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limits. No abnormalities were found on physical 
examination; global or focal neurological 
deficits were not found. EEG showed no 
abnormalities. Laboratory examinations 
and head imaging were not indicated. A 
combination of paracetamol and ibuprofen, 
and amitriptyline gave an improvement on 
day 3 (NPRS 2-3/10). The patient fits post-
traumatic headache according to ICHD-3 
criteria. A secondary headache related to the 
trauma or injury (post-traumatic headache) 
is coded when a new headache develops for 
the first time in close temporal proximity to 
trauma or injury to the head and/or neck.

DISCUSSION
Post-traumatic headaches are defined by the 
most recent International Classification of 
Headache Disorders (ICHD-3) as a secondary 
headache with onset within seven days 
following trauma or injury, seven days after 
regaining consciousness, or seven days after 
regaining the ability to sense and report 
pain.15 However, this criteria has recently been 
contested, as some individuals may report 
symptoms between three months and one 
year following a shock or injury. The ICHD-
3 temporal criteria lack specific phenotypic 
diagnoses that would enable clinicians to 
treat and manage the various forms of PTHA.4 

Post-traumatic headaches are secondary 
headaches that develop after a traumatic 
brain injury. Mild to moderate symptoms like 
a tension-type headache may accompany 
a post-traumatic headache. Post-traumatic 
headaches may be intermittent or recurrent. 
If headaches remain for more than three 
months following a concussion, it is referred 
to as chronic post-traumatic headache.13

Persistent post-traumatic headaches and 
migraines are related to brain anatomy 
changes, possibly indicating distinct 
underlying pathophysiology. Compared to 
migraine patients, persons with persistent 
post-traumatic headaches have differences 
in regional volumes, cortical thickness, 
brain surface area, and brain curvature. The 
structures of the right lateral orbitofrontal 
lobe, left caudal middle frontal lobe, left 
superior frontal lobe, left precuneus, and right 
supramarginal gyrus varied between groups.12

People with tension-type CPTHA experience 
mild to moderate bilateral pain with pressing, 
tugging, and dull quality, worse by exertion, 

stress, and emotional strain. People with the 
migraine-type of CPTHA experience severe 
pounding, throbbing, and stabbing unilateral 
pain and are made worse by physical activity. 
Patients may also express sensitivity to loud 
noises or bright lights (photophobia and 
phonophobia). Less than one-third of CPTHA 
patients experience “mixed headaches,” 
which are symptoms of the various forms 
of headaches that overlap.4,5 It is coded as a 
secondary headache related to the trauma or 
injury (post-traumatic headache) when a new 
headache develops for the first time in close 
temporal proximity to trauma or injury to the 
head and/or neck. This still applies whether 
the newly developed headache resembles 
any of the primary headache diseases listed in 
Section 1 of ICHD-3.15 In this case report, the 
patient complains of mixed headaches for the 
first time related to head trauma. The patient 
complains of tension-type headaches and 
headaches resembling migraines. The patient 
fits the diagnosis criteria of post-traumatic 
headache. 

Most people get daily or weekly headaches, 
whereas a smaller percentage experience 
them only once a month or less frequently. 
Headaches were said to steadily worsen during 
the episodes, reach very high intensities (VAS 
or NPRS = 8–10), and be painful enough to 
prevent activities. People with CPTHA may 
also experience neck pain, described as a 
feeling of muscular spasm and tightness in the 
neck, particularly in the posterior area.2

There is still a lack of knowledge on the 
pathogenesis of post-traumatic headache 
(PTHA); several hypotheses include altered 
neurometabolic processes, poor descending 
regulation, and trigeminal sensory system 
activation with the probability of several 
overlapping pathways.6 Schwedt et al. 
showed that patients with PTHA had 
structural variations in cortical thickness 
and brain volume.14 Diffuse axonal damage 
after a brain injury may lead to structural 
remodeling of cortical and subcortical areas 
in the somatosensory and insular cortex, 
downregulating the neuromodulation of 
pain-modulating pathways.2

