Case study 1
Why does Mr. H. have LVH? Why does this become a problem? What signs and symptoms might you see? 

Left ventricular hypertrophy refers to a thickening of the heart muscle’s main pumping chamber. The thickened muscle usually develops in response to chronic high blood pressure (pressure overloaded) or excessive blood volume filling the left ventricle (volume overloaded i.e., aortic valve regurgitation and dilated cardiomyopathy), which creates more work for the heart. Over time, the heart muscle becomes stiff and the amount of blood that the heart can effectively pump out to the body begins to drop, left untreated, the overdeveloped heart muscle will wear out and eventually fail (Mayoclinic, 2006). 

Signs and symptoms of LVH depend on the underlying cause. Since LVH may take up anywhere from weeks to years to develop, patients may not have any signs and symptoms such as shortness of breath, chest pain, irregular heartbeats, dizziness, fainting (Mayoclinic, 2006).
Case Study 2
What other factors may exacerbate CHF? 
1. The patient’s drug non-compliance will exacerbate CHF (left heart failure). 

· ACE inhibitors reduce preload and afterload and have been shown to reduce mortality in left heart failure by as much as 30 %.

· Salt restriction and diuretics are effective in reducing proload.

· Antidysrhythmic increases contractility and hemodynamic perfusion
· Beta-blockers improve symptoms and increase survival.

· will prevent from 

2. Untreated risk factors will exacerbate CHF-high blood pressure, coronary artery disease, heartattack, irregular heartbeats, diabetes, sleep apnea, congenital heart defects, viruses, alcohol use, kidney condition (in relation to hypertension and fluid retention)

3. Lack of self-care: smoking, maintaining a healthy weight, restricting daily sodium and fluid intake, consuming excessive alcohol, high stress and lack of exercise, unmanaged sleeping problem and so on (Mayoclinic, 2006).
4. Dysfunctions in neurohumoral and inflammatory processes (Brashers,2006)
· Catecholamines-causes numerous deleterious effects on the myocardium, including direct toxicity to myocytes, induction of myocytes apoptosis, myocardial remodeling, down-regulation of adrenergic receptors, facilitation of arrhythmias, and potentiating of autoimmune effects on the heart muscle.

· angiotensinII-activation of the rennin-angiotensin-aldosteone system causes increases in preload and afterload and direct toxicity to the myocardium. High circulating levels of Ang II is associated with an increased mortality in the individuals with CHF.
· Aldosterone –also contributes to myocardial fibrosis, autonomic dysfunction and dysrhythmias.

· Arginie vasopressin-esacerbate hyponatremia and edema in CHF

· Natriuretic peptides-atrial and brain natriuretic peptides are increased in CHF and may have some protective effect by decreasing preload

· Endothelial hormones-endothelin is a potent vasoconstrictor and is associated with a poor prognosis in individual with CHF

· Endotoxin-increased serum levels in individuals with CHF.

· Tumor necrosis factor-alpha and interleukin-6-elevated in CHF and contributes to myocardial remodeling and may contribute cardiac cachexia (weight loss and weakness in patients with CHF)
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