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Vertigo in Vertebrobasilar Insufficiency
Keiko TANAKA

Department of Neurology, Brain Reseach Institute, Niigata University
(Director: Prof. Tadashi MIYATAKE)

The main symptom of vertebrobasilar insufficiency (VBI) — transient ischemic focal
neurological signs due to decreased blood supply to the vertebrobasilar resion— is ver-
tigo, though vertigo without any other neurological signs (solo vertigo) is not enough
to diagnose VBL.  The etiological factors of VBI are the hemodynamic disorder like
postural hypotension, cardiac arrythmia or blood hyperviscosity associated with athe-
losclerosis in arteries, usually in larger vessels of vertebrobasilar system or fibromuscular
dysplasia, cardiac embolism, compression to vertebral arteries with bony deformity etc.

It is very important to find out the patients who are in the stage of impending stroke

and need antiplatelet therapy among those with solo vertigo.

In this purpose, MR

angiography is becoming to be a very useful non-invasive tool to verify the arterial

stenosis or obstruction.
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1. athelosclerosis (stenosis, occlusion)
2. wvascular disease

1) vascular anomaly (hypoplasia, AVM)
2) fibromuscular dysplasia

3) wvasculitis

3. traumatic compression

1) vertebral dislocation

2) chiropraxis

3) spondylarthrosis

4) angiography

5) dissecting aneurysm

4. cardiac emboli

1) rheumatic heart disease

2) atrial fibrillation

3) myocardial infarction with mural thrombus
4) endocarditis

5) patent foramen ovale

5. decreased cardiac output

1) hypotention (postural)

2) infarction

3) Adams-Stokes

6. hematologic disorder

1) dysproteinemia

2) hemoglobinopathies

3) consumption coaglopathies

4) myeloproliferative disorders
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Cervical Vertigo

Takao HOMMA

Department of Orthopedic Surgery
Niigata University School of Medicine
(Director: Prof. Hideaki TAKAHASHI

Cervical vertigo was reviewed as to its mechanism, diagnosis and treatment, and

nine cases which had operation done were briefly presented.

Cervical vertigo has been

seen occasionaly in the cases of cervical spondylosis, frequently in the cases of trau-

matic cervical syndrome.

The mechanism is attributed to either vertebrobasilar insuf-

ficiency caused by compression on vertebral artery or irritation of “poterior cervical

sympathetic system”.

The diagnosis consists of reccurent vertigo attack with the neck
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