The hypothesis for the origin of PTHA centres 
on abnormalities in the neurometabolic 
system. Damage to cells caused by physical 
stress results in the uncontrolled release of 

ion-exchange neurotransmitters.3 Neuronal 
activity-induced metabolic stress (lactate 
and free radicals) causes axonal damage 
(secondary axotomy). Cortical spreading 
depression (CSD) is an electrical process 
during the migraine aura.7 In CSD, excessive 
glutamate and potassium release caused 
by cellular depolarization increases nerve 
excitability and activation of the trigeminal 
sensory system. CSD may contribute to PTHA 
by causing additional brain damage after 
brain injury.7 Due to neuroinflammation, the 
central nervous system (CNS) can become 
more excitable, causing CSD and activating 
the trigeminal sensory system. Due to 
overlapping communication pathways, 
nociceptive signals from upper cervical 
afferents can activate the trigeminal system. 
The convergence of cervical afferent and 
trigeminal nerve pathways supports the 
discovery that therapies for cervical neck pain 
generators can contribute to PTHA relief.4

Similar to other primary headaches, post-
traumatic headache is clinically diagnosed. 
Laboratory and routine imaging diagnostics 
are unnecessary and have limited clinical 
utility. A head CT scan without contrast may 
be performed to rule out acute cerebral 
hemorrhage, particularly in the elderly and 
patient with neurological deficit.8 Because this 
case is young and has no focal or generalized 
neurologic deficits, imaging tests are 
unnecessary.

Post-traumatic headaches are managed 
and treated using a multimodal approach, 
including oral medications, musculoskeletal 
manipulation and treatment, interventional 
techniques, and behavioral therapy; a 
multidisciplinary approach was the most 
effective in treating PTHA.9 Cognitive-
behavioral therapy (CBT), biofeedback, 
progressive muscle relaxation therapy, 
acupuncture, and physical therapy were 
investigated.9 Nonsteroidal anti-inflammatory 
drugs (NSAIDs), triptans, and intravenous 
antiemetics are used as acute therapeutic 
options.10 In preventive regimens, tricyclic 
antidepressants (TCAs), anticonvulsants, and 
gabapentin are all included. Most patients 
benefited from amitriptyline.16 Cushman 
et al. discovered that patients taking either 
gabapentin or amitriptyline improved 
compared to those who did not receive 
treatment.10
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ABSTRAK

Tinea kapitis tidak mengancam nyawa, tetapi dapat memengaruhi keadaan psikologis seseorang. Dilaporkan satu kasus tinea kapitis pada anak 
perempuan yang mengakibatkan gangguan psikologis sesuai penilaian CDLQI (children dermatology life quality index) dan DMHC (Denpasar 
Medical Health Centre). Terapi oral dan topikal dengan griseovulfin menghasilkan perbaikan klinis dan perbaikan nilai psikologis.

Kata Kunci: Infeksi jamur, kualitas hidup, tinea kapitis.

ABSTRACT

Tinea capitis is not life threatening, but can affect patient’s psychological state. It was reported that a case of tinea capitis in a girl which caused 
psychological disorders as evidenced by the CDQLI (children dermatology quality life index) and DMHC (Denpasar Medical Health Centre) 
assessment methods. Oral and topical therapy with griseovulfin provides clinical and psychological improvement. Ericko Gilrandy Sanjaya, Putu 
Dyah Ayu Saraswati, Nena Mawar Sari. Quality of Life in a Girl with Tinea Capitis.

Keywords: Yeast infection, quality of life, tinea capitis.

PENDAHULUAN
Tinea kapitis merupakan infeksi rambut kepala 
oleh jamur dermatofita yang tidak berbahaya. 
Tinea kapitis biasanya terjadi pada anak-
anak,2 paling sering terjadi antara usia 6 bulan 
hingga sebelum pubertas.3 Hal ini karena kulit 
kepala anak-anak memiliki kandungan asam 
lemak, keringat, dan minyak lebih sedikit dari 
kulit orang dewasa, yang membuatnya lebih 
rentan terhadap perkembangan jamur.4

Walaupun tidak mengacam nyawa, penderita 
tinea kapitis biasanya mengeluhkan gangguan 
penampilan, dan tidak jarang menyebabkan 
gangguan psikososial, karena sering dihina, 
dikucilkan, bahkan diintimidasi oleh teman 
bermainnya.5 Noviannisa, et al, (Surabaya, 
2020-2021) mendapatkan 10 penderita tinea 
kapitis yang semuanya merupakan anak-anak 
usia 0-11 tahun,6 sejalan dengan penelitian 
Siregar (Sumatera Utara 2014-2017) yang 
mendapatkan 32,4% penderita tinea kapitis 
atau sebanyak 12 orang berusia 1-10 tahun.7 
Yadav VC, et al, di Chhattisgarh (India, 2016) 
mendapatkan 36% penderita berusia 0-7 
tahun.8

