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This article provides an update on tinnitus for audiologists and other clinicians who provide 
tinnitus-specific services. Tinnitus can be attributable to hearing loss, somatosensory system 
dysfunction, or auditory cortex dysfunction, with hearing loss being the most common cause 
and serious underlying pathologies being rare. Hearing loss does not always lead to tinnitus, 
and patients with tinnitus do not always suffer from hearing loss. The first scenario is ex-
plained by a so-called inhibitory gating mechanism, whereas the second assumes that all tin-
nitus sufferers have some degree of hearing impairment, which might not be detected in 
standard audiological examinations. The treatments should aim at symptomatic relief and 
management of associated distress. Current treatment options include pharmacotherapy, ed-
ucation, counseling, cognitive behavioral therapy, and sound therapy.
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Tinnitus Update

INTRODUCTION

Tinnitus is defined as the phantom perception of sound without corresponding acoustic 
or mechanical correlates in the cochlea.1 The term tinnitus is derived from the Latin word 
tinnire, meaning “to ring.”2 The prevalence of tinnitus varies between countries, which is 
usually due to differences in the definition of tinnitus as well as technical difficulties in quan-
tifying its severity.3,4 The largest and most scientifically reliable study was performed as part 
of the national study of hearing in England (n=48,313), which revealed that 10.1% of the 
adult population is suffering from tinnitus and that its prevalence increases with age.5 The 
prevalence of any type of tinnitus in South Korean adults is estimated to be 19.7%, with 
29.3% of tinnitus sufferers experiencing annoying tinnitus that affects the quality of their 
daily lives.6 The prevalence of tinnitus might be somewhat higher in females than in males.7-9 

Tinnitus represents one of the most common and distressing otological problems,8,9 and 
it sometimes manifests with accompanying symptoms that lower the quality of life, such 
as anxiety, depression, insomnia, hearing loss, and hyperacusis.9,10 The severity of tinnitus 
is not necessarily related to its loudness or psychoacoustic characteristics.10 Most patients 
with tinnitus are not significantly bothered by it, but some of them experience anxiety, de-
pression, and extreme life changes.11,12 The numerous published studies concerning tinnitus 
causes, mechanisms, and treatments can be overwhelming and difficult to understand for 
both clinicians and patients. The purpose of this article is to provide a brief updated summa-
ry of tinnitus, including its etiologies, causes, risk factors, triggering factors, mechanisms, 
natural course, and treatments.

CLASSIFICATION OF TINNITUS

Tinnitus has been classified in several ways, such as subjective or objective, pulsatile or non-
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Fig. 1. A case of a high jugular bulb. (A) A 33-year-old female presented at our clinic with pulsatile tinnitus on her left ear with a 2-year history. 
The tinnitus was diminished by pressing just posterior to the left mandibular angle with her two fingers. There were no significant findings in 
blood tests for anemia, thyroid dysfunction, and hematological malignancy. Axial (B) and coronal (C) images of temporal-bone computed tomog-
raphy revealed jugular-bulb diverticulum (arrows) at the level of the oval window without bony dehiscence, suggesting a high jugular bulb on the 
left side. Ten years had passed since her first visit to our clinic. In a recent follow-up call on June 25, 2020, the patient reported that her tinnitus 
was continuing but that it did not disturb her daily life or sleep. Written consent was obtained from the patient.
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pulsatile, tonal or nontonal, and acute or chronic. The clas-
sification into subjective and objective tinnitus is common, 
with subjective tinnitus only being audible to the affected in-
dividuals, whereas objective tinnitus can also be heard by an 
external observer.11-13 For mechanically induced objective tin-
nitus to be heard by anyone, the sound intensity needs to ex-
ceed a certain threshold. This means that “objective tinnitus” 
is a misleading term, and we instead prefer to call it “somat-
osound.”13,14 While the causes of tinnitus are benign in most 
cases, the clinical significance of somatosound covers a wide 
variety that clinicians should be aware of. Somatosound is 
often generated in various parts of the body, including the 
ear, head, neck, and other vascular structures such as arterio-
venous malformations or fistulas, cavernous hemangiomas, 
aneurysms, and vascular stenosis.15,16 Sometimes muscular 
structures are responsible for somatosound, and symptoms 
of tinnitus that are abrupt, unilateral, and pulsatile with or 
without a neurological deficit could be considered as red-flag 
signs. For example, muscular tremor can be heard in patients 
with a lesion in the Guillain-Mollaret triangle that could be 
caused by ischemic, neoplastic, demyelinating, traumatic, in-
flammatory, or rare neurodegenerative processes such as pro-
gressive supranuclear palsy, multiple system atrophy, or amy-

