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Depression comorbidity in 
chronic tension-type headache: 

Own experience and literature review

ABSTRACT
Comorbid depression in tension-type headache is a condition well known. A link correlates the two disorders but 
the mechanism is not perfectly clear. The purpose of this work is to give our experience on the subject and to 
compare it with the literature data.
We investigated a number of cases of tension-type headache patients, with the aim of finding signs of depression 
as comorbidity.
The results showed a depression comorbidity in tension-type headache, with a 67% percentage, in line with the 
literature data.
There is evidence of comorbidity of depression in tension-type headache. The mechanisms that bind the two dis-
orders appear to be explained by the activity of neurotransmitters common to both.
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INTRODUCTION

Tension-type headache (TTH) is a primary 
headache, once known as psychogenic headache. 
According to International Headache Society 
(IHS), it was codifi ed as 2, while the chronic form 
as 2.3. (Chronic tension-type headache). TTH is 
very frequent, between 30 and 78%. It may be epi-
sodic and chronic, associated with or not contrac-
ture of the pericranial muscles. Then,episodic spo-
radic TTH: at least 10 episodes occurring for less 
than 12 days per year (therefore less than one epi-
sode per month), and episodic frequent TTH: at 
least 10 episodes occurring for 1-14 days a month 
for at least 3 months.

Episodic forms can evolve into chronic form. 
The chronic form is manifested by daily or very 
frequent episodes of headache (more than 15 days 
per month for more than 3 months). It seems that 

the underlying pain mechanism in the chronic TTH 
is central (1). Pain is bilateral, pressing or lighten-
ing quality, mild or moderate, duration hours to 
days and can associated with nausea, photopho-
bia,phonofobia,osmofobia. Comorbidity between 
TTH and psychiatric disorders such as anxiety and 
depression is known. Sometimes a depression does 
not manifest with mood variation, but with somato-
form symptoms, including headaches.

Depression is more prevalent in headache pa-
tients than in the headache-free population. Epide-
miological studies suggest a common genetic, bio-
chemical or environmental factor between primary 
headaches and depression. Comorbidity is support-
ed by the similar concentration of neurotransmit-
ters in both disorders, TTH and depression (2).

In fact, a theory calls into question a reduction 
of serotonin levels: the administration of tricyclic 
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antidepressants such as amitriptyline has been suc-
cessfully used in the treatment of TTH, although 
the results obtained probably depend not only on 
serotonin reuptake inhibition but also on other 
mechanisms. Serotoninergic pathways are altered 
in depression, and serotonin reduction in synapses 
of depressed subjects has been detected, as well as 
in TTH subjects. The old term of psychogenic 
headache, attributed to TTH, stems from the chang-
es in neurotransmitters, as well as associated mood 
disorders,often found in this form of headache. 

MATERIAL AND METHODS

We have considered 30 cases of chronic TTH, 
observed over a period of two years. The sample 
consisted of 15 males and 15 females, aged be-
tween 30 and 50 years old, average 38,86. All pre-
sented pressing and bilateral pain, an average of 2 

attacks per month, duration several hours, pho-
no-photophobia, nausea. They all had taken 
non-steroidal anti-infl ammatory drugs (NSAIDs) 
that were not always effective, as evidenced by the 
administration of the Visual Analogue Scale (VAS) 
. Fourtheen patients assumed antidepressans which 
as it is known have been shown useful in TTH. 
Twenty of them (67%) lamented anxiety, lack of 
pleasure, fatigue, crying crises. All were tested for 
depression through the administration of the Ham-
ilton Depression Rating Scale (HDRS). HDRS is 
designed to rate the severity of depression in pa-
tients. Although it contains 21 areas, the patient’s 
score is calculated on the fi rst 17 answers.Scoring 
is based on the 17-item scale and scores of 0-7 are 
considered as being normal, 8-16 suggest mild de-
pression, 17-23 moderate depression and scores 
over 24 are indicative of severe depression; the 
maximum score being 52 on the 17-point scale.The 

