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ABSTRAK

Herpes zoster adalah penyakit neurokutan yang disebabkan oleh virus varicella zoster laten. Lansia dengan diabetes melitus lebih rentan terkena 
infeksi ini. Kasus: Pria, usia 65 tahun, dengan keluhan lenting disertai nyeri seperti ditusuk di punggung dan dada kiri sekitar 5 hari lalu. Pasien 
mengidap diabetes melitus tipe 2 (DM tipe 2), rutin mengonsumsi obat hipoglikemik oral (OHO). Diagnosis berdasarkan anamnesis dan temuan 
klinis yang khas; terapi dengan antivirus, analgetik, dan tetap mengonsumsi OHO.

Kata Kunci: Diabetes melitus tipe 2, herpes zoster, lansia

ABSTRACT

Herpes zoster is a neurocutaneous disease caused by latent varicella zoster virus. Elderlies with diabetic melitus are more susceptible to this 
infection. Case: A 65-year old male patient with grouped vesicle and stabbing pain in left side of his back and chest since 5 days. The patient had 
type 2 diabetes mellitus (type 2 DM) treated with oral hypoglycemic agent. Diagnosis was based on anamnesis and typical clinical findings, and 
treated with antiviral, analgetic, and continued OAD. Olivia Christy Kaihatu. Herpes Zoster in Diabetic Elderly

Keywords: Type 2 diabetes mellitus, herpes zoster, elderly

PENDAHULUAN
Herpes zoster (shingles) adalah penyakit 
neurokutan dengan manifestasi erupsi 
vesikular berkelompok dengan dasar 
eritematosa disertai nyeri radikuler unilateral 
yang umumnya terbatas di satu dermatom, 
disebabkan oleh reaktivasi dan multiplikasi 
virus varicella zoster (VZV) laten di dalam 
ganglion sensoris radiks dorsalis, ganglion 
saraf kranialis, atau ganglion saraf autonomik 
akibat infeksi varisela sebelumnya yang 
menyebar ke jaringan saraf dan kulit segmen 
yang sama.1-4

Herpes zoster terjadi sporadik sepanjang 
tahun tanpa mengenal musim atau 
prevalensi varicella. Sampai saat ini belum 
ada bukti kuat bahwa kontak dengan pasien 
terinfeksi varisela atau herpes zoster dapat 
menyebabkan herpes zoster. Insiden herpes 
zoster ditentukan dari hubungan antara 
host dan virus dengan respons imun yang 
dapat membantu mencegah reaktivasi VZV 
laten.3 Riwayat keluarga, hemodialisis, dan 
komorbiditas juga meningkatkan risiko 

zoster.4 Faktor risiko utama zoster adalah 
usia, insiden herpes zoster meningkat seiring 
bertambahnya usia;3,4 kejadian pada individu 
di bawah usia 45 tahun, < 1 per 1000 orang 
per tahun, pada usia lebih dari 80 tahun, 
insidennya 4 kali lebih besar.4

Individu dengan diabetes melitus (DM) lebih 
rentan terinfeksi karena rusaknya imunitas 
alami dan adaptif. Insiden herpes zoster 
lebih tinggi pada individu diabetes melitus 
tipe 2 (DM tipe 2).5 Diperkirakan sekitar 13% 
infeksi herpes zoster terjadi pada pasien DM 
tipe 2. Selain itu, kejadian neuralgia post-
herpetik (PHN) juga lebih sering terjadi pada 
pasien DM tipe 2, dan kejadian PHN persisten 
juga meningkat sebanyak 18%.5,6 Wanita 
dengan DM lebih berisiko mengalami herpes 
zoster dibandingkan dengan pria. DM juga 
tampaknya meningkatkan risiko infeksi herpes 
zoster pada lanjut usia (lansia) dibanding 
usia muda. Pasien DM dengan komplikasi 
mikro dan makrovaskular akan lebih berisiko 
infeksi herpes zoster dibandingkan dengan 
yang tidak ada komplikasi.7,8 Individu 

pengguna obat antihiperglikemik oral (OHO) 
golongan thiazolidinedione, penghambat 
alfa-glukosidase, penghambat dipeptidyl 
peptidase-4 (DPP-4), dan insulin lebih berisiko 
mengalami herpes zoster, sedangkan pasien 
dengan OHO golongan biguanide dan 
sulfonylurea tidak mengalami peningkatan 
risiko.7,9