otrophic lateral sclerosis (Table 1).12,17

Tinnitus can also be categorized based on the sound being 
either pulsatile or nonpulsatile.12,13,18,19 This kind of clinical 
categorization is helpful in the differential diagnosis.19 Non-
pulsatile tinnitus is often associated with age-related hearing 
loss and noise exposure.2,19,20 Neurological disorders such as 
brainstem infarction, cerebellopontine-angle tumor, and mul-
tiple sclerosis are known to cause unilateral nonpulsatile tin-
nitus.2 On the other hand, pulsatile tinnitus can be either sub-
jective or objective depending on its cause and severity.12 
Intracranial hypertension is one of the most common causes 
of subjective pulsatile tinnitus.21 Pulsatile tinnitus often has 
vascular origins and so is associated with the pulse, leading 
to so-called vascular tinnitus caused by conditions such as 
arterial bruits, high jugular bulb with or without diverticu-
lum, systemic hypertension, venous hums, arteriovenous 
malformation, and vascular tumors.22,23 The relatively com-
mon condition of a high jugular bulb often results in vascular 
tinnitus that is audible to an examiner.23 The advent of high-
resolution computed tomography (CT) scanning in the 1980s 
led to temporal-bone computed tomography (TBCT), which 
offers the highest structural resolution of the currently avail-
able imaging modalities and enables the identification of many 
vital structures in the inner ear, temporomandibular joint 
(TMJ), and adjacent vascular cavities including the carotid 
canal and jugular bulb.24 A high jugular bulb often causes 
vascular tinnitus, and TBCT is the first choice for detecting 
venous anomalies.23 One study found that a high jugular bulb 
was responsible for 47.4% of vascular tinnitus following ve-
nous hum (17.5%). 

Table 1. Red flag signs for tinnitus

Pulsatile tinnitus
Unilateral tinnitus with abrupt onset
Tinnitus with acute hearing difficulty
Any tinnitus with concomitant neurologic deficit
Any tinnitus with audible bruit or hums
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Tinnitus can be auscultated objectively on the affected side 

of the posterior neck and be louder when the head is turned 
to the unaffected side.25 Patients might describe the tinnitus 
as being attenuated or even disappearing after pressing the 
area where it is heard (Fig. 1). A diagnosis of a jugular-bulb 
anomaly might remove the need for further imaging investi-
gations.23 However, magnetic resonance venography can be 
considered for excluding other vascular or intracranial pa-
thologies.23 On the other hand, when a patient presents with 
a red-flag sign without any otoscopic abnormalities, vascular 
tinnitus of arterial origin should be considered. In such cas-
es, transcranial Doppler sonography might be the first choice 
along with magnetic resonance angiography or brain CT an-
giography to search for conditions such as a dural arteriove-
nous fistula, atherosclerotic carotid artery disease, and cere-
bral aneurysm.23 Other imaging modalities such as magnetic 
resonance imaging (MRI) with enhancement would be need-
ed to look for tumorous lesions in the brain, and diffusion-

weighted imaging along with perfusion scan would be help-
ful for also identifying stroke lesions.23 Asynchronous pulsatile 
tinnitus may have a mechanical origin such as palatal muscle 
contraction, eustachian tube contraction, or myoclonus of 
the middle-ear muscle (Table 2).26-28

