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ABSTRAK

Pendahuluan: Deteksi hipokalemia dengan EKG disertai anamnesis dan pemeriksaan fisik akan sangat mempercepat diagnosis dan terapi 
koreksi kalium. Hal ini akan mencegah morbiditas dan mortalitas akibat aritmia jantung dan disfungsi neurologis. Kasus: Laki-laki usia 40 tahun 
dengan keluhan lemah kedua otot tungkai sejak semalam, berawal dari kaki hingga naik ke paha. EKG awal menunjukkan irama sinus, denyut 
jantung 80 x/menit reguler, AV blok derajat pertama (interval PR memanjang: 240 ms), gelombang Q pada sadapan III, interval QTc “tampak” 
memanjang: 551 ms. Depresi segmen ST pada sadapan I, II, dan V3-V6, elevasi segmen ST pada sadapan aVR; Gelombang T menyatu dengan 
gelombang U besar membentuk giant U wave yang terlihat jelas pada sadapan V2-V4. Tes laboratorium menunjukkan kalium serum sangat 
rendah, yaitu 1,94 mmol/L. Simpulan: Dalam kasus hipokalemia berat, giant U wave dapat muncul akibat menyatunya gelombang T dan U yang 
membesar. Dokter di layanan primer harus dapat mengenali perubahan EKG pada hipokalemia, terutama giant U wave.

Kata kunci: Giant U wave, hipokalemia, interval QT memanjang.

ABSTRACT

Introduction: Detection of hypokalemia by ECG accompanied by detailed history and physical examination will greatly facilitate diagnosis, 
initiate potassium correction therapy, and prevent further complications due to various cardiac arrhythmias and neurological dysfunctions. 
Case: A 40-year-old man with weakness in both leg muscles since last night, starting from the legs up to the thighs. Initial ECG showed sinus 
rhythm with a heart rate at 80 bpm, first-degree heart block (PR interval 240 ms); Q wave in III lead; “apparent” prolonged QTc interval at 551 ms; 
ST segment depression in I, II, and V3-V6 leads; ST segment elevation in aVR lead; T-wave inseparable from large U wave formed giant U wave that 
remarkedly seen in V2-V4 leads. Laboratory tests revealed very low serum potassium at 1.94 mmol/L Conclusion: In severe hypokalemia, T and 
U waves will merge and form a giant U wave. Emergency and primary care physicians should be familiar with the ECG changes of hypokalemia, 
especially the giant U wave. Asrina Enggarela. Giant U Wave: Warning Signs to Recognize in Primary Clinical Practice

Keywords: Giant U wave, hypokalemia, long QT interval.

PENDAHULUAN
Kalium (K+) merupakan ion intraseluler 
penting untuk menjaga eksitabilitas 
membran sel.1 Nilai rasio antara kalium intrasel 
dan ekstrasel akan menentukan potensial 
membran istirahat sel miokard.2 Disebut 
hipokalemia berat apabila kadar kalium 
darah <2,5 mmol/L. Pasien hipokalemia berat 
biasanya ke dokter karena aritmia jantung 
atau manifestasi neurologis.1 Penurunan kadar 
kalium serum akan menyebabkan perubahan 
elektrokardiografi (EKG).3 Hipokalemia berat 
dihubungkan dengan tingkat kematian 
tinggi pada pasien komorbid kardiovaskular. 
Deteksi hipokalemia dengan EKG disertai 
anamnesis dan pemeriksaan fisik akan sangat 
mempercepat diagnosis dan terapi koreksi 

kalium. Hal ini akan mencegah morbiditas 
dan mortalitas akibat aritmia jantung dan 
disfungsi neurologis.4 Dokter layanan primer, 
baik sebagai dokter klinik maupun dokter jaga 
IGD, harus dapat mengenali perubahan EKG 
karena hipokalemia, terutama hipokalemia 
berat. Kasus ini membahas pasien hipokalemia 
berat di praktik klinik disertai gambaran EKG 
giant U wave.