Vaksinasi dengan live attenuated Oka VZV 
zoster vaccine (ZVL) disarankan untuk 
mencegah herpes zoster.3 Di Indonesia, 
rekomendasi pemberian vaksinasi ini sudah 
dibuat oleh Kelompok Studi Herpes Indonesia 
(KSHI) dan Satgas Imunisasi Dewasa sejak 
tahun 2014, serta telah disetujui oleh BPOM 
Indonesia. Vaksinasi direkomendasikan untuk 
semua individu imunukompeten berusia 
50 tahun ke atas, tanpa memandang infeksi 
zoster sebelumnya dan tanpa pemeriksaan 
antibodi.10

KASUS
Pria, usia 65 tahun, dengan lenting di 
punggung dan dada kirinya yang menyebar 
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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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hingga di bagian dada sekitar 5 hari lalu. 
Lenting disertai nyeri seperti ditusuk. Sebelum 
muncul, pasien merasa nyeri hilang timbul di 
bagian punggung dan dada kiri, pasien hanya 
minum paracetamol. Pasien mengidap DM 
tipe 2 dan rutin mengonsumsi metformin.

Pada pemeriksaan fisik didapatkan kesadaran 
kompos mentis, tampak sakit sedang, dan 
didapatkan tekanan darah 130/70 mmHg, 
nadi 86 x/menit, pernapasan 18 x/menit, serta 
suhu 36,8oC. Tampak lesi vesikel herpetiformis 
dengan dasar eritematosa di toraks 
anteroposterior sesuai dermatom T6 sinistra 
(Gambar).

Gambar. Lesi herpetiformis

Hasil pemeriksaan gula darah puasa (GDP) 
adalah 121 mg/dL. Pasien didiagnosis herpes 
zoster dengan DM tipe 2 terkendali.

Pasien diberikan edukasi untuk tetap 
menjaga hygiene, mandi dengan air hangat 
menggunakan sabun cair. Menggunakan baju 
longgar dengan bahan tipis dapat menyerap 
keringat. Lesi agar tidak digaruk, jika terasa tidak 
nyaman atau gatal boleh dikompres dengan 
NaCl, atau diberi solusio calamine. Pasien juga 
diedukasi untuk tetap menjaga pola istirahat 
dan makan. Terapi acyclovir 5 x 800 mg selama 
10 hari dan gabapentin 3 x 100 mg selama 5 
hari. Metformin tetap dilanjutkan dengan dosis 
3 x 500 mg. Pasien dianjurkan memeriksa GDP 
saat kontrol di hari ke-7.

Follow up hari ke-7: Keluhan nyeri minimal, 
lenting baru tidak ada dan lenting lama sudah 
mengering, rasa gatal hilang timbul. Keadaan 
umum tampak sakit ringan. Tekanan darah 

110/70 mmHg, nadi 76 x/menit, pernapasan 
18 x/menit, dan suhu 36,6°C. Tampak krusta 
dengan dasar hiperpigmentasi di toraks antero 
posterior sinistra. Hasil pemeriksaan gula 
darah puasa (GDP) adalah 105 mg/dL. Pasien 
dianjurkan untuk melanjutkan pengobatan dan 
tetap mengontrol gula darah. Pasien juga tetap 
dianjurkan menjaga hygiene, tidak menggaruk, 
dan menggunakan solusio calamine atau 
kompres NaCl jika terasa gatal.

Follow up hari ke-14: Keluhan tidak ada. Keadaan 
umum baik. Tekanan darah 120/80 mmHg, nadi 
82 x/menit, pernapasan 20 x/menit, dan suhu 
36,5°C. Tampak makula hiperpigmentasi di 
toraks anteroposterior sinistra. Pasien diberikan 
edukasi untuk tetap menjaga hygiene dengan 
baik, dan tetap melanjutkan OHO.