QOL (quality of life) merupakan persepsi 
subjektif untuk menilai dampak psikososial.9 
Metode penilaian antara lain menggunakan 
DLQI (dermatology life quality index) yang 
merupakan instrumen khusus untuk menilai 
kualitas hidup penderita kelainan kulit.10 
Penilaian pada anak menggunakan CDLQI 
(children dermatology life quality index). Anak 
perempuan biasanya memiliki skor CDLQI 
lebih tinggi daripada anak laki-laki karena anak 
perempuan lebih peduli dengan penampilan 
fisik di mana rambut menjadi standar 
kecantikan.11 Masalah psikologis akibat 
gangguan kulit dapat meliputi kecemasan, 
depresi, agresif, dan menarik diri dari 
pergaulan.5 Dilaporkan satu kasus tinea kapitis 
pada anak dengan gangguan psikologis.

Kasus
Anak perempuan berusia 11 tahun datang 
dengan kondisi rambut kepala rontok ± sejak 
6 bulan. Penderita sebelumnya mengeluh 
rasa gatal seperti menjalar di kepala dan 
rambut rontok. Penderita sudah pernah 
berobat dan didiagnosis telogen effluvium, 
diberi betamethasone cream dan ketoconazole 
shampoo selama 6 bulan tetapi tidak ada 

perbaikan, dan penderita akhirnya dirujuk ke 
RSUD Wangaya.

Penderita adalah seorang pelajar SD memiliki 
hobi menari, dan selama persiapan menari 
sering menggunakan sisir bersama. Setelah 
menggunakan sisir bersama, rambut penderita 
menjadi sering rontok, yang berakibat sering 
diejek oleh teman-temannya, sehingga 
penderita malu ke sekolah. Sebelumnya 
penderita tidak memiliki masalah dengan 
teman atau keluarganya; menurut ibunya, 
penderita merupakan anak ceria dan pintar. 
Pemeriksaan CDLQI penderita menghasilkan 
skor 20 (kategori sedang), sehingga penderita 
dirujuk ke poli psikologi dan didiagnosis 
gangguan penyesuaian diri, yang selanjutnya 
diberikan psikoterapi oleh psikolog. Penilainan 
kuesioner tim DMHC (Denpasar Medical 
Health Centre)12 khusus untuk mengetahui 
emosi anak usia 11-18 tahun mendapatkan 
gangguan penyesuaian diri disebabkan 
kelainan kulit yang dideritanya.

Pemeriksaan Dermatologis
Di kulit kepala regio frontotemporal kiri dan kanan 
tampak gambaran titik-titik hitam menyerupai 
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ABSTRACT

Introduction: A subsequent headache within seven days of a head injury (or after regaining consciousness after the head trauma)is referred to 
as a post-traumatic headache (PTHA); it is referred to as chronic or chronic post-traumatic headache (CPTHA) if it lasts longer than three months 
after the injury. Case : A 17-year-old male with headache since 3 months ago, 3 days after suffered a blow to his left head from falling from a 
chair. At that time, the patient fainted for about 15 minutes but had no complaints after regained consciousness. Pain is felt on the left side of 
the head, throbbing, mild-moderate intensity, and feels heavier with a loud sound or a too-bright light. Discussion: Post-traumatic headache is 
clinically diagnosed. Laboratory and routine diagnostic imaging studies are unnecessary and have minimal clinical utility. Conclusion: Chronic 
post-traumatic headaches often occur, especially after minimally traumatic brain injury. The clinical picture is variable and may be similar to 
tension-type headaches and/or migraines.

Keywords: Migraine, post-traumatic headache, tension-type headache.

ABSTRAK

Pendahuluan: Nyeri kepala dalam tujuh hari setelah cedera kepala atau setelah sadar kembali dari trauma kepala disebut nyeri kepala pasca-
trauma (post-traumatic headache/PTHA); disebut sakit kepala pasca-trauma kronis atau kronis (CPTHA) jika berlangsung lebih dari tiga bulan 
setelah cedera. Kasus: Seorang laki-laki berusia 17 tahun dengan keluhan nyeri kepala sejak 3 bulan, 3 hari setelah kepala kiri terbentur karena 
jatuh dari kursi. Saat itu, pasien pingsan sekitar 15 menit, tidak ada keluhan setelah sadar. Nyeri dirasakan di sisi kiri kepala, berdenyut, intensitas 
ringan-sedang, terasa lebih berat jika ada suara keras atau cahaya terlalu terang. Diskusi: Nyeri kepala pasca-trauma didiagnosis secara klinis. 
Laboratorium dan studi pencitraan diagnostik rutin tidak diperlukan dan memiliki utilitas klinis minimal. Simpulan: Nyeri kepala pasca-trauma 
kronis sering terjadi, terutama setelah cedera otak traumatis minimal. Gambaran klinisnya bervariasi dan dapat mirip nyeri kepala tipe tegang 
dan/atau migrain. Eric Hartono Tedyanto, I Made Oka Adnyana, I Putu Eka Widyadharma. Sakit Kepala Tipe Tegang dan Migrain sebagai 
Manifestasi dari Sakit Kepala Kronis Pasca-Trauma.