TABLE SAMPLE

Age-Sex TTH-Therapy VAS
Depression HDRS/Therapy/

Before
Depression Therapy 

Modifi ed
Results TTH-VAS

Results 
Depression 

1) 35 – M NSAIDs 6 18/ amitriptyline paroxe� ne 10/mg 2/ improved disappearance
2) 47 – M NSAIDs 7  8/no therapy paroxe� ne 10/mg 3/ improved disappearance
3) 50 – M NSAIDs 7 16/ amitriptyline paroxe� ne 10/mg 3/ improved disappearance
4) 45 – M NSAIDs 8 11/ amitriptyline paroxe� ne 10/mg 4/ improved disappearance
5) 30 – M NSAIDs 8 10/ no therapy paroxe� ne 20/mg 4/ improved disappearance
6) 42 – M NSAIDs 7 15/ amitriptyline paroxe� ne 10/mg 3/ improved disappearance
7) 49 - M NSAIDs 8 16/ amitriptyline paroxe� ne 20/mg 3/ improved disappearance
8) 45 – M NSAIDs 8 14/ amitriptyline paroxe� ne 20/mg 4/ improved disappearance
9) 48 - M NSAIDs 7 14/ amitriptyline paroxe� ne 10/mg 4/ improved disappearance
10) 32 – M NSAIDs 8 16/ amitriptyline paroxe� ne 20/mg 4/ improved disappearance
11) 50 – M NSAIDs 7 14/ no therapy paroxe� ne10/mg 2/ improved disappearance
12) 36 – M NSAIDs 4 absent no therapy not improved
13) 45 – M NSAIDs 5 absent no therapy not improved
14) 37 – M NSAIDs 4 absent no therapy not improved
15) 42 – M NSAIDs 3 absent no therapy not improved
16) 35 – F NSAIDs 4 absent no therapy not improved
17) 42 – F NSAIDs 3 absent no therapy not improved
18) 37 – F NSAIDs 4 absent no therapy not improved
19) 50 – F NSAIDs 3 absent no therapy not improved
20) 45 – F NSAIDs 3 absent no therapy not improved
21) 37 – F NSAIDs 4 absent no therapy not improved
22) 30 – F NSAIDs 7 16/ no therapy paroxe� ne 20/mg 3/ improved disappearance
23) 48 – F NSAIDs 7 16/ amitriptyline paroxe� ne 20/mg 3/ improved disappearance
24) 35 – F NSAIDs 8 17/ amitriptyline paroxe� ne 20/mg 4/ improved disappearance
25) 42 – F NSAIDs 7 16/ amitriptyline paroxe� ne 20/mg 3/ improved disappearance
26) 48 – F NSAIDs 7 15/ no therapy paroxe� ne 20/mg 2/ improved disappearance
27) 39 – F NSAIDs 7 16/ no therapy paroxe� ne 20/mg 2/ improved disappearance
28) 48 – F NSAIDs 7 15/ amitriptyline paroxe� ne 20/mg 2/ improved disappearance
29) 42 – F NSAIDs 8 16/ amitriptyline paroxe� ne 20/mg 3/ improved disappearance
30) 37 – F NSAIDs 8 16/ amitriptyline paroxe� ne 20/mg 3/ improved disappearance

 disorders and the involvement of brain structures responsible for emo� ons.
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results were positive for the 20 subjects who had 
shown signs of depression. Therefore, we adminis-
tered paroxetine 10 or 20 mg oral daily dose, de-
pending on the severity of the symptoms. The re-
sults were the following: the 20 patients with TTH 
associated with depression showed a strong im-
provement both for the depressive symptoms and 
the headache. At present, after two years of control, 
depressive symptoms have disappeared, while 
headache symptomatology has improved, both for 
frequency and intensity.

DISCUSSION

There is comorbidity between depression and 
tension-type headache (TTH). Literature data con-
fi rm this correlation. Psychological factors and 
emotional disorders have been indicated as risk 
factors for TTH (3). Episodic headache of the ten-
sion type is the most prevalent primary headache 
with a lifetime prevalence of about 78%. Clinical 
characteristics are a dull, moderate, diffusedhead-
ache without accompanying autonomic or vegeta-
tive symptoms. The episodic tension-type headache 
often lasts only 30 min up to a maximum of a few 
days. In contrast to this clinically often undemand-
ing headache, chronic tension-type headache can 
cause considerable disability in patients. The 1-year 
prevalence is 1-3% of the population. All therapy 
strategies combine nonpharmaceutical therapy 
such as psychological treatment with pharmaceuti-
cal treatment such as tricyclic antidepressants or 
combined serotoninergic and noradrenergic antide-
pressants. Combination therapy has been proven to 
be more effective than singular strategies.Episodic 
tension-type headache is a common problem af-
fecting approximately 2-3% of the population (2,3). 
The origin of tension-type headache is multifactori-
al, but the pathogenesis is still unclear. In some in-
dividuals episodic tension-type headache trans-
forms into chronic tension-type headache (cTTH). 
Tension-type headache (TTH) is the most common 
form of headache, and chronic tension-type head-
ache (cTTH) is one of the most neglected and diffi -
cult types of headache to treat. The pathogenesis of 
TTH seems to be related to peripheral mechanisms 
as myofascial nociception and central mechanisms 
as sensitisation and inadequate endogenous pain 
control. Acute therapy is effective for episodes of 

