· Cholesterol Screening
-In adults over 20 screening is done every 5 years,
- ATP III is recommended since it covers total cholesterol, LDL cholesterol, HDL cholesterol, and triglyceride cholesterol
- Blood is drawn 12 hours after fasting
- Total cholesterol-less than 200 mg/dl no more than 240 mg/dl is high risk
-HDL cholesterol- less than 35mg/dl (book says between 40-60)
-LDL cholesterol- less than 130 mg/dl
- Triglycerides- less than 150
- For children start between the ages of 2 and 10 and repeat every 3-5 years if at high risk or have family history
- Statin drugs such as HMG-CoA reductase inhibitors ( atorvastatin ( Lipitor), Fluvastin (lescol), Lovastatin ( mevacor), Rosuvastatin ( crestor)  increase HDL 5- 22% and decrease LDL 21-61% and LDLD receptors and triglycerides common and serious adverse effects are myopathy and hepatotoxicity this treatment is lifelong and shouldn’t be used on patients with chronic liver disease or pregnant patients. Should also monitor creatine kinase ( ck)levels and ULN  levels and  liver function test. Adverse effects include headache, rash, cramps, constipation, ab pain but effects are usually rare. 
- 	Niacin
		- Reduce LDL and Triglycerides and increase HDL levels
		- Mainly decrease triglycerides which in turn decreases LDL
- Comes in tablets ( Immediate release, timed release, controlled release, sustained release) and also in capsules ( timed release, extended release and sustained release). If its immediate release it will cause upper body flushing for weeks and they use prophylactin (aspirin) to manage it. Niaspan a type of niacin is used for slow release allowing levels to rise slowly and minimizing flushing but it is more expensive
- Adverse effects include skin flushing and iching, GI upset, vomiting, diarrhea, nausea, flushing can be avoided with asprin taken 30 minutes before the dosage or using niaspan, liver injury can occur along with gouty arthritis and hyperglycemia.
- 	Risk Factors for Coronary Artery Disease (CAD)
- Can be identified as conventional ( major) vs nontraditional ( novel) and modifiable vs nonmodifiable.
- Conventional include advanced age, male gender or women after menopause, family history 
- Modifiable Conventional include dyslipidemia, hypertension, smoking, diabetes and insulin resistance, obesity, sedentary lifestyle, and n atherogenic diet 
-
	- Defects increasing Pulmonary Blood Flow
		- PDA- failure of Ductus Arteriosus to close in the first 15 hours of life causing left to right blood shunting accounting for 5-10% of defects and is noticed by a Continuous machinery type murmur, bounding pulses, thrill upon palpiation, and pulmonary overcirculation
		- ASD- 4th most common defect that also allows left to right blood shunting , is 5-10 % of defects, Has three types including ostium primum where the opening is found low in septum, ostium secundum where the opening is found in the middle of septum and sinus venosus where the opening s found. This is notived by ventricle enlargement a murmur, and a wide fixed splitting sound of the second heart sound.
		-VSD- most common type of heart lesion and is 25-33% of all defects. Allows left to right blood shunting and left ventricular enlargement. Noticed by loud holosystolic murmur and thrill associated with infants with feart failure and poor weight gain
	-Defects Decreasing Pulmonary Blood Flow		
		-Tetrology of Fallot- has four large defects including large vsd high in spetum, overriding arorta, pulmonary stenosos, and RV hypertrophy. Most common cyanotic heart defect and can cause clubbing of fingers and toes
	-Triscupid Atresia- imperforated triscupid valve and is third most common cyanotic heart defect. Absent right ventricle and varying degrees of pulmonary stenosis, and can cause clubbing and pilycythemia in the long run 

- Obstructive Defects
	
	-Coarctation of the aorta is narrowing of lumen impeding blood flow acoounts for 8-10% of cases and depends on vascular resitance and location 
	- Aortic stenosis- this is malformation of the cusp obstructing blood flow and vausing LV hypertrophy, exercise intolerance, syncopal episodes, epigastric pain and chest pain
	- Pulmonary stenosis- consist of abnormal thickening of vavle leaflets can be heard by systolic ejection murmur

- Mixed Defects
	- Transposition of great arteries- Consist of 2 parallel circuits that carries unoxgenated blood throuth the systemic circulatory system and oxygenated blood repeatly throughout the pulmonary circulatory system. Mixing can occur through the foramen ovule and the ductus artriousus but once it closes off hypoxemia can occur causing metabolic acidosis, tachypnea, and tachycardia
	- Truncus arteriousus- failure of the trunus to divide into an aorta and puilmonary artery so the blood mixes repeatly in the ventricles and circulates through both systems causing more flow into lungs due to less pressure causing cyanosis

· Kawaski disease- aka mucocutaneous lymph syndrome. Acute self limiting systemic vascularitis. Japan. Capillaries and arteries become inflamed, spreads to larger vessels and coronary aneurysms appear, arteries begin granulation.Tunica intima thickens, calcification is present and coronary artery stenosis occur by Day 41. Symptoms include fever, conjunctivitis, strawberry tongue, changes in extremities, edema and erythema. 