Kata kunci: Migrain, sakit kepala pasca-trauma, sakit kepala tipe tegang.

INTRODUCTION
Patients with brain injuries may experience 
chronic pain due to various causes; its 
prevalence rates range from 10 to 95%.1 A 
subsequent headache within seven days 
of a head injury is referred to as a post-
traumatic headache (PTHA) (or after regaining 
consciousness after the head trauma). If a 
post-traumatic headache lasts longer than 
three months after the injury, it is referred to as 
a chronic post-traumatic headache (CPTHA).2 
CPTHA is probably the most prevalent 
type of pain following mild brain damage, 
but its cause and course of treatment are 
yet unknown.3 Clinical characteristics and 
neurological examination are the keys to 

diagnosing CPTHA.3

CASE
A 17-year-old male with headaches for three 
months, three days after a traumatic injury to 
his left head from falling from a chair, fainted for 
about 15 minutes; he regained consciousness 
with no complaints of a headache. Headache 
is on the left side of the head, throbbing, with 
mild-moderate intensity, and aggravated by 
loud sound or too-bright light; it is felt almost 
every day, approximately 10 times daily, and 
lasts about 5-10 minutes and interferes with 
his daily activities.

The headache increases with his daily activity 

with numeric pain rating scale (NPRS 3-4/10) 
and decreases after rests with NPRS 1/10. The 
patient also reported nausea and vomiting. 
A flash of white light was once reported 
before the headache. Persistent tension and 
pulling pain are also felt in the neck and 
back of the head. Paracetamol did not give 
any improvement. The patient denied any 
symptoms of double or blurred vision, half-
body weakness, tingling sensation, slurred 
speech, impaired walking, convulsions, 
projectile vomiting, and weight loss. The 
patient denied fainting, forgetfulness, anxiety, 
or depression.

The patient’s vital signs were within normal 
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blackdot; pada inspeksi tidak ditemukan skuama, 
bercak kemerahan, ataupun kebotakan di daerah 
rambut lainnya; rambut penderita tampak kusam 
dan mudah patah.

Pemeriksaan KOH menemukan kumpulan 
spora endotriks. Hasil pemeriksaan SGOT 
dan SGPT dalam batas normal. Pemeriksaan 
ini perlu dilakukan karena penderita akan 
diberikan terapi griseovulfin jangka panjang. 
Penderita diterapi menggunakan griseofulvin 
tablet 2x250 mg, ketoconazole cream, 
ketoconazole shampoo dua kali sehari, serta 
psikoterapi. Setelah tata laksana fisik dan psikis 
selama kurang lebih 1 bulan, rambut rontok 
berkurang, gatal tidak ada, rambut tidak 
mudah patah. Tes ulang mendapatkan hasil 
skor CDLQI = 9 dan skor tim DMHC diketahui 
mulai bisa menyesuaikan diri dengan 
lingkungan atau teman bermainnya. Hasil 
KOH ulang didapatkan spora endotrik pada 
rambut sudah berkurang.

Diskusi
Tinea kapitis merupakan infeksi kulit kepala 
disebabkan oleh jamur, dan biasanya 
mengenai anak-anak. Manifestasi klinis 
tinea kapitis meliputi gambaran seboroik, 
gambaran “blackdot”, inflamasi berupa kerion 
atau pustula di kulit kepala yang berakibat 
kerontokan rambut.2,3

Kerontokan rambut tidak hanya oleh jamur, 

tetapi bisa oleh hal lain, seperti telogen 
effluvium. Telogen effluvium merupakan 
kelainan kulit kepala yang ditandai dengan 
kerontokan rambut difus dan tidak 
menyebabkan jaringan parut.13 Kelainan ini 
biasanya terlihat antara 2 sampai 3 bulan 
setelah pemicu, contohnya konsumsi obat-
obatan, stres berlebihan, atau kurang gizi.14 
Hasil pemeriksaan KOH menunjukkan ada 
jamur tipikal endotrik (Gambar), sehingga 
diagnosis telogen effluvium dapat disingkirkan.