KASUS
Seorang laki-laki usia 40 tahun datang ke 
poliklinik dengan keluhan lemah kedua otot 
tungkai sejak semalam, berawal dari kaki hingga 
naik ke paha. Saat bangun di pagi hari, pasien 
tiba-tiba tidak dapat menggerakkan kedua 
tungkainya. Kedua lengan berfungsi baik, 

tidak ada kelemahan otot. Tidak ada masalah 
sensorik pada kedua lengan dan tungkai. 
Kesulitan menelan dan bernapas disangkal. 
Pasien juga mengeluh perut kembung, mual, 
serta tidak bisa BAB dan flatus sejak dua hari. 
Pasien menyangkal adanya muntah, demam, 
diare, sesak napas, ketidaknyamanan dada, dan 
kehilangan kesadaran. Riwayat minum alkohol 
dan penyalahgunaan narkoba disangkal. Pasien 
tidak sedang menjalani pengobatan apapun. 
Tidak ada perubahan signifikan dalam diet atau 
tingkat aktivitas. Tidak ada temuan signifikan 
pada riwayat penyakit dahulu dan keluarga.

Pada pemeriksaan fisik didapatkan laju 
jantung 81 x/menit reguler, laju respirasi 18 
x/menit, tekanan darah 119/75 mmHg, dan 
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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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suhu 36,5oC. Tidak ditemukan distensi vena 
jugularis, pembesaran kelenjar tiroid, atau 
limfadenopati. Pemeriksaan sensorik dan 
motorik otot wajah dan otot ekstraokular dalam 
batas normal. Pada pemeriksaan ekstremitas 
bawah ditemukan paralisis flaksid bilateral, 
refleks tendon dalam menurun simetris. Perut 
terasa lunak, tanpa nyeri tekan saat palpasi; 
bising usus menurun pada auskultasi; dan 
tidak teraba hepatosplenomegali. Sistem 
organ lain dalam batas normal.

EKG awal menunjukkan irama sinus, denyut 
jantung 79 x/menit reguler, terdapat AV blok 
derajat pertama (interval PR memanjang: 
240 ms), gelombang Q pada sadapan III, 
interval QTc “tampak” memanjang: 551 ms. 
Depresi segmen ST pada sadapan I, II, dan 
V3-V6, elevasi segmen ST pada sadapan aVR; 
Gelombang T menyatu dengan gelombang 
U besar membentuk giant U wave yang 
terlihat jelas pada sadapan V2-V4. Berdasarkan 
temuan klinis dan temuan EKG, pasien 
diduga mengalami hipokalemia berat. Sambil 
menunggu hasil lab elektrolit, koreksi kalium 
dimulai dengan suplementasi kalium slow 
release 3 x 600 mg dan drip 25 mEq KCl dalam 
500 ml NaCl 0,9% selama 8 jam. Pemberian 

drip KCl sebanyak 2 kali. Tes menunjukkan 
kalium serum sangat rendah, yaitu 1,94 
mmol/L, dengan kadar natrium dan klorida 
normal.

DISKUSI
Kalium berperan penting untuk 
mempertahankan potensial listrik membran 
sel, serta untuk depolarisasi dan repolarisasi 
miosit. Pengaruh hipokalemia terhadap 
membran sel, yaitu peningkatan potensial 
istirahat, pemanjangan potensial aksi, 
terutama pada fase 3 repolarisasi dan periode 
refraktori.3,5 Di tingkat molekuler, hipokalemia 
menyebabkan disregulasi hemostasis Ca2+ 
seluler dengan mempengaruhi kanal Na+-
Ca2+ exchanger (NCX) dan Na+-K+ ATPase (NKA) 
yang akhirnya menyebabkan kelebihan Ca2+ di 
retikulum sarkoplasma.6,7 Kadar Ca2+ retikulum 
sarkoplasma yang berlebih ini akan dikeluarkan 
secara spontan oleh NCX yang akhinya 
menimbulkan depolarisasi. Terdapat dua jenis 
depolarisasi, yaitu early afterdepolarization (EAD) 
dan delayed afterdepolarization (DAD). Keduanya 
dapat terjadi pada kasus ini, apakah terjadi saat 
potensial aksi atau di antara kedua potensial 
aksi.6 Adanya EAD dapat memicu aritmia letal, 
seperti torsade de pointes, ventrikel takikardi 

