Risk factors for CV diseases
Slide 1 (CISC): cancer, ischaemic heart disease, stroke, COPD
Slide 2: Explains that over 30 years, incidence of DEATH from CV disease (CAD) has reduced, and this is attributed to reduction in risk factors (50%), and reduction in death rate in hospital due to better treatment (50%). 

Slide 3 (HAMACHD): hypercholesterolaemia, age, male, a family history, cigarette smoking, hypertension, diabetes

Slide 4 (LOH): lack of exercise, obesity, homocysteinaemia (these are other possible risk factors – I believe obesity belongs to the established category, above).

Slide 5: Explains that risk factors were established through epidemiological studies. The mechanism of these risk factors causing disease can be done by lab trials, and the value added to the community by comparing removal of risk factors and incidence of CAD is done by clinical trials. Note that even though we know the risk factors – we don’t really know that they cause the disease, rather they are the ‘risk markers’
Slide 6 (p2): Bull shit

Case study

Slide 7 (p2):  case study details
Slide 8 (p2): explains that smoking itself (without other risk factors compounding the effect) is responsible for 20% (i.e.: 20% of 30,000) of all CAD mortality, and it doubles the incidence of CAD + increases risk by 70% (most effective if age < 65yrs old). 

Slide 9 (p2): Explains that the more you smoke, the higher the risk of attaining CAD + it doesn’t matter if you smoke low tar variety. Most importantly, smoking compounds the effect of other risk factors such that the total risk increases dramatically. 
Slide 10 + 11 (p2): Explains that quitting is difficult, and if someone quits the success rate of keeping them off cigs for 1 year is between 10-40%. Most importantly, 90% of those who quit fully do it without any help. The treatment plan includes (BACHANB): behavioural, aversive, counselling, hypnosis, acupuncture, nicotine patch/gum, buproprion. 

Slide 12 (p3): If someone hasn’t smoked for >= 5 years, then risk returns (50-70% reduction) to normal person’s risk. 
Slide 13 (p3): Hypertensions is positively related to incidence of MI (most common) & stroke. Most importantly systolic + diastolic both indicators. 
Slide 14 (p3): Severe hypertension defined as diastolic > 115mmHg. In such cases, pharmacological therapy reduces incidence of stroke and MI. Mild-moderate hypertension defined as >90mmHg but < 114mmHg – pharmacological therapy reduced incidence of stroke by 42%, and MI by 14%. All vascular cause mortality reduced by 21%. 
Slide 15 (p3): Other ways of reducing hypertension (RSDW): regular exercise, sodium restriction, decrease excessive alcohol intake, weight loss. 

Slide 16 + 17 (p3): Hypertensive management pharmacologically: thiazide diuretics, beta blockers, ACE inhibitors, Ca2+ blockers. 
Slide 18 (p4): If you reduce your diastolic blood pressure by 1mmHg, then your risk of MI reduces by 2-3%. 

Slide 19 (p4): Explains that there is a positive relationship between serum cholesterol and incidence of heart disease. LDL proportional to risk of heart disease, HDL inversely proportional to risk of heart disease. If you have high LDL, and low HDL – then risk is compounded. 

Slide 20 + 21 (p4): Refer to lecture notes

Slide 22 (p4): It is important to treat 2nd causes of hypertriglyceridaemia, and hypercholesterolaemia. Hypercholesterolaemia – reduce saturated fats, hypertriglyceridaemia – diabetic control, weight reduction, CHO reduction

Slide 23 + 24 + 25 (p4/5): DRUGS AVAILABLE for management: 1) HMG-CoA reductase inhibitors used for reducing high levels of LDL. Examples include: simvastatin, pravastatin – both reduce incidence of CV disease + death. Side effects: myositis, hepatitis, angio-oedema. 2) Bile acid binding resins, examples include: cholestyramine, cholestipol. Works by binding to bile acids, and prevent reabsorption (exogenous pathway), and increases metabolism of circ cholesterol. Show to reduce circulating LDL and IHD events, but no effect on mortality. S/E: nausea, bloating, constipation/diarr. 3) Fibrates, examples include: gemfibrozil. Works by stimulating LPL & breakdown of TG, causes increase in HDL. S/E: myositis. Drug therapy is only for high risk patients, mostly done by diet and other aspects.
Slide 26 (p5): Mortality from CAD is increased 3-7X for females who have diabetes, than for males of same criteria. Usually type II. 

Slide 27 (p5): maintaining blood sugar levels will reduce risk of heart disease. Type II diabetes can be prevented by exercising regularly, and weight control (obesity is bad). 

Slide 28 (p5): Now we consult the possible risk factors such as physical activity. Risk of death from CAD is twice as high in sedentary people than active people. But these are observational studies instead of RCT (so controversy). Recent RCT shows vigorous exercise decreases progression of atherosclerosis and may in fact help regress existing lesions.

Slide 29 (p5): Exercise has many effects on other risk factors as well.
Slide 30 (p6): Obesity is a risk factor for diabetes, hypertension and lipid abnormalities. These 2nd diseases are also risk factors for CAD, so there is a relationship here. But obesity itself may not be responsible for CAD. Distribution of fat is important: abdominal, and upper body fat is more risky than lower limb fat. BMI bad indicator of risk. 

Slide 31 (p6): same as above

Slide 32 + 33 + 34 + 35 (p6): Primary prevention is focused on smoking, hypertension, and lifestyle control of cholesterol, weight loss + exercise, diabetes (reduce obesity) + in established disease: control strictly, mild alcohol consumption is said to be good, aspirin (only for high risk group). 2nd prevention (i.e.; already established disease): smoking, pharmacological therapy for hypertension + hypercholesteraemia, aspirin, B blockers, ACE inhibitors (for LV dysfunction patients following MI). 

In our case study, follow 2nd prevention pattern as disease has been established.  

