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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.
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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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ABSTRAK

Latar belakang: Limfadenopati TB merupakan TB ekstraparu terbanyak dengan persentase 35% total kasus di dunia. Drugs-induced hepatitis 
(DIH) adalah salah satu risiko efek samping obat anti-tuberkulosis (OAT). Kasus: Pria berusia 18 tahun dengan beberapa benjolan di leher sebelah 
kanan yang dirasa nyeri sejak 2 minggu. Pemeriksaan fisik mendapatkan beberapa benjolan submandibular dan supraklavikula kanan. Biopsi 
benjolan mendapatkan hasil limfadenitis granulomatous supuratif. Pasien didiagnosis limfadenopati TB dan diberi OAT Kategori 1. Lima hari 
kemudian, pasien mual muntah dan terjadi peningkatan AST/ALT. OAT dihentikan sementara hingga klinis dan laboratorium kembali normal. 
OAT selanjutnya diberikan secara individual. Simpulan: Pasien TB dan DIH memerlukan terapi individual berdasarkan toleransi terhadap obat. 
Perlu pemantauan klinis dan laboratorium saat pengobatan agar efek samping dapat dicegah dan pengobatan bisa berhasil.

Kata Kunci: Drugs-induced hepatitis, limfadenopati TB, OAT.

ABSTRACT

Background: The most common extrapulmonary TB is lymph node TB in 35% cases of worldwide. Drug-induced hepatitis (DIH) is the possible 
adverse effect of antimycobacterial agents. Case: An 18-year-old male with multiple tender lumps on the right side of his neck for the last 2 
weeks. Physical findings were multiple masses in the right anterior supraclavicular and submandibular region. Biopsy revealed suppurative 
granulomatous lymphadenitis. The diagnosis is TB lymphadenitis and the first regimen of anti-TB was given, but the patient developed nausea 
and vomiting and increased AST/ALT after 5 days. Anti-TB was temporarily discontinued. Anti-TB regimen was resumed after clinical and 
laboratory returned to normal. Conclusion: Patients with TB and DIH need to be treated individually depending on their tolerance to the drugs. 
Careful clinical and laboratory monitoring was needed to prevent adverse effects and for best results. David Denada Rahmad, Asep Purnama. 
A Case of Tuberculous Lymphadenopathy with Drugs-induced Hepatitis (DIH) in Sikka, East Nusa Tenggara, Indonesia.

Keywords: Drug-induced hepatitis, TB lymphadenitis, anti-TB.

PENDAHULUAN
Tuberkulosis (TB) adalah penyakit infeksi 
menular yang disebabkan oleh kuman dari 
kelompok Mycobacterium dan penyebab 
tersering adalah Mycobacterium tuberculosis. 
TB merupakan salah satu penyebab kematian 
tertinggi di dunia.1-4 Berdasarkan data Global 
TB Report 2018, diperkirakan terdapat 842.000 
kasus TB baru (319 per 100.000 penduduk) 
di Indonesia dan 116.400 (44 per 100.000 
penduduk) kematian karena TB.4 Kasus TB baru 
di Indonesia menduduki peringkat ketiga 
setelah India dan Cina.1,4 Angka kematian 
akibat TB tanpa HIV sekitar 40 per 100.000 dan 
3,6 per 100.000 pada populasi TB dengan HIV 
di Indonesia.4

TB ekstraparu adalah TB pada organ selain 
parenkim paru, misalnya pleura, kelenjar limfe 
(KGB), abdomen, saluran kemih, kulit, sendi, 
selaput otak, dan tulang.1,2 TB ekstraparu 
terjadi pada sekitar 16% pasien TB di dunia.5 
Limfadenopati TB merupakan TB ekstraparu 
terbanyak dengan persentase 35% dari total 
TB ekstraparu di dunia.1 Limfadenopati TB 
lebih sering terjadi pada wanita.1 KGB yang 
terkena biasanya membesar; gejala nyeri 
didapatkan pada 33%-85% pasien.1,5

Pengobatan limfadenopati TB sama dengan 
pengobatan TB paru.1 OAT standar di 
Indonesia adalah isoniazid, pyrazinamide, 
rifampicin dan ethambutol. Efek samping 