Another way to classify tinnitus is according to whether 
the sound is tonal or nontonal.14 Many clinicians use the term 
“tinnitus” when referring to tonal nonpulsatile tinnitus. Tin-
nitus can also be classified into acute or chronic depending 
on the duration of symptoms. Tinnitus that is temporary (last-
ing for up to 3 months) is referred to as acute tinnitus, while 
chronic or ongoing tinnitus refers to the condition lasting for 
longer than 3 months.29,30 This kind of duration-related clas-
sification is neither helpful nor reliable because the description 
of symptoms is solely based on the patient’s history. Nonethe-
less, timely management is required when acute-onset tin-
nitus is accompanied with an unexplained balance problem 
and focal neurological symptoms, which is one of the red-
flag signs prompting diagnostic workups such as TBCT or 
MRI.31,32 The present article uses the term tinnitus to refer to 
tonal nonpulsatile tinnitus.

TINNITUS MECHANISMS

The earliest speculations regarding the site of tinnitus gener-
ation described a cochlear origin.33 This view has shifted over 
time to tinnitus originating in the central auditory system 
rather than to mechanisms in the peripheral auditory system 
such as due to cochlear damage;13 that is, abnormal audito-
ry signals activate neural plasticity within central auditory 
structures and manifest as tinnitus.33 However, it turns out 
that the pathophysiology of tinnitus is not limited to the au-
ditory system,34 with the somatosensory system also provok-
ing or modulating tinnitus,35 and the limbic system being 
necessary for its maintenance.34 Previous theories on tinnitus 
have assumed that it can play a reactive role for limbic struc-
tures, which might explain the acquired distress response.1,36 
The present model assigns a more-central role to limbic and 
paralimbic structures in and around the subcallosal area, 
where they participate in a self-regulating gating process that 
can prevent the tinnitus signal from being perceived.36 Func-
tional and structural abnormalities in the limbic and audito-
ry areas can also contribute to tinnitus.36

Cause and etiology of tinnitus
The term “cause” refers to biological or structural changes, 
while “etiology” refers only to the events associated with tin-
nitus onset, and not to the underlying mechanisms.13 Tinni-
tus does not represent a disease itself, but rather is a symptom 
of a variety of underlying diseases.8 The etiologies are known 

Table 2. Classification of tinnitus and its underlying etiology

Types Causes
Tonal tinnitus

Bilateral Presbycusis 
Chronic noise exposure 
Ototoxic medication
Head trauma with/without acoustic  
  trauma
Meningitis
Neurosyphilis

Unilateral

Neurologic signs Brainstem lesion such as stroke, tumor,  
  demyelinating disease, etc.

No neurologic signs Chronic noise exposure on one ear
Ear infection
Ear drum lesion
Meniere disease
Semicircular canal dehiscence

Somatosound

Bilateral or unilateral

Pulse synchronous Systemic hypertension
Arterial bruits
Venous hums
High jugular bulb
Arteriovenous malformation
Intracranial aneurysm
Vascular tumors
Idiopathic intracranial hypertension

Pulse asynchronous Middle ear muscle myoclonus
Palatal muscle contraction
Eustachian tube contraction
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to include noise trauma, administration of ototoxic drugs 
(e.g., aminoglycosides, cisplatin, and salicylates), and head 
and neck injuries.37 Regardless of the causes, the three main 
locations where tinnitus is initiated are the peripheral audi-
tory system,36 somatosensory system,35 and auditory cortex 
(Fig. 2).38,39 Lesions involving the dorsal cochlear nucleus 
(DCN),40 inferior colliculus (IC),13 and thalamus13 may also 
cause tinnitus. Furthermore, serotonin36 and the N-methyl-
D-aspartate (NMDA) receptor41 are assumed to be potential 
therapeutic targets for blocking the initiation of tinnitus.

