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E 1. Factors influencing prognosis

Risk factors for CV disease

Target - organ damage

Associated clinical conditions

I Used for risk stratification
* Level of SBP & DBP (grades 1-3)

* LVH (ECG, Echo, CXR)
« Proteinuria & /or creatinine |

Cerebrovascular disease
» [schemic stroke

(1.2-2.0 mg/dD)

* Men>55 yrs

» Evidence of atherosclerotic

* Cerebral hemorrhage

plaque (carotid, iliac & femoral

a aorta)
* Women > 65 yrs
¢ Smoking
« Total cholesterol >250 mg/dl
* Diabetes
» Family Hx of premature CV disease

II Other factors adversely influencing
prognosis

* Reduced HDL - cholesterol

¢ Raised LDL - cholesterol

* Microalbuminuria in diabetes

* Impaired glucose tolerance

* Obesity

¢ Sedentary lifestyle

» Raised fibrinogen

* High - risk socioeconomic group

 High - risk ethnic group

* High - risk geographic region

» Generalized or focal narrowing
of retinal a.

« Transient ischemic attack

Heart disease

o MI

* Angina

» Coronary revascularization
* CHF

Renal disease

» Diabetic nephropathy

* Renal failure (Cre >2.0 mg/dl)
Vascular disease

» Dissecting aneurysm

» Symptomatic arterial disease
Advanced hypertensive
retinopathy

» Hemorrhage or exudate

* Papilledema
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£ 2. Stratification of risk to quantify prognosis

Blood Pressure (mmHg)

Other Risk Factors Grade 1(mild) HTN Grade 2 (moderate) HTN | Grade 3(severe) HTN
& Disease History (140- 159/90 - 99) (160-179/100 - 109) (>180/110)

I no other risk factors LOW RISK MED RISK HIGH RISK

T 1-2 risk factors MED RISK MED RISK V HIGH RISK

TIL. 3 o Thone sk Lagion HIGH RISK HIGH RISK V HIGH RISK

or TOD or diabetes
IV ACC V HIGH RISK V HIGH RISK V HIGH RISK

TOD: Target Organ Damage
ACC:
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Associated Clinical Conditions including clinical cardiovascular disease and renal disease
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3 3. Antihypertensive drug therapy for patients with co - morbid conditions.

Compelling Indications unless Contraindicated

DM (type I) with proteinuria
Heart failure

Isolated systolic HTN (older patients)

ACE inhibitors
ACE inhibitors, diuretics
Diuretics (preferred), CCB (long - acting dihydropyridine)

MI BB (non-ISA), ACE inhibitors (with systolic dysfunction)
Favorable Effects on Co-morbid Conditions
Angina BB, CCB (long - acting)

Atrial tachycardia & fibrillation
Cyclosporine - induced HTN

DM (type I & II)with proteinuria
Dyslipidemia

Essengial tremor

Heart failure

Hyperthyroidism

Migraine

Osteoporosis

BPH

Renal insufficiency

(except renovascular HTN & creatinine >3 mg/dL)

BB, CCB (non - dihydropyridine)

CCB

ACE inhibitors (preferred), CCB

a-Blockers

BB (non - cardioselective)

Carvedilol, angiotensin II antagonists, low - dose BB
BB

BB (non - cardioselective), CCB (non - dihydropyridine)
Thiazides

a-Blockers

ACE inhibitors

Potential Unfavorable Effects on Co-morbid Conditions

Bronchospastic disease
Depression

DM (type I & II)
Dyslipidemia

Gout

2nd & 3rd degree heart block
Heart failure

Liver disease

Peripheral vascular disease
Pregnancy

Renal insufficiency
Renovascular disease

BB

BB, central @-agonists, reserppine

BB, high -dose diuretics

BB (non-1ISA), diuretics (high dose)
Diuretics

BB, diltiazem, verapamil

CCB (except amlodipine, felodippine)
Labetalol, methyldopa

BB

ACE inhibitos, angiotensin II antagonists
Patassium -sparing agents

ACE inhibitors, angiotensin II antagonists

CCB: calcium channel blocker, BB: 8- blocker.
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# 4. Guidelines for selecting drug treatment of hypertension

Class of drug Compelling indications

Possible indications Compelling contraindications Possible contraindications

Diuretics Heart failure DM Gout Dislipidemia
Elderly patients Sexually active males
Systolic HTN
/8- Blockers Angina Heart Failure Asthma, COPD Dyslipidemia
After MI Pregnancy Heart block Athletes & physically
active patients
Tachyarrhythmias DM Peripheral VD
ACE inhibitors Heart failure Pregnancy
LV dysfunction Hyperkalemia
After MI Bilateral renal a stenosis
Diabetic nephropathy
CCB Angina Peripheral VD Heart block CHF
Elderly patients
Systolic HTN
- Blockers BPH Glucose intolerance Orthostatic hypotension
Dyslipidemia
Angiotensin II ACE inhibitor cough ~ Heart failure Pregnancy
antagonists
Bilateral renal a stenosis
Hyperkalemia
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