OAT, mulai dari yang ringan (tidak nafsu 
makan) hingga berat (DIH).2,4 DIH (drug-
induced hepatitis) adalah kelainan fungsi hati 
akibat penggunaan obat, dapat dibagi 2 
jenis: direk toksik dan idiosinkrasi. Prevalensi 
DIH pada saat pemberian OAT sekitar 2,4%-
28% di seluruh dunia, pada pasien TB paru 
sebesar 25,7%, dan TB ekstraparu 55,4%.6 DIH 
idiosinkrasi saat pemberian OAT mungkin 
terjadi pada 1:1.000-100.000 kasus.1-7 Isoniazid 
dapat menyebabkan DIH, tetapi sering self-
limited berupa peningkatan ALT <5 kali tanpa 
gejala klinis. DIH lebih sering terjadi pada usia 
>50 tahun, dengan usia termuda pasien <20 
tahun.1,6-8
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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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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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KASUS
Pasien pria berusia 18 tahun datang ke poli 
penyakit dalam dengan keluhan utama 
benjolan pada leher sebelah kanan, yang 
makin membesar dan nyeri sejak 2 minggu. 
Benjolan pertama kali dirasakan sekitar 
±2-3 bulan yang lalu. Rasa nyeri tidak 
dipengaruhi oleh apapun dan pasien tetap 
dapat beraktivitas seperti biasa. Keluhan lain 
seperti demam, batuk, pilek, gigi berlubang 
disangkal. Berat badan dirasakan menurun 
sejak 2 bulan, tetapi tidak ditimbang. Pasien 
tidak memiliki riwayat penyakit sebelumnya. 
Riwayat penyakit keluarga dan orang sekitar 
dengan keluhan serupa disangkal. Riwayat 
kontak dengan pasien TB disangkal. Riwayat 
konsumsi alkohol dan rokok disangkal. Pasien 
pernah tinggal di asrama pesantren sekitar 1 
tahun yang lalu. Pasien sebelumnya berobat 
ke poli bedah, diberi cefixime 2x200 mg 
selama 7 hari, mefenamic acid 3x500 mg jika 
nyeri, dan dilakukan biopsi eksisi. Hasil biopsi 
limfonodi colli: limfadenitis granulomatous 
supuratif, sesuai gambaran TB dengan infeksi 
sekunder.

Gambar 1. Klinis awal pasien.

Pada pemeriksaan fisik, didapatkan kondisi 
pasien baik, tekanan darah 110/80 mmHg, 
detak jantung 84 x/menit, laju pernapasan 
14 kali/menit, dan suhu 36,7oC. BB 50 kg 
dengan IMT (indeks massa tubuh) 18,37. Pada 
leher terlihat satu benjolan di colli anterior 
dextra area submandibular sebesar bola ping 

pong, warna kulit sama seperti sekitar, tidak 
hiperemis, teraba keras dan banyak, dapat 
bergerak, permukaan rata, licin, dan tidak nyeri 
saat ditekan. Terlihat satu bekas luka operasi 
terbuka ±1,5x0,2 cm pada colli anterior sisi 
kanan area supraklavikula dan keluar sedikit 
cairan berwarna kuning jernih.

Hepar teraba 1 jari di bawah arcus costae. 
Pemeriksaan fisik lain dalam batas normal. 
Pada pemeriksaan penunjang, didapatkan 
anti-HIV non-reaktif, rontgen thorax didapatkan 
gambaran paru dan jantung masih dalam 
batas normal, dan hasil dahak tes cepat 
molekuler (TCM): MTB not detected.

Gambar 2. Rontgen thorax.

Pasien didiagnosis limfadenopati TB dengan 
infeksi sekunder (teratasi); diberi obat anti-
tuberkulosis (OAT) kategori 1 sebanyak 3 
tablet 4KDT (kombinasi dosis tetap) 3 kali 
seminggu; tiap tablet 4KDT berisi isoniazid (H) 
75 mg, rifampicin (R) 150 mg, pyrazinamide (Z) 
400 mg, dan ethambutol (E) 275 mg. Selain itu, 
juga diberi paracetamol 3x500 mg jika nyeri 
dan vitamin B6 2x10 mg.

