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Table 1. 0|H 2| &0l

External ear origin
Ear wax blockage
Middle ear origin
Serous ofitis media, chronic otitis media, otosclerosis
Inner ear & retrocochlear origin
Age related hearing loss
Noise induced hearing loss or acoustic frauma
Meniere's disease
Acoustic neuroma
Blood vessel disorder
Head and neck tumor
Turbulent blood flow
High blood pressure
Atherosclerosis
Arteriovenous malformation
Drug ingestion
Antibiotics
Anticancer drug
Aspirin
Quinine
Diuretics
Stress, depression
Head & neck injury
Idiopathic

S2AMEO| Discordant dysfunction
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Fig. 2. 0|Ho| AMZAMe| 2E (Jastreboff 1990).
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Fig. 3. Role of non-classical pathway in tinnitus. A : Classical pathway. B : Non-classical pathway (Moller 2003).
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Fig. 4. 0| 2| somatic pathway (Levine 2003).
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germont and Roberts, 2004).
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Fig. 7. Simplified diagram showing. A : Increased firing
rate. B . Increased synchrony of neural firing.
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Fig. 8. Positron-emission fomography shows foci of neural activity in auditory cortical sites in the temporal lobe from a
group of patients with tinnitus perceived in the right ear (Lockwood 1998).
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