Gambar. Spora endotriks pada penderita.

Penularan tinea kapitis dapat melalui 
penggunaan alat bersama, seperti handuk, 
sisir, topi. Oleh karena itu, perilaku hidup 
bersih, seperti tidak menggunakan peralatan 

bersama, dapat membantu memutus rantai 
penularan.15 Pada penderita di kasus ini, 
disarankan untuk tidak menggunakan sisir 
bersama saat pentas.

Pengobatan tinea kapitis terdiri atas sistemik 
dan topikal, obat sistemik tetap diberikan 
untuk eradikasi jamur karena dapat membantu 
penetrasi ke dalam batang rambut.16 (Tabel)

Penderita penyakit fisik berpotensi memiliki 
gangguan kesehatan jiwa sepanjang 
berinteraksi dengan lingkungan sekitar; 
penderita penyakit yang memerlukan 
pengobatan lama berisiko gangguan 
psikiatri 2 kali lipat dibandingkan populasi 
umum.18 Penelitian Fienemika (Nigeria, 2017) 
mendapatkan 58,2% mengalami gangguan 
psikis akibat tinea kapitis.19 Metode penilaian 
kasus ini menggunakan CDLQI. CDLQI terdiri 
dari 10 pertanyaan, meliputi status kesehatan, 
penyakit, dan pengobatan baik secara fisik, 
psikologis, maupun sosial, serta fungsi dan 
kesejahteraan penderita,20 dengan skor setiap 
pertanyaan adalah 0: tidak sama sekali, 1: 
sedikit, 2: banyak, 3: selalu. Skor maksimal 
adalah 30, dengan kategori total skor 0-5: 
normal, skor 6-10: kategori ringan, 11-20: 
kategori sedang, dan skor 21-30: kategori 
berat; skor anak ≥6 berarti anak memiliki 
gangguan psikososial.21

Selain pengobatan fisik, penderita juga diberi 
psikoterapi dan konseling karena penderita 
merasa rendah diri dan tidak mau sekolah. 
Psikoterapi terdiri dari dua kata, yaitu “psyche” 
artinya jiwa dan “therapy” artinya pengobatan, 
berarti pengobatan jiwa.22 Dalam pengertian 
lain, psikoterapi merupakan pengobatan secara 
psikologis, psikolog menjalin hubungan dengan 
penderita dengan tujuan menghilangkan, 
memodifikasi atau memperlambat gejala 
penderita, memediasi pola perilaku penderita, 
dan membantu perkembangan kepribadian 
penderita yang lebih positif.23 Penderita diterapi 
dengan metode “motivational interviewing” 
yang merupakan teknik pendekatan konseling 
humanistik, berpusat di klien, psikososial, dan 
direktif berupa wawancara dan konseling. 
Setelah terapi selama ± 1 bulan, didapatkan 
perbaikan.

SIMPULAN
Tinea kapitis merupakan penyakit yang sering 
menyerang anak-anak, terutama jika tingkat 
kebersihannya kurang. Tinea kapitis tidak 

Tabel. Terapi tinea kapitis.17

Topikal Sistemik

Selenium Sulfide 1% atau 2.5%
Zinc Pyrithione 1% atau 2%
Povidone-Iodine 2.5%
Ketoconazole 2%

Dewasa
 � Griseofulvin 20-25 mg/kgBB/hari selama 6-8 minggu
 � Terbinafine 250 mg/kgBB/hari selama 2-8 minggu
 � Itraconazole 5 mg/kgBB/hari selama 2-4 minggu
 � Fluconazole 6 mg/kgBB/hari selama 3-6 minggu

Anak-anak
Griseofulvin setiap hari, selama 6-8 minggu

 � Usia 1 tahun-2 tahun 10 mg/kgBB/hari
 � Usia ≥2 tahun, 20-25 mg/kgBB/hari (mikro)
 � Usia ≥2 tahun, 10-15 mg/kgBB/hari (ultramikro)

Terbinafine setiap hari, selama 2-4 minggu
 � Berat badan <20 kg: 62,5 mg/hari
 � Berat badan 20-40 kg: 125 mg/hari
 � Berat badan >40 kg: 250 mg/hari