1) Hypertension
a) Primary hypertension- also called essential or idiopathic hypertension affects 90-95% of hypertensive individuals and has no cause
b) Secondary hypertension- caused by altered hemodynamics associated with a primary disease, such as renal disease
c) Isolated systolic hypertension-elevated systolic and normal diastolic blood pressure
d) Hypertension is a complex disorder that affects the entire cardiovascular system, and all types and stages of hypertension are associated with increases risk for target organ disease events, such as myocardial infarction, kidney disease, and stroke. Hypertension is caused by increases in cardiac output, total peripheral resistance, or both
2) Treatment of essential hypertension in African Americans
a) Hypertension often goes untreated until after significant organ damage has occurred. Increased risk of developing hypertension earlier, likely to be more severe, greater risk of heart disease, end-stage renal disease, and stroke,  and death from heart disease or stroke
b) Diuretics can decrease morbidity and mortality. First choice drugs
c) CCBs and Alpha/beta blacker or ACE inhibitors are less effective in African American. However, ACE Inhibitors and Beta Blockers should be used if they are strongly indicated for a comorbid condition. Ex Type 1 diabetes with proteinuria. 
d) ACE Inhibitors should be used in patients with hypertensive nephrosclerosis, a condition for which ACE Inhibitors are superior to CCBs.
3) Beta Blockers-
a) End in “olol”, four useful actions
i) Blockade of cardiac beta1 receptors decreases heart rate and contractility, thereby causing decreased cardiac output
ii) Can suppress reflex tachycardia caused by vasodilators
iii) Blockade of cardiac beta1 receptors on juxtaglomerular cells of the kidney reduces release of renin, thereby reducing angiotension II-mediated vasoconstriction and aldosterone-mediated volume expansion
iv) Reduce peripheral vascular resistance. Could account  for most of antihypertensive effects
b) With careful control of dosage, beta blockers can improve patient status. Carvedilol, bioprolol, and metoproolol can improve LV ejection fraction, increase exercise tolerance, slow progression of heart failure, reduce need for hospitalization, and prolong survival. Can prolong survival in patients with heart failure and hence are considered first-line therapy. To avoid excessive cardiosuppression, dosage must be very low initially and then gradually increased.
c) Adverse effects- fluid retention, fatigue (#1 complaint), hypotension, bradycardia or heart attack. Decreases AV conduction- should not be used by patients with sick sinus syndrome, or second/third degree AV block. Should not be used in diabetic patients. 
4) Digoxin-cardiac glycoside-used for heart failure and control of dysrhythmias
a) Increase myocardial contractile force-increased cardiac output. May shorten life in women. Digoxin inhibits an enzyme known as sodium, potassium-ATPase. Inhibition this enzyme promotes calcium accumulation within myocytes. The calcium then augments contractile force by facilitating the interaction of myocardial contractile proteins: actin and myosin, Increases ventricular filling time. Eliminated in kidneys. Is the only inotropic agent that is effective and safe when used orally, and hence is the only one suitable for long-term use.
b) Therapeutic range 0.5-1.1. Seeing halos around lights is a sign of toxicity. Toxicity- cardiac dysrhythmias (most serious). AV black with escaped beats is most common, ventricular flutter and fibrillation is the most dangerous. Others include anorexia, nausea, vomiting, fatigue, hypokalemia, and visual disturbances.
c) Nursing- Heart rate has to be at least 60 (if less, hold med, call doctor), monitor potassium levels (3.5-5.0), do not take with meals, given orally or intravenously. When given IV, assess cardiac status continuously for 1-2 hours. If severe digoxin overdose- use Digibind. GI and CNS effects often precede dysrhythmias and therefore can provide advanced warning of toxicity
d) [bookmark: _GoBack]Drug interactions- diuretics (increased risk of dysrhythmias due to potassium loss, most common reason for dysrhythmia), ACE Inhibitors and ARBs (can increase potassium thereby decreasing response to digoxin), Sympathomimetic drugs (increases heart rate-risk of tachydysrhythmia), Quinidine (cause plasma levels of digoxin to rise), Verapamil (can increase plasma levels of digoxin)
Angiotensin II- the most prominent actions are vasoconstriction and stimulation of aldosterone release. Both actions serve to raise blood pressure
· May cause pathologic structural changes in heart and blood vessels
· In the heart it increases cardiac mass
· In  hypertension it may be responsible for increasing the thickness of blood vessel walls
· In atherosclerosis it is responsible for thinking the intimal surface of blood vessels
· In heart failure and myocardial infarction may be responsible for causing cardiac hypertrophy and fibrosis.
Increases fluid and sodium retention


		
		
		