TTH, whereas preventive treatment, which is indi-
cated for frequent and chronic TTH is, on average, 
not effective. For most patients with cTTH, the 
combination of drug therapies and non-drug thera-
pies (such as relaxation and stress management 
techniques or physical therapies) is recommended. 
There is evidence suggesting that subjects with 
TTH exhibit co-morbid anxiety, depression,  or 
sleep disturbances.  Some studies have previously 
investigated the association between depression 
andheadache. Zebenholzer et al. observed that co-
existence of depression and anxiety had a signifi -
cant impact in patients with TTH.  It would be con-
ceivable that different variables can interact at 
different levels to headache associated to depres-
sion (4). It seems that emotional or stressful factors 
are common precipitating factors of headache epi-
sodes in patients with TTH,  since they may trigger 
hyperalgesic responses within the central nervous 
system. Therefore, it is possible that emotional fac-
tors can trigger more headache attacks inducing an 
increasing in the frequency of headaches. Then, the 
presence of mood disorders is more associated to 
the frequency of headaches. Since emotional stress 
is the most common trigger for pain in subjects 
with TTH, proper management of emotional fac-
tors may be relevant for avoiding chronifi cation. In 
fact, emotional stress and depression represent two 
modifi able risk factors implicated in the progres-
sion from episodic to chronic headaches.Current 
fi ndings would suggest that management of pa-
tients with cCTTH should include therapeutic in-
terventions as cognitive behavioral techniques to 
decrease depressive symptoms. In a study conduct-
ed by Matta, among the patients with chronic TTH, 
depression was observed in 40% (4). Serrano Due-
na found in patients with chronic TTH indices of 
depression in 33.7% of cases (5). But what is the 
mechanism that binds depression and TTH? One 
response is given by the medications that are used 
as effective in both conditions. Tricyclic antide-
pressants as well as SSRIs are the drugs widely 
used in depressive syndromes, but also in TTH (7-
9). This is explained by alteration of neurotransmit-
ters that don’t well circulate in the synaptic termi-
nations of depressed subjects as well as in patients 
with TTH. It is also true that antidepressants are not 
always effective in TTH (10,11). This creates some 
doubts about the link between two disorders. An-
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other response is given by two symptoms present 
both in depression with strong anxious component, 
and in TTH. They are osmophobia and phonopho-
bia (6,12,13).Regarding mechanism linking osmo-
phobia and phonophobia with TTH, osmophobia, 
phonophobia and psychiatric disorders might pos-
sibly result from dysfunction of common brain 
structures, such as the insular cortex, hippocampus 
or amygdala which are related with emotions (14). 
The pathophysiological mechanisms we have high-
lighted evoke the old synonym “ psychogenic head-
ache“ for TTH. In short, a link between the two 
disorders concerns the emotional sphere and the 
neurotransmitters involved in the limbic circuits 
(15,16). These are suggestive assumptions that lead 
to a least partial explanation of this comorbidity.

CONCLUSIONS

TTHs are very common in general population 
and may be under diagnosed. They are more com-

mon than patients suffering from migraine head-
aches. In general underlying psychiatric conditions, 
such as anxiety and depression, are prevalent in 
TTH sufferers. For acute therapy NSAIDs are the 
main treatment option. Tricyclic antidepressant, 
SSRI, and cognitive behavioral therapy have been 
proven to be effective for prophylactic purposes.

There is a comorbidity between depression and 
tension-type headache. The data we have obtained 
from the literature are strongly suggestive for a 
close relationship between the two disorders. Our 
experience showed a depression comorbidity in 
TTH of 67%, a substantial percentage and in line 
with the literature data. TTH is a frequent form of 
headache, with “psychogenic characteristics“, sim-
ilar to the symptoms of depression. We believe that 
alterations of neurotransmission and dysfunctions 
of the emotional sphere are the link between TTH 
and depression.
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