Anatomy of tinnitus

Cochlea
The most common cause of tinnitus is noise-induced hearing 
loss, followed by changes in the central auditory pathway.1,36 
However, some people with tinnitus exhibit normal hearing 
ability,37 which is probably due to their degree of hearing im-
pairment not being detectable in a standard audiological ex-
amination.36 On the other hand, many people with hearing 
loss never develop tinnitus.37

Somatosensory system
Tinnitus may be provoked or modulated by stimulation from 
the somatosensorial system.35 Somatosensory stimuli disin-

hibit the ipsilateral cochlear nucleus to produce excitatory 
neuronal activity within the auditory pathway that results 
in tinnitus. However, tinnitus without hearing loss following 
trauma makes the association more tenuous and raises the 
possibility of trauma only indirectly causing tinnitus, perhaps 
via a somatic mechanism.42

Brain cortex
Damage to the brain cortex related to auditory perception alone 
can lead to tinnitus without contributions from peripheral in-
fluences. Examples include acute hemorrhage of a small cav-
ernous angioma located adjacent to the contralateral primary 
auditory cortex,38 and a lesion involving the superior tempo-
ral gyrus and the inferior portion of the supramarginal gyrus.39

DCN
Several studies have speculated that altered neuronal activi-
ty at the level of the DCN is primarily involved in tinnitus 
induction, due to an interplay between nonauditory brain-
stem structures and that nucleus.40 However, while the DCN 
may be necessary for tinnitus initiation, it is not necessary 
for the maintenance of chronic tinnitus.13

IC
Hyperactivity of IC neurons might be associated with chron-
ic tinnitus but not with acute tinnitus.13

Thalamus
The thalamus is a structure that gaits sensory signals to the 
cortex to which the limbic structures of the brain are con-
nected.13 The pathway from the medial geniculate body to the 
amygdala provides a possible key connection between the per-
ception of tinnitus and the associated emotional component.13

Molecular mechanisms of tinnitus

Serotonin
Serotonin is considered to play a role in subjective tinnitus, 
such as that caused by the effect of certain antidepressant 
drugs.43 Tinnitus might be one of the symptoms of the over-
all depletion of serotonin, and patients with intermittent tin-
nitus might simply have fluctuating levels of serotonin.36 Se-
rotonergic neurons in the nucleus accumbens and subcallosal 
networks can mediate the sensory gating mechanism.36 Se-
rotonin depletion is assumed to cause tinnitus because a se-
rotonin-depleted status as seen in hypersensitivity to noise, 
and reduced rapid-eye-movement sleep and depression can 
co-occur with tinnitus. Patients with tinnitus may have an 
independent systemic vulnerability in one or more limbic-
relevant neurotransmitter systems, such as that involving se-

Auditory cortex

Thalamus Paralimbic system

Inferior colliculus

Dorsal cochlear nucleus

Peripheral auditory system 
(hearing loss)

Somatosensory input

① ②

Brain

③

④ ⑤

Fig. 2. Causes and mechanisms of tinnitus. The main causes of tin-
nitus are hearing loss, somatosensory system dysfunction, and audi-
tory cortex lesions. 1) The most common cause of tinnitus is hearing 
loss. 2) Somatosensory stimuli disinhibit the ipsilateral cochlear nu-
cleus, producing excitatory neuronal activity within the auditory 
pathway that results in tinnitus. 3) Damage to the brain cortex relat-
ed to auditory perception alone can lead to tinnitus without contri-
butions from peripheral influences such as hearing loss. 4) The so-
called inhibitory gating mechanism blocks the tinnitus signal at the 
level of the thalamus. 5) An inhibitory feedback loop originates in 
paralimbic structures. 
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rotonin. This is one of the reasons for these individuals being 
more susceptible to tinnitus.36 The underlying neurotransmit-
ter levels may decline faster over time or with age in affected 
individuals than in unaffected individuals.36