Itraconazole
 � 3-5 mg/kgBB/hari selama 2-4 minggu
 � 5 mg/kgBB/hari selama 1 minggu sekali tiap bulan selama 
2-3 bulan

Fluconazole (bukan terapi standar)
 � 6 mg/kgBB/hari selama 3-6 minggu
 � 6 mg/kgBB sekali dalam seminggu selama 8-12 minggu
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limits. No abnormalities were found on physical 
examination; global or focal neurological 
deficits were not found. EEG showed no 
abnormalities. Laboratory examinations 
and head imaging were not indicated. A 
combination of paracetamol and ibuprofen, 
and amitriptyline gave an improvement on 
day 3 (NPRS 2-3/10). The patient fits post-
traumatic headache according to ICHD-3 
criteria. A secondary headache related to the 
trauma or injury (post-traumatic headache) 
is coded when a new headache develops for 
the first time in close temporal proximity to 
trauma or injury to the head and/or neck.

DISCUSSION
Post-traumatic headaches are defined by the 
most recent International Classification of 
Headache Disorders (ICHD-3) as a secondary 
headache with onset within seven days 
following trauma or injury, seven days after 
regaining consciousness, or seven days after 
regaining the ability to sense and report 
pain.15 However, this criteria has recently been 
contested, as some individuals may report 
symptoms between three months and one 
year following a shock or injury. The ICHD-
3 temporal criteria lack specific phenotypic 
diagnoses that would enable clinicians to 
treat and manage the various forms of PTHA.4 

Post-traumatic headaches are secondary 
headaches that develop after a traumatic 
brain injury. Mild to moderate symptoms like 
a tension-type headache may accompany 
a post-traumatic headache. Post-traumatic 
headaches may be intermittent or recurrent. 
If headaches remain for more than three 
months following a concussion, it is referred 
to as chronic post-traumatic headache.13

Persistent post-traumatic headaches and 
migraines are related to brain anatomy 
changes, possibly indicating distinct 
underlying pathophysiology. Compared to 
migraine patients, persons with persistent 
post-traumatic headaches have differences 
in regional volumes, cortical thickness, 
brain surface area, and brain curvature. The 
structures of the right lateral orbitofrontal 
lobe, left caudal middle frontal lobe, left 
superior frontal lobe, left precuneus, and right 
supramarginal gyrus varied between groups.12

People with tension-type CPTHA experience 
mild to moderate bilateral pain with pressing, 
tugging, and dull quality, worse by exertion, 

stress, and emotional strain. People with the 
migraine-type of CPTHA experience severe 
pounding, throbbing, and stabbing unilateral 
pain and are made worse by physical activity. 
Patients may also express sensitivity to loud 
noises or bright lights (photophobia and 
phonophobia). Less than one-third of CPTHA 
patients experience “mixed headaches,” 
which are symptoms of the various forms 
of headaches that overlap.4,5 It is coded as a 
secondary headache related to the trauma or 
injury (post-traumatic headache) when a new 
headache develops for the first time in close 
temporal proximity to trauma or injury to the 
head and/or neck. This still applies whether 
the newly developed headache resembles 
any of the primary headache diseases listed in 
Section 1 of ICHD-3.15 In this case report, the 
patient complains of mixed headaches for the 
first time related to head trauma. The patient 
complains of tension-type headaches and 
headaches resembling migraines. The patient 
fits the diagnosis criteria of post-traumatic 
headache. 

Most people get daily or weekly headaches, 
whereas a smaller percentage experience 
them only once a month or less frequently. 
Headaches were said to steadily worsen during 
the episodes, reach very high intensities (VAS 
or NPRS = 8–10), and be painful enough to 
prevent activities. People with CPTHA may 
also experience neck pain, described as a 
feeling of muscular spasm and tightness in the 
neck, particularly in the posterior area.2

There is still a lack of knowledge on the 
pathogenesis of post-traumatic headache 
(PTHA); several hypotheses include altered 
neurometabolic processes, poor descending 
regulation, and trigeminal sensory system 
activation with the probability of several 
overlapping pathways.6 Schwedt et al. 
showed that patients with PTHA had 
structural variations in cortical thickness 
and brain volume.14 Diffuse axonal damage 
after a brain injury may lead to structural 
remodeling of cortical and subcortical areas 
in the somatosensory and insular cortex, 
downregulating the neuromodulation of 
pain-modulating pathways.2

