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ABSTRAK

Peripartum cardiomyopathy dapat menjadi penyebab stroke usia muda. Laporan kasus ini membahas kasus stroke pada usia muda akibat peripartum 
cardiomyopathy yang awalnya menyerupai infeksi tuberkulosis (TBC) paru. Hal ini perlu diwaspadai di negara dengan prevalensi infeksi TBC tinggi.

Kata Kunci: Peripartum cardiomyopathy, stroke usia muda, TBC.

ABSTRACT

Peripartum cardiomyopathy can be a cause of stroke in the younger population. A case of stroke in a young woman caused by peripartum 
cardiomyopathy with early presentation mimics pulmonary tuberculosis is presented. This is a cause for concern in countries with a high prevalence 
of TB infection. Leon Abirawa, Viky Victory, Muhammad Firdaus Kamil. Peripartum Cardiomyopathy as Cause of Stroke in Young Adult.

Keywords: Peripartum cardiomyopathy, stroke in young adult, TBC.

PENDAHULUAN
Pasien stroke usia muda kerap memiliki 
faktor risiko yang berbeda dari pasien stroke 
pada umumnya. Stroke pada usia muda juga 
memiliki diagnosis banding yang berbeda, 
salah satunya adalah infeksi susunan saraf 
yang menyebabkan vaskulitis.

KASUS
Seorang wanita usia 19 tahun mendadak 
mengalami kelemahan anggota gerak sebelah 
kanan ketika sedang berjalan sehingga 
terjatuh; bicara pelo dan mulut pasien 
menjadi agak mencong. Pasien dikatakan ada 
riwayat batuk lama dan sesak sejak 2 bulan; 
mempunyai riwayat pengobatan TBC saat 
SD dan dikatakan selesai berobat selama 6 
bulan. Saat pemeriksaan ketiga diketahui 
bahwa pasien sudah menikah dan pernah 
melahirkan. Pasien demam sejak 1 minggu. 
Pasien dikatakan banyak tidur, tetapi masih 
dapat mengikuti perintah dan menjawab 
pertanyaan. Pada pemeriksaan fisik ditemukan 
kesadaran GCS 14 (E3M6V5), tidak ditemukan 
kaku kuduk, kekuatan motorik 0 pada lengan 
dan tungkai kanan. Pada pemeriksaan fisik 

umum ditemukan ronki pada kedua lapang 
paru bagian bawah, suara napas menurun 
pada kedua sisi paru dan batas jantung sulit 
dinilai karena adanya efusi luas paru. Pada 
pemeriksaan lanjutan pasien lebih sadar dan 
bisa berkomunikasi; didapatkan anamnesis 
pasien baru melahirkan 4 bulan lalu dan 
mengalami nyeri payudara.

Gambar 1. Rontgen thorax pasien.

Pemeriksaan penunjang awal rontgen 
thorax dengan hasil efusi pleura dupleks, 
serta gambaran edema paru disertai 
bronchopneumonia; jantung sulit dinilai 
karena edema paru luas (Gambar 1).

Gambaran elektrokardiogram (EKG) 
menunjukkan sinus takikardia, pembesaran 
atrium kiri, dan iskemia luas inferior anterior. 
Pada pemeriksaan CT scan otak non-kontras 
awal tidak terlihat jelas adanya infark atau 
perdarahan, hanya tampak sedikit edema di 
area kapsula interna krus posterior (Gambar 
2). Pasien diduga menderita stroke karena 
vaskulitis. Stroke diduga karena klinis ada 
kelemahan satu sisi akut. Vaskulitis dicurigai 
sebagai penyebab karena penurunan 
kesadaran disertai demam lama, serta pada 
rontgen thorax dicurigai adanya infeksi 
paru TBC; selain itu, pada pemeriksaan 
awal tidak ditemukan penyebab stroke 
yang khas. Walaupun kelainan jantung 
tidak dapat disingkirkan, umumnya tidak 
menyebabkan demam lama. Pasien diberi 
terapi awal acetylsalicylic acid 1x80 mg oral, 
dexamethasone 3x5 mg IV, citicoline 2x500 mg 
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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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IV, esomeprazole 2x40 mg IV, dan obat anti-TBC 
4 �xed dose combination (OAT 4FDC) 1x3 tab, 
vitamin B6 1x10 mg, sementara menunggu 
hasil konsultasi penyakit dalam dan kardiologi.

