accumulation of pure blood in the pericardial sac  

-Due to rupture of the heart wall secondary to MI, traumatic perforation, or rupture of the intrapericardial 

     aorta.

-In such cases, blood rapidly fills the sac under greatly increased pressure, producing cardiac tamponade.

-As little as 200 to 300 ml of pericardial fluid (blood) may be sufficient to cause death when it accumulates 

    rapidly.

Serous Pericarditis

-Serous inflammatory exudates

-Produced by noninfectious inflammations, such as RF, systemic lupus erythematosus, scleroderma, 

     tumors, and uremia.

Fibrinous pericarditis

-Serous fluid mixed with a fibrinous exudate.

-The development of a loud pericardial friction rub is the most striking characteristic 

-Surface is roughened

Supporative pericarditis

Aka  Purulent Pericarditis 

-This form of pericardial inflammation almost invariably denotes the invasion of the pericardial space by 

     infective organisms.

The most common primary tumor of the heart in adults

   -Myxomas

The most common type of heart disease among children

  -Congential heart disease   6-8/1000

  -Rhabdomyomas are the most frequent primary tumor of the heart in infants and children 

        -Frequently discovered in the first years of life because of obstruction of a valvular orifice or cardiac 

            chamber.

Right to left shunts

-Abnormal channels permit the flow of blood from left to right or the reverse, depending on pressure 

   relationships.

-When blood from the right side of the heart enters the left side (right-to-left shunt), a dusky blueness of the 

    skin and mucous membranes (cyanosis) results because poorly oxygenated blood enters the systemic 

    circulation.

-Congenital heart defects that produce right-to-left shunts from early infancy are known as cyanotic 

      congenital heart disease
-Clinical findings frequently associated with severe, long-standing cyanosis include clubbing of the tips of 

     the fingers and toes  (hypertrophic osteoarthropathy) and polycythemia.

Left to right shunts
-Most common kind of shunts  ASD, VSD, PDA (I got this answer from Maples & Calhoun, so I don’t 

      know what the abbreviations stand for.)

-Left-to-right shunts are not initially associated with cyanosis, but these can result in progressive 

    pulmonary hypertension and right ventricular overload with hypertrophy.

-Some developmental anomalies of the heart produce obstructions to flow because of abnormal narrowings 

    of chambers, valves, or blood vessels.

The most common cardiac malformations in children
-An abnormal opening in the ventricular septum that allows free communication between right and left 

   ventricles.

-Murmur present

The most common form of cyanotic congenital heart disease

-Congenital heart defects that produce right-to-left shunts from early infancy are known as cyanotic 

     congenital heart disease.
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