The hypothesis for the origin of PTHA centres 
on abnormalities in the neurometabolic 
system. Damage to cells caused by physical 
stress results in the uncontrolled release of 

ion-exchange neurotransmitters.3 Neuronal 
activity-induced metabolic stress (lactate 
and free radicals) causes axonal damage 
(secondary axotomy). Cortical spreading 
depression (CSD) is an electrical process 
during the migraine aura.7 In CSD, excessive 
glutamate and potassium release caused 
by cellular depolarization increases nerve 
excitability and activation of the trigeminal 
sensory system. CSD may contribute to PTHA 
by causing additional brain damage after 
brain injury.7 Due to neuroinflammation, the 
central nervous system (CNS) can become 
more excitable, causing CSD and activating 
the trigeminal sensory system. Due to 
overlapping communication pathways, 
nociceptive signals from upper cervical 
afferents can activate the trigeminal system. 
The convergence of cervical afferent and 
trigeminal nerve pathways supports the 
discovery that therapies for cervical neck pain 
generators can contribute to PTHA relief.4

Similar to other primary headaches, post-
traumatic headache is clinically diagnosed. 
Laboratory and routine imaging diagnostics 
are unnecessary and have limited clinical 
utility. A head CT scan without contrast may 
be performed to rule out acute cerebral 
hemorrhage, particularly in the elderly and 
patient with neurological deficit.8 Because this 
case is young and has no focal or generalized 
neurologic deficits, imaging tests are 
unnecessary.

Post-traumatic headaches are managed 
and treated using a multimodal approach, 
including oral medications, musculoskeletal 
manipulation and treatment, interventional 
techniques, and behavioral therapy; a 
multidisciplinary approach was the most 
effective in treating PTHA.9 Cognitive-
behavioral therapy (CBT), biofeedback, 
progressive muscle relaxation therapy, 
acupuncture, and physical therapy were 
investigated.9 Nonsteroidal anti-inflammatory 
drugs (NSAIDs), triptans, and intravenous 
antiemetics are used as acute therapeutic 
options.10 In preventive regimens, tricyclic 
antidepressants (TCAs), anticonvulsants, and 
gabapentin are all included. Most patients 
benefited from amitriptyline.16 Cushman 
et al. discovered that patients taking either 
gabapentin or amitriptyline improved 
compared to those who did not receive 
treatment.10
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limits. No abnormalities were found on physical 
examination; global or focal neurological 
deficits were not found. EEG showed no 
abnormalities. Laboratory examinations 
and head imaging were not indicated. A 
combination of paracetamol and ibuprofen, 
and amitriptyline gave an improvement on 
day 3 (NPRS 2-3/10). The patient fits post-
traumatic headache according to ICHD-3 
criteria. A secondary headache related to the 
trauma or injury (post-traumatic headache) 
is coded when a new headache develops for 
the first time in close temporal proximity to 
trauma or injury to the head and/or neck.

DISCUSSION
Post-traumatic headaches are defined by the 
most recent International Classification of 
Headache Disorders (ICHD-3) as a secondary 
headache with onset within seven days 
following trauma or injury, seven days after 
regaining consciousness, or seven days after 
regaining the ability to sense and report 
pain.15 However, this criteria has recently been 
contested, as some individuals may report 
symptoms between three months and one 
year following a shock or injury. The ICHD-
3 temporal criteria lack specific phenotypic 
diagnoses that would enable clinicians to 
treat and manage the various forms of PTHA.4 

Post-traumatic headaches are secondary 
headaches that develop after a traumatic 
brain injury. Mild to moderate symptoms like 
a tension-type headache may accompany 
a post-traumatic headache. Post-traumatic 
headaches may be intermittent or recurrent. 
If headaches remain for more than three 
months following a concussion, it is referred 
to as chronic post-traumatic headache.13

Persistent post-traumatic headaches and 
migraines are related to brain anatomy 
changes, possibly indicating distinct 
underlying pathophysiology. Compared to 
migraine patients, persons with persistent 
post-traumatic headaches have differences 
in regional volumes, cortical thickness, 
brain surface area, and brain curvature. The 
structures of the right lateral orbitofrontal 
lobe, left caudal middle frontal lobe, left 
superior frontal lobe, left precuneus, and right 
supramarginal gyrus varied between groups.12