Lima hari kemudian pasien datang kembali 
dengan keluhan mual, muntah, serta nyeri 
perut sejak minum obat yang diberikan. Pada 

pemeriksaan fisik, didapatkan sklera kedua 
mata ikterik dan nyeri regio epigastrik. Hasil 
pemeriksaan tambahan (Tabel).

Pasien didiagnosis limfadenopati TB dengan 
drug-induced hepatitis. Penanganan awal 
adalah penghentian OAT, omeprazole 2x20 
mg, domperidone 3x10 mg, dan suplemen 
yang dipercaya menjaga fungsi hati 3x1 tablet. 
Pasien diminta kontrol setiap 7 hari untuk 
pengecekan klinis serta AST/ALT.

Setelah 1 bulan penghentian OAT, pasien tidak 
bergejala dan hasil AST 51 U/L dan ALT 38 U/L. 
OAT rifampicin (R) 600 mg/hari dan ethambutol 
(E) 1.000 mg/hari dimulai kembali sesuai 
toleransi. Setelah 7 hari, klinis dan kadar AST/
ALT normal, sehingga ditambahkan isoniazid 
(H) 300 mg/hari, vitamin B6 2x10 mg. Setelah 
pengobatan HRE selama 7 hari, klinis dan AST/
ALT tetap normal, selanjutnya direncanakan 
pemberian OAT HRE selama 9 bulan.

Setelah 4 bulan pengobatan HRE, pasien 
mengeluh benjolan di leher membesar dan 
kadang nyeri. Keterbatasan OAT di Sikka 
membuat pasien sulit mendapatkan OAT 
lepasan, tetapi pasien tetap meminum OAT 
(HRE) dengan teratur. Pemeriksaan fisik dalam 
batas normal, BB naik menjadi 52 kg, di leher 
terlihat satu benjolan colli anterior dextra area 
submandibular sebesar bola ping pong, warna 
kulit sama seperti sekitar, tidak hiperemis, 
teraba keras, dapat bergerak, permukaan rata, 

Tabel. Hasil laboratorium.

Nama Pemeriksaan Hasil
Fungsi Hati
AST 413 U/L
ALT 328 U/L
Hepatitis
HBsAg Non-reaktif
Anti-HCV Non-reaktif
Anti-HAV Non-reaktif
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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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licin, dan nyeri saat ditekan, fluktuasi positif.

Pemeriksaan fisik lain dalam batas normal. 
Anti-HIV ulang negatif.

USG colli dextra pasien mendapatkan:
1. Lesi heterogen hipo-anechoic, bentuk oval, 

berdinding tebal di regio submandibular 
dekstra, ukuran >6,3 cm, mengarah 
limfadenitis/abses TB.

2. Tampak limfadenopati multipel kecil, 
hilus menghilang, bentuk oval mengarah 
tuberkulosis.

Diagnosis limfadenopati TB dengan infeksi 
sekunder dengan differential diagnosis abses 
TB dan drus-induced hepatitis. Pengobatan HRE 
dilanjutkan dan ditambah dengan cefixime 
2x200 mg selama 5 hari dan diclofenac sodium 
2x50 mg jika nyeri. Pasien dirujuk ke spesialis 
bedah untuk eksisi, debridement, dan drainage. 
Uji kepekaan jaringan eksisi tidak dapat 
dilakukan karena keterbatasan fasilitas dan 
biaya.

Setelah 9 bulan pengobatan HRE, pasien 
mengeluh masih ada benjolan di leher. Pada 
pemeriksaan fisik didapatkan TTV dalam batas 
normal, BB pasien naik menjadi 54 kg. Pada 
leher tidak terlihat benjolan pada colli anterior, 
teraba beberapa benjolan kecil sebesar 
kelereng dan kacang polong, warna kulit 
sama seperti sekitar, tidak hiperemis, teraba 
lunak, dapat bergerak, permukaan rata, licin, 
dan tidak nyeri saat ditekan. Terlihat 2 bekas 
luka operasi:
1. Luka terbuka ±1,5x0,2 cm dan keluar 

sedikit cairan berwarna kuning bercampur 
merah.