NMDA receptor antagonist
Neuroprotective drugs such as NMDA receptor antagonists 
might aid in preventing or reversing chronic tinnitus.36 Trau-
ma to the cochlea has been shown to initially trigger exces-
sive production of glutamate that leads to the activation of 
NMDA receptors. Activation of cochlear NMDA receptors 
and related auditory nerve excitation has been suggested as 
the origin of cochlear tinnitus. Accordingly, NMDA receptor 
inhibition has been proposed for the pharmacological treat-
ment of tinnitus,41 and the local administration of an NMDA 
antagonist to the rat cochlea was found to decrease tinnitus.44,45 
The systemic administration of memantine (5 mg/kg), an 
NMDA antagonist, also significantly reduced acoustic-trau-
ma-induced tinnitus in a rat model.46 In human trials, the 
administration of high-dose acamprosate, glutamate antag-
onist, and GABA agonist led to a significant decrease in the 
subjective loudness of tinnitus.47,48 However, memantine at 
20 mg produced no significant improvement in tinnitus.49

Central gain enhancement
Cochlear damage would result in decreased excitatory in-
put to the brain regions associated with the frequency range 
of the hearing loss and also decrease inhibition at nearby fre-
quencies. Such a loss of sensory input from the cochlea would 
result in a compensatory increase in gain or neural amplifi-
cation in the central auditory system. This is called “central 
gain enhancement,” which refers to a long-term alteration 
of inhibitory synapses at various levels of the auditory system 
that occurs after cochlear damage. Central gain enhancement 
may initially occur in the auditory cortex, and could subse-
quently be transmitted to the IC. Central gain enhancement 

occurs in a frequency-dependent manner and can be mod-
ulated by the amygdala (Fig. 3).50

Inhibitory gating mechanism
The “inhibitory gating mechanism” or “noise cancellation sys-
tem” is a system that blocks the tinnitus signal from arriving 
at the auditory cortex, which results in the tinnitus not being 
perceived.36 Under normal circumstances, the tinnitus signal 
is canceled out at the level of the thalamus by an inhibitory 
feedback loop that originates in the paralimbic structures.36 
However, compromise of this gating mechanism may stop 
inhibition of the signal at the thalamic level, resulting in the 
signal being relayed to the auditory cortex to be perceived as 
tinnitus.34 In the long term this will lead to reorganization of 
the auditory cortex and sustained chronic tinnitus,34 where-
as temporary dysfunction may result in intermittent tinni-
tus.36 Paralimbic dysfunction could be a consequence of over-
load of the paralimbic system attempting to compensate for 
the tinnitus signal.36 Disparities between the presence of hear-
ing loss and tinnitus depend on individual differences in the 
effectiveness of the noise cancellation system supported by 
nonauditory regions.51

Nonauditory brain networks
Many patients with tinnitus experience emotions such as dis-
tress and other mood changes, which indicates that nonau-
ditory brain areas also contribute to tinnitus in various ways. 
One study obtained quantitative electroencephalography 
data that demonstrated the involvement of these regions, 
and showed that various areas including the anterior cingu-
late cortex, dorsal lateral prefrontal cortex, insula, supple-
mentary motor area, orbitofrontal cortex, parahippocampus, 
posterior cingulate cortex, and precuneus are involved in dif-
ferent aspects of tinnitus.52 Another study showed enhanced 
connectivity in both auditory and nonauditory regions in 
the tinnitus-affected brain based on functional near-infrared 
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Fig. 3. Central gain enhancement. A: Intact cochlear input. An intact cochlea modulates the activity of the corresponding auditory cortex. B: Dam-
aged cochlear input. A cochlear lesion (C6) alters inhibitory synapses in the corresponding auditory cortex area (AC6), which in turn increases 
spontaneous activity that results in tinnitus. This occurs in a frequency-dependent manner modulated by amygdala. AC: auditory cortex, C: cochlea. 
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spectroscopy.53 The present study verified that connectivity 
can be strengthened between the auditory and frontotem-
poral, frontoparietal, temporal, occipitotemporal, and occipi-
tal cortices, suggesting that the central auditory and nonau-
ditory brain regions are modified in tinnitus patients. Among 
those nonauditory brain networks involved in tinnitus, the 
limbic system is one of the important ones because about 50% 
of tinnitus patients have at least one psychiatric comorbidi-
ty.54 Brain structural changes in both the auditory and limbic 
systems were recently revealed with the help of high-resolu-
tion structural MRI, reiterating the importance of the con-
nection between the auditory and nonauditory brain net-
works in tinnitus.55