polimorfik, dan ventrikel fibrilasi.8

Kadar kalium serum rendah dapat 
memengaruhi konduksi sel jantung dan 
dapat menyebabkan perubahan EKG.3,9 
Gambaran EKG akibat hipokalemia antara lain 
pemanjangan interval PR, inversi gelombang 
T, depresi segmen ST, gelombang U (defleksi 
positif setelah gelombang T paling baik 
terlihat pada sadapan V2-V3), fusi gelombang 
T dan U, interval QT memanjang, berbagai 
takiaritmia, dan blok atrioventrikular.3,4

Dalam kondisi hipokalemia berat, giant U wave 
dapat muncul akibat menyatunya gelombang 
T dan U yang membesar, sehingga gelombang 
T menjadi tertutup.3,10 Makin rendah kadar 
kalium, akan makin besar ukuran gelombang 
U.11 Oleh karena itu, seharusnya pada kondisi 
hipokalemia berat akan lebih sering dijumpai 
giant U wave (gelombang T dan U yang 
bergabung), tetapi dalam praktiknya temuan 
EKG paling sering pada kasus hipokalemia 
adalah depresi segmen ST (54% kasus), 
gelombang U (39% kasus), gelombang T 
mendatar (39% kasus), dan pemanjangan 
interval QT (13% kasus).12

Pada kasus ini, EKG menunjukkan gelombang 
T dan U bersatu membentuk giant U wave 
(fusi gelombang T dan U) dan interval 
QU memanjang. Giant U wave dapat 
disalahartikan sebagai peaked T wave. Peaked T 
wave pada hiperkalemia cenderung memiliki 
dasar yang sempit, tinggi dengan puncak 
menonjol, interval QT normal atau menurun, 
sedangkan giant U wave memiliki dasar lebar 
dan disertai pemanjangan interval QT, yang 
sebenarnya merupakan interval QU.13 Giant 
U wave akibat hipokalemia berat mungkin 
sama atau bahkan lebih berbahaya dari 
prolonged QT interval tanpa gelombang U. 
Makin berat derajat hipokalemia, makin 
banyak sel yang mengalami pemanjangan 
repolarisasi, kemudian makin besar amplitudo 
gelombang U, dan makin menyatu dengan 
gelombang T hingga akhirnya terbentuk giant 
U wave.14 Makin besar amplitudo gelombang 
U maka makin tinggi pula risiko terjadinya 
aritmia. Artinya, adanya giant U wave dapat 
menjadi salah satu indikator risiko aritmia. 
Perpanjangan QT, atau lebih tepatnya interval 
QTU, dapat menyebabkan torsades de pointes 
atau takikardia ventrikel.3

Gambar. EKG pasien: irama sinus, HR 79 x/menit reguler, AV blok derajat pertama (interval PR 
memanjang: 240 ms), gelombang Q pada sadapan III, interval QTc “tampak” memanjang: 551 
ms; Depresi segmen ST pada sadapan I, II, dan V3-V6; Elevasi segmen ST pada sadapan aVR; 
Gelombang T menyatu dengan gelombang U besar membentuk giant U wave yang terlihat jelas 
pada sadapan V2-V4.
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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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SIMPULAN
Hipokalemia dapat menyebabkan berbagai 
perubahan gambaran EKG. Dalam kasus 
hipokalemia berat, giant U wave dapat muncul 

akibat menyatunya gelombang T dan U 
yang membesar. Dokter jaga IGD dan dokter 
di layanan primer harus dapat mengenali 
perubahan EKG pada hipokalemia, terutama 

giant U wave. Hal ini akan sangat membantu 
diagnosis dan terapi dini agar mencegah 
mortalitas dan morbiditas akibat aritmia letal 
dan disfungsi neurologis.
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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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