2. Luka tertutup, warna lebih gelap dari kulit 
sekitar.

Gambar 4. Klinis pasien 9 bulan.

Pengobatan HRE selesai setelah 9 bulan. BB 

pasien naik dari 50 kg hingga 54 kg pada 
akhir pengobatan yang merupakan tanda 
positif pengobatan, sehingga pemberian OAT 
dirasa tidak perlu diperpanjang. Pasien dirujuk 
ke spesialis bedah untuk penanganan dan 
evaluasi luka operasi lanjutan.

DISKUSI
Limfadenopati TB adalah TB ektraparu di 
kelenjar limfe. Kuman penyebab yang sering 
adalah M. tuberculosis, dahulu didominasi 
oleh M. bovis.1,5 Terjadi pada usia produktif 
,terutama usia 10-30 tahun, dan sering pada 
wanita. Pasien HIV lebih berisiko terkena 
limfadenopati TB. Kelenjar yang paling sering 
terkena adalah di daerah colli posterior, anterior, 
dan fossa supraklavikula; pada sekitar ±50% 
kasus terjadi bersamaan dengan TB paru.1,4,5

Usia pasien termasuk faktor risiko dan pada 
pemeriksaan fisik, benjolan terdapat di colli 
anterior dan supraklavikula.

Diagnosis limfadenopati TB ditegakkan dari 
histopatologi (aspirasi jarum halus atau 
eksisi biopsi) yang mendapatkan jaringan 
lesi granuloma dengan atau tanpa BTA. TCM 
GeneXpert atau BTA dari fokus infeksi dapat 
membantu diagnosis TB ekstraparu.1,4,9 Kultur 
dapat dilakukan dan positif pada sekitar 70%-
80% dari kasus.1 Pada kasus, dilakukan eksisi 
biopsi dengan hasil jaringan granulomatous 
supuratif sesuai gambaran TB.1 Aspirasi jarum 
halus dan kultur belum dapat dilakukan karena 
keterbatasan fasilitas. TCM GeneXpert dahak 
dan anti-HIV hasilnya negatif. Gambaran paru 
dan jantung pada rontgen thorax masih dalam 
batas normal.

Pasien didiagnosis limfadenopati TB ringan.4 
Pengobatan sama dengan pengobatan TB 
paru, yaitu 2RHZE/4RH(3) sesuai program 
Kemenkes, tetapi dengan durasi bervariasi 
dari 6 sampai 12 bulan sesuai kondisi klinis 
dan berat ringannya TB ekstraparu.2,4,10 
Pengobatan jangka panjang biasa diberikan 
pada TB ekstraparu berat, seperti meningitis 
TB, tuberkuloma otak, dan spondilitis TB, 
sedangkan untuk limfadenopati TB dapat 
dipertimbangkan jangka pendek.2,10 Pada 
kasus ini, rencana awal pengobatan dengan 
OAT katergori 1, yaitu 2(RHZE)/4(RH)3 selama 
6 bulan dan pemantauan tergantung klinis 
pasien.10

Selanjutnya muncul gejala klinis mual dan 

muntah, sklera ikterik, serta peningkatan 
enzim hati AST/ALT ≥3 kali, sehingga OAT 
yang hepatotoksik (RHZ) dihentikan. S dan E 
dapat diberikan jika dirasa penghentian atau 
penundaan pengobatan akan merugikan 
pasien.2,4 Pasien menolak memakai S (karena 
disuntik), sehingga OAT dihentikan seluruhnya 
hingga klinis dan laboratorium kembali 
normal. Inisiasi OAT yang dianjurkan adalah 
pemberian R dosis minimal dan dinaikkan 
perlahan hingga maksimal (1x450 mg) atau 
sesuai BB pasien dan E (1x1.000 mg) yang 
dianggap tidak hepatotoksik.2,4 Kombinasi OAT 
sangat dianjurkan mengingat risiko resistensi 
jika hanya digunakan satu jenis saja.1,4,12 Jika 
klinis dan laboratorium tetap normal setelah 
inisiasi (RE) selama 7 hari, dapat ditambahkan 
H dengan dosis awal rendah dan dinaikkan 
hingga maksimal (1 x300 mg) atau sesuai BB 
pasien. Pengobatan individual akan dimulai 
setelah 3-7 hari seluruh inisiasi OAT dapat 
ditoleransi dengan baik.2,4