RISK FACTORS

The heterogeneity of tinnitus has results in a scarcity of well-
designed studies, including those of its risk factors. Howev-
er, it is clear that hearing impairment is associated with tin-
nitus, and other well-known risk factors are noise exposure, 
autoimmune disorders, depression, lack of sleep, dyslipid-
emia, and smoking.56-58 Hypertension and sleep apnea are also 
closely related to tinnitus.59,60 One observation study showed 
that the presence of vertigo, otalgia, otorrhea, or TMJ disease 
can be related to tinnitus.61 That study also determined that 
tinnitus was more prevalent in patients with dental pain 
(21.1%), TMJ disease (22.5%), and combined dental pain 
and TMJ disorder (31.2%), compared to it being present in 
19.6% of individuals with neither dental pain nor TMJ dis-
ease.61 A recently published clinic-based, cross-sectional 
questionnaire study and a population-based, a cross-section-
al study showed that patients with glaucoma are more likely 
to have tinnitus.62 Many drugs are linked to tinnitus,63 with 
salicylate—the active component of the nonsteroidal anti-in-
flammatory drug aspirin—being one of the most-well-known 
drugs. High doses of aspirin can cause temporary hearing loss 
and reversible tinnitus by directly affecting cochlear function.64

TRIGGERING FACTORS

The onset of tinnitus occurs long after hearing loss in many 
patients,33 and it may be associated with negative life events 
such as unwanted retirement, redundancy, divorce,65 emo-
tional stress, psychological factors, bereavement, unemploy-
ment, various physical or mental illnesses,33,66 noise exposure, 
and other somatic factors.67 The events that lead to tinnitus 
perception are referred to as “triggering factors.”67 Therefore, 
cochlear damage alone is not sufficient for the perception of 
tinnitus, with additional factors such as emotion or memo-
ry also making contributions.36,51

NATURAL COURSE

Tinnitus is usually initiated at the level of the cochlea and then 
remains below the perception threshold while it is masked by 
an inhibitory gating mechanism at the paralimbic level, and 
therefore is not perceived at the auditory cortex.34-36 The ab-
sence of triggering factors will mean that tinnitus does not 
occur, but the occurrence of a triggering factor such as a stress-
ful event will unmask tinnitus so that it becomes perceived, 
which in turn will trigger more stressful events that will rein-
force the tinnitus. Finally, tinnitus undergoes a phase of long-
term maintenance that involves the central auditory and non-
auditory neural networks.44

The natural course of tinnitus is depicted in Fig. 4. In phase 
1, the tinnitus intensity is below the perception threshold. In 
phase 2, the occurrence of a stressful event triggers tinnitus 
perception. In phase 3-a, tinnitus triggers anxiety, which in 
turn reinforces the perception of tinnitus, leading to a vicious 
cycle; whereas in phase 3-b, tinnitus does not trigger anxiety, 
which results in habituation occurring and the perception 
of tinnitus decreasing.44

A longitudinal study found that approximately 40% and 
20% of patients with mild and severe tinnitus at baseline, re-
spectively, reported that it had resolved 5 years later.68 A re-
cent well-designed systematic review and meta-analysis of 
controlled trials revealed changes in the effects of tinnitus 
over time on global tinnitus, depression, generalized anxiety, 
and quality of life, and in the loudness of the tinnitus.69 None 
of the patients in that review reported any significant chang-
es in their global tinnitus during the nonintervention peri-
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Fig. 4. The natural course of tinnitus. In phase 1, the tinnitus inten-
sity is below the perception threshold. In phase 2, the occurrence of 
a stressful event triggers tinnitus perception. In phase 3-a, tinnitus 
triggers anxiety, which in turn reinforces the perception of tinnitus, 
leading to a vicious cycle; whereas in phase 3-b, tinnitus does not 
trigger anxiety, which results in habituation occurring and the per-
ception of tinnitus decreasing. Modified from Guitton. Front Syst 
Neurosci 2012;6:12.44
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od, and it is difficult to draw conclusions due to the hetero-
geneity of the data and its self-reported nature in that study. 