People with tension-type CPTHA experience 
mild to moderate bilateral pain with pressing, 
tugging, and dull quality, worse by exertion, 

stress, and emotional strain. People with the 
migraine-type of CPTHA experience severe 
pounding, throbbing, and stabbing unilateral 
pain and are made worse by physical activity. 
Patients may also express sensitivity to loud 
noises or bright lights (photophobia and 
phonophobia). Less than one-third of CPTHA 
patients experience “mixed headaches,” 
which are symptoms of the various forms 
of headaches that overlap.4,5 It is coded as a 
secondary headache related to the trauma or 
injury (post-traumatic headache) when a new 
headache develops for the first time in close 
temporal proximity to trauma or injury to the 
head and/or neck. This still applies whether 
the newly developed headache resembles 
any of the primary headache diseases listed in 
Section 1 of ICHD-3.15 In this case report, the 
patient complains of mixed headaches for the 
first time related to head trauma. The patient 
complains of tension-type headaches and 
headaches resembling migraines. The patient 
fits the diagnosis criteria of post-traumatic 
headache. 

Most people get daily or weekly headaches, 
whereas a smaller percentage experience 
them only once a month or less frequently. 
Headaches were said to steadily worsen during 
the episodes, reach very high intensities (VAS 
or NPRS = 8–10), and be painful enough to 
prevent activities. People with CPTHA may 
also experience neck pain, described as a 
feeling of muscular spasm and tightness in the 
neck, particularly in the posterior area.2

There is still a lack of knowledge on the 
pathogenesis of post-traumatic headache 
(PTHA); several hypotheses include altered 
neurometabolic processes, poor descending 
regulation, and trigeminal sensory system 
activation with the probability of several 
overlapping pathways.6 Schwedt et al. 
showed that patients with PTHA had 
structural variations in cortical thickness 
and brain volume.14 Diffuse axonal damage 
after a brain injury may lead to structural 
remodeling of cortical and subcortical areas 
in the somatosensory and insular cortex, 
downregulating the neuromodulation of 
pain-modulating pathways.2

The hypothesis for the origin of PTHA centres 
on abnormalities in the neurometabolic 
system. Damage to cells caused by physical 
stress results in the uncontrolled release of 

ion-exchange neurotransmitters.3 Neuronal 
activity-induced metabolic stress (lactate 
and free radicals) causes axonal damage 
(secondary axotomy). Cortical spreading 
depression (CSD) is an electrical process 
during the migraine aura.7 In CSD, excessive 
glutamate and potassium release caused 
by cellular depolarization increases nerve 
excitability and activation of the trigeminal 
sensory system. CSD may contribute to PTHA 
by causing additional brain damage after 
brain injury.7 Due to neuroinflammation, the 
central nervous system (CNS) can become 
more excitable, causing CSD and activating 
the trigeminal sensory system. Due to 
overlapping communication pathways, 
nociceptive signals from upper cervical 
afferents can activate the trigeminal system. 
The convergence of cervical afferent and 
trigeminal nerve pathways supports the 
discovery that therapies for cervical neck pain 
generators can contribute to PTHA relief.4

Similar to other primary headaches, post-
traumatic headache is clinically diagnosed. 
Laboratory and routine imaging diagnostics 
are unnecessary and have limited clinical 
utility. A head CT scan without contrast may 
be performed to rule out acute cerebral 
hemorrhage, particularly in the elderly and 
patient with neurological deficit.8 Because this 
case is young and has no focal or generalized 
neurologic deficits, imaging tests are 
unnecessary.

Post-traumatic headaches are managed 
and treated using a multimodal approach, 
including oral medications, musculoskeletal 
manipulation and treatment, interventional 
techniques, and behavioral therapy; a 
multidisciplinary approach was the most 
effective in treating PTHA.9 Cognitive-
behavioral therapy (CBT), biofeedback, 
progressive muscle relaxation therapy, 
acupuncture, and physical therapy were 
investigated.9 Nonsteroidal anti-inflammatory 
drugs (NSAIDs), triptans, and intravenous 
antiemetics are used as acute therapeutic 
options.10 In preventive regimens, tricyclic 
antidepressants (TCAs), anticonvulsants, and 
gabapentin are all included. Most patients 
benefited from amitriptyline.16 Cushman 
et al. discovered that patients taking either 
gabapentin or amitriptyline improved 
compared to those who did not receive 
treatment.10
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mengancam nyawa, tetapi dapat berdampak 
pada psikologi. Terapi griseofulvin oral, 

ketoconazole cream, ketoconazole shampoo, 
serta psikoterapi menghasilkan perbaikan 

klinis dan psikis.
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