DIH adalah kelainan fungsi hati akibat 
penggunaan obat-obatan hepatotoksik, seperti 
isoniazid, pyrazinamide, dan rifampicin yang 
sering dipakai untuk pengobatan TB.1,7 Faktor 
yang mempermudah adalah usia lanjut, 
wanita, status nutrisi buruk, konsumsi alkohol, 
riwayat penyakit hati, hepatitis B carrier, dan/
atau pemakaian obat yang tidak teratur.7,8,11 
Gejala yang paling sering adalah mual, 
muntah, ikterus, dan anoreksia seperti pada 
kasus.8,11

Tata laksana TB dengan DIH: 4,12

1. Jika ditemukan gejala klinis (ikterik, mual/
muntah), OAT dihentikan

2. Jika ditemukan gejala klinis disertai 
peningkatan AST/ALT ≥3 kali, OAT 
dihentikan

3. Jika tidak ditemukan gejala klinis, OAT 
dihentikan jika hasil laboratorium bilirubin 
>2, atau AST/ALT ≥5 kali. Apabila AST/
ALT ≤3 kali, pengobatan OAT dilanjutkan 
dengan pengawasan

Sangat dianjurkan untuk menghentikan OAT 
hepatotoksik (RHZ) dan pemantauan gejala 
klinis dan laboratorium (AST/ALT) berkala. 
Bila penghentian OAT dianggap merugikan, 
dapat diberikan streptomycin, ethambutol, dan 
golongan fluoroquinolone hingga fungsi hati 
membaik. Perlu diingat risiko resistensi jika 
OAT tidak dikombinasikan. Jika gejala klinis 
dan laboratorium sudah kembali normal, 
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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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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.
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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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dapat diberikan R dengan dosis dinaikkan 
perlahan hingga dosis penuh (sesuai BB). 
Bila klinis dan laboratorium tetap normal 
setelah 3-7 hari, dapat ditambahkan isoniazid 
dengan cara yang sama. Pada pasien tanpa 
pemeriksaan laboratorium, dianjurkan 
memulai kembali OAT 2 minggu setelah gejala 
klinis menghilang. OAT dapat diberikan secara 
individual setelah dilakukan inisiasi ulang. 
Pada pasien ikterik, sangat tidak dianjurkan 
menggunakan pyrazinamide.1-4

Berikut rekomendasi OAT yang dapat 
diberikan pada pasien DIH.1-4,12

1. Jika R tidak dapat ditoleransi, dianjurkan 
2HES/10HE

2. Jika H tidak dapat ditoleransi, dianjurkan 
6-9RZE

3. Jika H dan R tidak dapat ditoleransi, 
dianjurkan 18-24SE ditambah 1 golongan 
quinolone

4. Jika Z dihentikan saat pasien belum 
menyelesaikan fase intensif (≥28 dosis), 
dianjurkan HR diperpanjang menjadi 9 
bulan

5. JIka Z dihentikan pada tahap awal 
pengobatan, dianjurkan 2RHSE/6RH atau 
9HRE

6. Jika DIH terjadi pada tahap lanjutan, 
dianjurkan 4RH setelah laboratorium 
kembali normal

Pasien ini diberi OAT individual 9HRE karena 
beberapa pertimbangan, yaitu:2,4

1. Pasien menolak OAT suntik, sehingga 18-
24SE atau 2RHSE/6RH tidak diberikan

2. Pasien terdiagnosis limfadenopati TB 
yang cenderung ringan dan dirasa tidak 
dirugikan jika OAT dihentikan sementara, 