Acetylsalicylic acid, citicoline, ataupun 
dexamethasone dan OAT 4FDC diberikan 
karena dicurigai stroke akibat vaskulitis 
sebagai komplikasi meningoensefalitis TBC, 
seraya menunggu pemeriksaan penunjang 
lanjutan. Pada pemeriksaan lanjutan CT 
scan kepala dengan kontras didapatkan lesi 
hipodens pada ganglia basal kiri cenderung 
infark (Gambar 3).

Gambar 2. CT scan kepala non-kontras.

Gambar 3. CT scan kontras.

Dilakukan bedside echocardiography dengan 
hasil ejection fraction 20%-30%, global 
hypokinetic, dengan riwayat melahirkan 4 
bulan lalu, tanpa penyebab cardiomyopathy 
lain; pasien didiagnosis peripartum 
cardiomyopathy dan acute decompensated 
heart failure; disarankan pemberian furosemide 
3x40 mg IV, spironolactone 1x25 mg PO, 
lisinopril 1x2,5 mg PO, dan bisoprolol 1x1,25 
mg PO. Dokter penyakit dalam menyimpulkan 

bahwa sesak napas disebabkan oleh 
peripartum cardiomyopathy dengan diagnosis 
banding pneumonia atau TBC paru, mastitis 
sinistra sebagai penyebab demam, serta 
hiperurisemia dan hiperglikemia reaktif. Saran 
pengobatan adalah cefuroxime 3x750 mg IV, 
paracetamol 3x1 gram IV, allopurinol 1x300 mg 
PO.

CT scan kontras menunjukkan infark tanpa 
tanda infeksi otak dan hasil pemeriksaan faktor 
risiko vaskular (profil lipid, gula darah puasa, 
dan gula darah 2 jam post prandial) ditemukan 
normal. Diagnosis stroke ditegakkan dan faktor 
risiko utama dicurigai adalah peripartum 
cardiomyopathy karena pasien tidak memiliki 
faktor risiko vaskular dominan lain dan 
diagnosis banding infeksi sistem saraf pusat 
telah disingkirkan dengan CT scan kontras 
yang menunjukkan adanya infark tanpa 
tanda infeksi sistem saraf pusat. Terapi awal 
stroke akut dengan antiplatelet ganda, yaitu 
acetylsalicylic acid 1x80 mg dan clopidogrel 
1x75 mg; kemudian sesuai saran kardiolog 
diberikan clopidogrel 1x75 mg dan warfarin 
1x2 mg untuk pencegahan stroke sekunder. 
Pasien juga mendapat terapi tambahan 
bromocriptine 1x2,5 mg sebagai terapi spesifik 
untuk peripartum cardiomyopathy berdasarkan 
pedoman gagal jantung AHA/ACC.4,6 Pasien 
selama perawatan 6 hari membaik, tidak sesak 
walau tanpa oksigen. Keadaan umum pasien 
kembali sadar, tidak demam, dan setelah 
fisioterapi diputuskan untuk melanjutkan 
pengobatan rawat jalan.

DISKUSI
Pasien stroke usia muda memiliki faktor risiko 
unik dan kadang sulit ditemukan. Pasien stroke 
usia muda juga kerap memiliki presentasi yang 
tidak lazim karena demografi yang berbeda 
dibandingkan pasien stroke usia lanjut.1 Stroke 
usia muda terjadi pada 10%-15% kasus stroke 
dan cenderung meningkat.1 Stroke usia muda 
dapat memiliki penyebab yang unik, dapat 
dibagi menjadi:1

1. Faktor risiko khas pada wanita (kontrasepsi 
hormonal, migrain dengan aura, 
kehamilan)

2. Kelainan bawaan berisiko stroke kriptogenik 
(misalnya patent foramen ovale)

3. Trombofilia, dan gangguan koagulasi lain 
yang bersifat diturunkan secara genetik

4. Diseksi arteri karotis dan arteri vertebralis
5. Vaskulopati atau vaskulitis terkait (misalnya 

CADASIL - cerebral autosomal dominant 

arteriopathy with subcortical infarct and 
leukoencephalopathy, giant cell arteritis, 
dan vaskulitis akibat infeksi)

6. Faktor risiko kardiovaskular umum 
(hipertensi, diabetes melitus, 
kardiomiopati, fibrilasi atrium, dislipidemia, 
gangguan katup jantung)