Some studies have suggested that tinnitus worsens depres-
sion, generalized anxiety, and the quality of life over time, 
while others have suggested that these aspects improve.69 
Many studies have found that the loudness of tinnitus reduc-
es over time, although some data were not subjected to meta-
analysis. This finding provides statistical evidence that tin-
nitus generally improves over time without any intervention, 
although the effects vary markedly between individuals and 
their clinical meaning remain unclear.69

TREATMENTS

Tinnitus treatments must aim at resolving the underlying 
causes and their symptoms. For patients with mild tinnitus, 
simply providing the diagnosis followed by counseling about 
its natural history and progression should suffice. However, 
various interventions should be considered in patients with 
bothersome and persistent tinnitus.

Education and counseling
Education about tinnitus should emphasize that the condi-
tion itself is a symptom rather than a dangerous disease, and 
a comprehensive assessment can exclude any associated med-
ical conditions that might require prompt treatment.70 Coun-
seling should include providing information on the associa-
tion between tinnitus and hearing loss. Lifestyle factors that 
can affect tinnitus either negatively or positively must also 
be discussed.70 Part of the counseling involves listening to the 
experiences of the patient and answering questions based on 
the neurophysiological model.66 The border between ordinary 
clinical counseling and formal psychotherapy is indistinct,71 
and much of what the clinician says to the patient equates to 
educational counseling. Counseling is the only intervention 
offered in many cases of tinnitus.72

Cognitive-behavioral therapy
Cognitive-behavioral therapy is a relatively brief psychologi-
cal treatment modality directed at identifying and modify-
ing maladaptive behaviors and thoughts through behavioral 
changes and cognitive restructuring.73 Cognitive-behavioral 
therapy teaches skills to identify the negative thoughts that re-
sult in distress and restructure them such that the thoughts 
are more accurate or helpful.70 Although cognitive-behavioral 
therapy does not reduce the subjectively reported loudness 
of tinnitus, it improves the well-being of affected patients.70

Tinnitus retraining therapy
Tinnitus retraining therapy involves “retraining” the brain to 

become accustomed to the tinnitus sound and thereby en-
courage the patient to experience the tinnitus as a neutral 
stimulus.74 Tinnitus retraining therapy has two main compo-
nents: 1) an educational counseling approach and 2) sound 
therapy in the form of masking or white noise, with the sound 
intensity of the device set slightly below that of the tinnitus 
perceived by the patient.74

Sound therapy
Sound therapy is a tinnitus retraining therapy that involves 
applying external sound to suppress the perception of tinni-
tus or the reaction to tinnitus for clinical benefit.70 The inten-
sity of the external sound can be increased to the point where 
it does not interfere with the environment sounds that a pa-
tient needs to hear.75 Sound therapy can be applied using 
sound (noise) generators, hearing aids, or a combination of 
a hearing aid and a noise generator.76 The sound generators 
produce a broadband sound that can reduce (partial mask-
ing) or even eliminate (complete masking) the perception 
of tinnitus.33 Patients undergoing masking are also advised 
to use various sound sources for the masking, such as a CD 
player, radio, or tabletop sound generator.72 Sound therapy 
should be combined with some form of counseling, even if 
this simply involves providing information.77 A systemic re-
view found that the efficacy of sound therapy against tinni-
tus was inconclusive, and currently, there is still no reliable 
evidence for the efficacy of sound-therapy devices.78

Hearing aids
A hearing aid is one of the therapeutic options for sound 
therapy and would be the first treatment option for patients 
with tinnitus who also have hearing difficulties. However, a 
study found that tinnitus was eliminated or attenuated in only 
about 50% of patients wearing hearing aids.79 That study dem-
onstrated that the improvement in tinnitus was greater among 
those who used of ear-level devices as both hearing aids and 
sound generators (sound maskers). Moreover, hearing aids 
can also improve the quality of life by both treating hearing 
loss and making the tinnitus less noticeable.70 High-frequen-
cy amplification may be beneficial to and is readily accepted 
by patients who are only marginal hearing-aid candidates.33