sehingga tidak memerlukan penggantian 
dengan SE atau golongan fluoroquinolone

3. RH dosis maksimal dapat ditoleransi 
pasien dengan baik; diduga penyebab 
DIH adalah Z

4. Saat DIH, pasien memiliki gejala klinis 
ikterik, sehingga Z tidak dianjurkan

Pemantauan harus selalu ketat untuk 
risiko resistensi OAT karena pemberian 
individual.4 Pada kasus terjadi perburukan 
yaitu pembesaran benjolan saat pengobatan 
bulan ke-4. Beberapa kemungkinan 
penyebab adalah resistensi OAT atau 
pasien immunocompromised. Anti-HIV 
ulang menunjukkan hasil non-reaktif, uji 
kepekaan dan kultur jaringan tidak dapat 
dilakukan karena masalah biaya dan fasilitas. 
Kemungkinan lain adalah infeksi sekunder 
karena luka terbuka post operasi memudahkan 
infeksi dan tergantung kebersihan pribadi; 
diperlukan perbaikan kebersihan diri pasien. 
Kemungkinan terakhir adalah paradoxical 
reaction (PR), yaitu perburukan klinis lesi TB 
lama atau munculnya lesi TB baru pada pasien 
yang sebelumnya mengalami perbaikan 
saat penggunaan OAT.13,14 PR sering terjadi 
pada pasien TB koinfeksi HIV, namun dapat 
terjadi pada sekitar 20% pasien TB non-HIV.13,14 
Pada keadaan PR, 91,7% pasien mengalami 
perbaikan spontan dan 8,3% sisanya 
membutuhkan terapi ulang.13 Pada kasus ini, 
pemberian HRE tetap dilanjutkan dengan 
pertimbangan kemungkinan pada pasien 
adalah PR dan kemungkinan kecil resistensi 
OAT karena kepatuhan pasien minum obat 
baik.

Tata laksana adalah eksisi drainase, antibiotik 
empiris, dan simtomatik. Setelah pengobatan 
antibiotik empiris, klinis pasien membaik, 
sehingga perburukan dicurigai akibat infeksi 
sekunder karena masalah kebersihan diri 
pasien.

Penilaian kesuksesan pengobatan TB 
ekstraparu sangat beragam dan sulit, 
tergantung indikator-indikator yang 
tersedia.8,15 Keterbatasan alat dan biaya 

membuat indikator perbaikan klinis pasien 
adalah peningkatan BB sesuai ISTC Standar 
nomor 10, yang digunakan juga untuk 
mengevaluasi TB BTA negatif atau TB anak.10 
OAT HRE tetap diberikan karena indikator 
klinis, yaitu berat badan tetap meningkat. 
Indikator lain adalah pengecilan KGB, tetapi 
infeksi sekunder menyulitkan penilaian. Selain 
itu, pengecilan KGB hanya terjadi pada 30%-
40% pasien setelah 3 bulan pemberian OAT 
dan 80% setelah 6 bulan pemberian OAT, 
20% sisanya akan menghilang pada periode 
lama jika KGB >5 mm. Sekitar 25% pasien 
limfadenopati TB tidak mengecil walaupun 
pengobatan dinilai berhasil secara kultur.15 
Residu KGB lebih mungkin pada pasien usia 
muda. Residu KGB tidak bisa menjadi faktor 
kegagalan pengobatan ataupun relaps.1,15 
Pada kasus ini, setelah pemberian 9 bulan OAT 
individual, ada perbaikan klinis berat badan 
pasien naik 4 kg. Berdasarkan indikator ini 
pengobatan HRE pasien ini dikatakan berhasil. 
Pemantauan kultur dan histopatologi sulit 
karena keterbatasan fasilitas. Pasien harus 
tetap dipantau secara klinis hingga 3 bulan 
setelah OAT dinyatakan berhasil untuk menilai 
risiko resistensi atau relaps.15

SIMPULAN
Prinsip pengobatan limfadenopati TB 
sama seperti pengobatan TB paru, yaitu 
menggunakan OAT kategori 1 selama 6 
bulan. DIH dapat terjadi pada semua pasien 
TB yang mendapat OAT. Pasien TB dan 
DIH memerlukan terapi individual sesuai 
toleransi terhadap OAT dan keinginan pasien. 
Diperlukan indikator klinis untuk evaluasi 
keberhasilan pengobatan TB. Indikator berat 
badan mudah dan tidak memerlukan biaya. 
Jika sudah dinyatakan selesai pengobatan, 
tetap diperlukan pemantauan klinis selama 
±3 bulan untuk menilai adanya relaps atau 
resistensi OAT.
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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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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