7. Faktor risiko terkait perilaku (kurang 
olahraga, merokok, pemakaian obat 
terlarang)

Pasien ini awalnya dicurigai stroke karena 
vaskulitis terkait infeksi sistem saraf pusat. Hal 
ini berdasarkan hasil imaging awal, adanya 
penurunan kesadaran minimal, demam, 
batuk, sesak, riwayat pengobatan TBC paru, 
dan hasil rontgen yang dapat sesuai infeksi 
paru ataupun gangguan jantung. Diagnosis 
meningoensefalitis TBC dengan komplikasi 
stroke akibat vaskulitis perlu dipertimbangkan 
mengingat masih banyaknya kasus infeksi TBC 
paru dan ekstraparu.

Diagnosis stroke karena peripartum 
cardiomyopathy ditetapkan setelah 
pemeriksaan CT scan kontras tidak 
menunjukkan meningoensefalitis, sehingga 
menyingkirkan kemungkinan vaskulitis. 
Penyebab stroke diduga peripartum 
cardiomyopathy karena tidak ditemukan faktor 
risiko penyebab stroke lain.

Stroke infark masa peripartum memiliki 
frekuensi 12,2 per 100.000 kehamilan, dan kasus 
peripartum cardiomyopathy sebagai penyebab 
stroke diperkirakan lebih sedikit.2,3

 
Kasus ini 

tidak khas karena umumnya peripartum 
cardiomyopathy terjadi pada usia di atas 30 
tahun dengan riwayat kelahiran dan biasa 
terjadi pada minggu-minggu awal post partum 
atau bulan terakhir kehamilan, serta dapat 
disertai riwayat eklampsia atau preeklampsia.4

Kriteria diagnosis peripartum cardiomyopathy 
berdasarkan European Society of Cardiology:4-6

1. Decompensatio cordis pada wanita yang 
sebelumnya sehat dalam bulan terakhir 
kehamilan atau 5 bulan setelah melahirkan

2. Tidak ada penyebab decompensatio cordis 
lainnya

3. Tidak ada penyakit jantung sebelum bulan 
terakhir kehamilan

4. Bukti echocardiography gangguan fungsi 
sistolik (biasanya dengan ejection fraction 
<45%)
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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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Gejala batuk dan sesak dalam 2 bulan terakhir 
mungkin disebabkan oleh decompensatio 
cordis, tetapi baru terdiagnosis setelah 
mengalami stroke pada bulan ke-4 setelah 
melahirkan. Pasien tidak memiliki riwayat 
gangguan jantung atau gejala gangguan 
jantung sebelumnya, sehingga diasumsikan 
tidak memiliki gangguan jantung sebelum 
kejadian. Hasil pemeriksaan faktor risiko 
kardiovaskular tidak signifikan. Kenaikan 
kadar gula darah dan asam urat diduga 
bersifat reaktif. Hasil bedside echocardiography 
menunjukkan ejection fraction pada kisaran 
20%-30% yang memenuhi kriteria diagnosis 
peripartum cardiomyopathy berdasarkan 
European Society of Cardiology.4 Pemeriksaan 
lebih lengkap seperti biopsi otot jantung dan 
MRI jantung umumnya tidak diperlukan.5 
Faktor penyulit diagnosis adalah adanya 
demam, batuk, dan sesak yang mengarah ke 
kemungkinan infeksi, stroke karena vaskulitis 
atau vasospasme akibat infeksi sistem saraf 
pusat.1,7

Penyebab peripartum cardiomyopathy 
disimpulkan setelah ditemukan penyebab 
demam berupa mastitis dan pasien cenderung 
membaik setelah terapi awal sesuai pedoman 
terapi gagal jantung dari American Heart 
Association (AHA)/American College of 
Cardiology (ACC) berupa furosemide 3x40 mg 
IV dan spironolactone 1x25 mg PO, angiotensin 
converting enzyme inhibitor lisinopril 1x2,5 mg 
PO dan beta bloker bisoprolol 1x1,25 mg PO.6

Terapi awal acetylsalicylic acid, citicoline, 
OAT 4FDC, dexamethasone, dan vitamin B6 
diberikan mengingat dugaan awal stroke 
disebabkan vaskulitis akibat infeksi.7

 
Citicoline 

merupakan agen neuroprotektif dengan 
efek samping minimal pada berbagai situasi, 
termasuk stroke, infeksi, dan trauma.8-10 
Steroid bermanfaat meningkatkan kesintasan 
jangka pendek dan termasuk dalam protokol 
pengobatan meningitis.11,12