Brain stimulation
One model for tinnitus is abnormal spontaneous neuronal 
activity in distinct regions of the central auditory system,80,81 
which has promoted brain stimulation being proposed as a 
way to decrease neuronal activity. Although repetitive tran-
scranial magnetic stimulation has been shown to reduce tin-
nitus in some studies, randomized controlled trials have failed 
to show its benefit.82,83 Patients with tinnitus who underwent 
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deep brain stimulation (DBS) for movement disorders report-
ed a reduction in the tinnitus intensity when their implants 
were switched on, even when there was no effect on their 
hearing.84 Though the implants were located in part of the 
classic auditory pathway, this method has recently become a 
viable treatment option. A recent phase I trial of caudate DBS 
for treatment-resistant tinnitus produced very encouraging 
results, and so this approach warrants further investigation.85

Pharmacotherapy
Currently, no drugs have been unanimously proven effective 
despite many having been investigated.4 Antidepressants are 
frequently prescribed in clinical practice for treating tinni-
tus, but the results have falling short of expectations, with no 
favorable outcomes based on seven randomized controlled 
trials and one cochrane review, although they may have a 
role in the management of any concomitant psychological 
distress.69,86 Anticonvulsants have also failed to demonstrate 
effectiveness. However, some drugs have been reported to 
provide moderate symptom relief in some patients.87 Among 
frequently prescribed medications, acamprosate, antidepres-
sants, alprazolam, and clonazepam have been demonstrated 
to be effective in some studies. Acamprosate (333 mg, thrice 
daily) is effective in treating the severity of sensorineural tin-
nitus without causing marked side effects.48 Patients with tin-
nitus and concomitant sleep disturbance or major depression 
should consider antidepressant therapy.71 Anxiolytics such 
as alprazolam and clonazepam can be used to improve cop-
ing in patients who experience extreme stress due to their 
tinnitus.37,86-88 However, clinicians should not routinely rec-
ommend anxiolytics as the primary indication for treating 
persistent and bothersome tinnitus.70

The importance of providing education and counseling about 
the natural history and progression of tinnitus must also be 
emphasized. Furthermore, the above-mentioned medications 
must be tailored to the tinnitus symptoms experienced by in-
dividual patients, because most investigated drugs have been 
found to be ineffective, or have even induced adverse effects.

CONCLUSION

The recently introduced inhibitory gating mechanism is an 
impressive finding since it explains that 1) hearing loss does 
not always lead to tinnitus and 2) cochlear damage can elicit 
a tinnitus signal that remains unperceived until trigger fac-
tors such as emotion or memory-related events make the tin-
nitus signal arrive at the auditory cortex. 

The complexities of the anatomical locations of tinnitus 
pathophysiology as well as the chronological gap between the 
initiation and triggers indicate that tinnitus exhibits unique 

features. First, because the onset of the tinnitus is correlated 
with stressful events rather than with the onset of hearing 
loss, it is difficult to determine the onset time of tinnitus.44 
Second, because the origin and maintenance mechanisms of 
tinnitus are not yet clearly understood, tinnitus is treated in 
an indirect rather than an intuitive manner. Although tinni-
tus is thought to be initiated in the cochlea and generated or 
even made chronic in the brain, therapeutic trials that focus 
on either the cochlea or brain can be unsuccessful. Instead, 
therapeutic strategies should perhaps mainly focus on the 
limbic system and autonomic nervous system. Third, because 
the loudness and pitch of tinnitus do not accurately reflect the 
degree of patient discomfort,71 methods for weakening the 
intensity of the tinnitus sound do not always provide relief. 
Also, silencing external sounds by muffling both ear canals 
generally makes tinnitus worse.

Given the complexity and heterogeneity of tinnitus, single-
factor strategies are likely to fail.44 Although there is no cure, 
patients with clinically significant tinnitus can be taught about 
stress management and provided with information about the 
therapeutic use of sound techniques and lifestyle modifica-
tions that will minimize its detrimental effects.89
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