Dr. Post - Risk factors:

Markers just occur w/disease, but if reduction of risk factor reduces disease it is causal

Some risk factors are modifiable (cholesterol, smoking) others not (age, gender, genetics)

Hypertension: 95% is primary, caused by ( CO and/or ( peripheral resistance

Secondary HTN can be due to renal, vascular, endocrinological or pharmacological

Pulse pressure: Stiffening of vasculature ( ( pressure in systole, ( in diastole

Pulse wave reflection (where low meets high resistance) travels back towards heart

Wave moves faster in older people w/less compliant vessels, augmenting systolic P

Can be associated w/LVH

Family history: Shown by clustering, twin studies, genetics, animal models, ethnic, heritable risk factors (BP, LDL, HDL, etc), genetic markers (polymorphisms)  

Diabetes: 80% diabetic deaths due to CAD.  Insulin resistance ( metabolic syndrome

LDL glycosylation increases atherogenicity

Tobacco: 3 X the risk, dose-response relationship, but risk declines a few years after quit

Damage to endothelium can ( risk of sudden death, MI

Nicotine adversely effects athersclerosis, thrombosis, coronary spasm, arrhythmias

Age: 75% CAD deaths in elderly.  ( exposure, plus vascular stiffening/LVH

Obesity: Through effects on other risk factors (HTN, dyslipidemia, insulin resistance)

Sedentary lifestyle: Exercise can help reduce risk factors (30 minutes cardio / day)

Gender: Estrogen MIGHT ( LDL, ( HDL, improve endothelium, but HRT ( mortality

EtOH intake: ( HDL, too much ( liver disease, accidents, cardiomyopathy, HTN, fibs

Homocysteine: Homocysteinuria treat w/dietary restriction & B6

Cysathionine B-synthase deficiency, also ( in renal failure

Inflammation: CRP is risk factor, statins can ( CRP levels, aspirin helps modify risk

Subclinical atherosclerosis: Coronary calcification (CT), Carotid intimal thickness (US)

