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Figure 1. Frequency of each types of stroke”.
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Figure 2. Average age -adjusted incidence
rates of stroke®.
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Table 1. Modifiable risk factors of stoke?

Risk factors

Modification

Hypertension
Heart disease

Atrial fibrillation
Diabeles melitus
Hypercholesterolemia
Physical inactivity
Smoking
Heavy alcohol use
Asymptomatic carotid stenosis
Transient ischemic attack

Antihypertensives, diet

Antiplatelets

Anticoagulants, antiarrhythmics

Glucose control

Lipid - lowering medication, diet

Routine exercise

Cessation

Quantity reduction

Antiplatelets, endarterectomy

Antiplatelets, endarterectomy,
anticoagulants
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Table 2. Frequency of lacunar syndromes?

Syndrome n Percent
Pure motor hemiparesis 181 57
Sensorimotor 63 20
Ataxic hemiparesis 33 10
Pure sensory 21 7
Dysarthria — clumsy hand 18 6
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Table 3. Laboratory and diagnostic tests recommended for patients with suspected stroke'

Complete blood count

Blood glucose level

Serum electrolytes, including magnesium and calcium*
Serum creatinine level

Prothrombin time and partial thromboplastin time
Electrocardiogram

Chest radiographt

Urinalysis

Brain computed tomographic or magnetic resonance imaging scan
Carotid duplex ultrasound$

Holter monitor or loop monitor§

Transthoracic or transesophageal echocardiogram?®
Cerebral angiogam §

Lumbar puncture $

* Abnormalities in serum magnesium and calcium levels can rarely produce stroke - like symptoms
' A chest radiograph may be helpful in assessing cardiac disease and aspiration pneumonia.

A urinalysis can detect occult blood that may indicate embolic events in the kidney.

§ These tests are indicated only for certain patients, depending on stroke type and clinical setting.
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Figure 5. A bilobed aneurysm of the left

internal carotd artery'.
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