Setelah penegakan diagnosis peripartum 
cardiomyopathy dan kemungkinan stroke 
disebabkan oleh peripartum cardiomyopathy, 
diberikan terapi antiplatelet ganda berupa 
acetylsalicylic acid dan clopidogrel.7 Sesuai 
pedoman tata laksana gagal jantung AHA/
ACC untuk peripartum cardiomyopathy,4,6 

acetylsalicylic acid diganti dengan antikoagulan 
warfarin 1x2 mg. Terapi antiplatelet clopidogel 
1x75 mg dilanjutkan dengan pertimbangan 
risiko stroke sebelum warfarin mencapai 
target antikoagulasi pada INR 2,0-3,0.7 Terapi 
antiplatelet atau antikoagulan pada pasien 
stroke disebabkan peripartum cardiomyopathy 
saat ini belum mempunyai dasar ilmiah yang 
kuat.2,3 Pasien peripartum cardiomyopathy 
disarankan mendapat antikoagulan terutama 
dalam bentuk heparin.4,6 Akan tetapi, heparin 
berisiko menyebabkan perdarahan intrakranial 
pada pasien stroke akut.7 Oleh karena itu, 
warfarin diberikan setelah fase akut stroke.7

Pasien diberi diuretik, beta bloker, dan 
angiotensin converting enzyme inhibitor sebagai 
upaya untuk memperbaiki gagal jantung.4-6 
Pasien peripartum cardiomyopathy juga dapat 
diberi antiaritmia, alat pacu jantung, bahkan 
transplantasi jantung jika diperlukan.4,5 Kasus 
ini membaik dengan terapi di atas dan dapat 
melanjutkan pengobatan di rumah.

Bromocriptine dan saran menghentikan 
menyusui merupakan bagian terapi peripartum 
cardiomyopathy.4-6 Hal ini terkait dengan 
salah satu hipotesis patofisiologi peripartum 
cardiomyopathy, yaitu prolaktin menyebabkan 
stres berlebihan pada jantung yang akhirnya 
menyebabkan peripartum cardiomyopathy.4-6 
Bromocriptine dan penghentian menyusui 
diharapkan mengurangi kadar prolaktin 
darah dan menyebabkan perbaikan fungsi 
jantung.4-6

Penyebab pasti peripartum cardiomyopathy 
belum diketahui, beberapa hipotesis yaitu:5

1. Myocarditis virus pada saat kehamilan

2. Ketidakmampuan membuang antibodi 
terhadap otoantigen kardiak

3. Ketidakmampuan adaptasi tubuh 
terhadap perubahan hemodinamik 
selama kehamilan

4. Apoptosis sel jantung yang agresif
5. Inflamasi akibat sitokin
6. Defisiensi selenium karena perubahan 

asupan saat kehamilan
7. Faktor genetik
8. Efek prolaktin yang berlebih pada jantung
9. Efek progesteron dan estrogen pada 

jantung dan hemodinamik
10. Efek kejut pada jantung akibat kenaikan 

hormon adrenergik
11. Terjadinya iskemia miokardial akibat 

kehamilan

Efek prolaktin yang menyebabkan peripartum 
cardiomyopathy dihipotesiskan terkait 
beberapa faktor, salah satunya gangguan 
faktor transkripsi STAT3 yang menyebabkan 
prolaktin terpecah menjadi fragmen toksik 
terhadap sel endotel dan miosit jantung. 
Kerusakan endotel dan miosit jantung 
kemudian menyebabkan gejala klinis 
peripartum cardiomyopathy.4

Kasus ini membaik dan melanjutkan 
pengobatan rawat jalan. Pasien direncanakan 
menjalani fisioterapi; warfarin direncanakan 
diberikan selama 3–6 bulan saat fungsi 
jantung umumnya membaik.2-5 Pada 13%-
30% kasus bisa terjadi perburukan dan gagal 
jantung permanen.4,5

SIMPULAN
Pasien stroke usia muda sering memiliki 
penyebab yang tidak umum. Diagnosis stroke 
usia muda tidak selalu mudah; terapi optimal 
dapat membutuhkan pemeriksaan berulang. 
Vaskulitis akibat infeksi sistem saraf ataupun 
peripartum cardiomyopathy merupakan 
penyebab yang harus dipikirkan pada pasien 
wanita usia muda.
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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