DISKUSI
Diagnosis herpes zoster dapat hanya melalui 
anamnesis dan pemeriksaan fisik, karena 
gambaran klinisnya khas disertai nyeri seperti 
ditusuk di punggung dan dada kiri sejak 5 hari 
sebelum timbul lesi. Pada pemeriksaan fisik 
didapati vesikel berkelompok (herpetiformis) 
dengan dasar eritematosa di toraks 
anteroposterior sesuai dermatom T6 sinistra. 
Gejala konstitusi dapat berupa malaise, sefalgia, 
atau seperti flu-like symptoms, biasanya hilang 
setelah erupsi kulit timbul. Erupsi kulit hampir 
selalu unilateral dan biasanya terbatas pada 
daerah yang dipersarafi oleh satu ganglion 
sensoris. Erupsi dapat terjadi di seluruh bagian 
tubuh, tersering di daerah torakal. Lesi herpes 

zoster biasanya berupa vesikel berkelompok 
dengan dasar eritematosa, tidak menyebar 
seperti pada varisela karena herpes zoster 
menyebar secara intraneural dan terbatas 
pada permukaan kulit yang dipersarafi oleh 
saraf tersebut, bukan secara viremia (melalui 
peredaran darah dan sistem limfatik) seperti 
pada varicella. Erupsi kulit disertai nyeri pada 
60%-90% kasus.10 Vesikel akan terbentuk dalam 
12 hingga 24 jam, dan berkembang menjadi 
pustul dalam 3 hari. Pustul akan mengering 
dan menjadi krusta dalam 7-10 hari. Krusta 
akan menetap hingga 2 sampai 3 minggu. Pada 
individu normal, lesi baru dapat terus muncul 
selama 1 sampai 4 hari (kadang hingga 7 hari).3 
Erupsi kulit berat dapat meninggalkan makula 
hiperpigmentasi dan jaringan parut (pitted 
scar).10

Pemeriksaan laboratorium diperlukan jika 
klinis meragukan, dapat dengan Tzanck smear, 
bahan diambil dari dasar vesikel dan dipulas 
dengan hematoxylin dan eosin (HE), Giemsa 
atau pewarnaan lain; akan ditemui perubahan 
sitologi sel epitel berupa multi-nucleated giant 
cell. Pemeriksaan penunjang terbaik untuk 
deteksi VZV adalah polymerase chain reaction 
(PCR) karena memiliki sensitivitas dan spesifisitas 
tinggi, serta relatif cepat.3 Isolasi virus juga 
dapat dilakukan, namun kurang sensitif dan 
memerlukan waktu lama, tetapi merupakan 
satu-satunya teknik untuk analisis lebih lanjut 
VZV seperti untuk menentukan sensitivitas 
terapi antivirus.3,10

Tabel. Penggunaan antivirus untuk terapi herpes zoster.3

Kategori Pasien Regimen

Normal
Usia <50 tahun Pengobatan simtomatik, atau dikombinasikan dengan:

Famciclovir 500 mg PO setiap 8 jam untuk 7 hari, atau
Valaciclovir 1 gr PO setiap 8 jam untuk 7 hari, atau
Acyclovir 800 mg PO 5 kali sehari selama 7 hari

Usia ≥50 tahun; dan pasien 
dengan semua keterlibatan 
nervus kranial (mis. HZO)

Famciclovir 500 mg PO setiap 8 jam untuk 7 hari, atau
Valaciclovir 1 gr PO setiap 8 jam untuk 7 hari, atau
Acyclovir 800 mg PO 5 kali sehari selama 7 hari

Immunocompromised
Immunocompromised ringan, 
termasuk infeksi HIV-1

Famciclovir 500 mg PO setiap 8 jam untuk 7-10 hari, atau
Valaciclovir 1 gr PO setiap 8 jam untuk 7-10 hari, atau
Acyclovir 800 mg PO 5 kali sehari selama 7-10 hari

Immunocompromised berat Acyclovir IV 10 mg/kg setiap 8 jam selama 7-10 hari
Resisten acyclovir (mis. Advanced 
AIDS)

Foscarnet IV 40 mg/kg setiap 8 jam sampai sembuh

*Keterangan: PO: per oral; HZO: herpes zoster ophthalmicus; HIV-1: human immunodeficiency virus 
tipe 1; IV: intravena; AIDS: acquired immune deficiency syndrome.
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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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Dalam fase akut, aplikasi kompres dingin, losio 
calamine, cornstarch, atau baking soda dapat 
mengurangi gejala lokal dan mempercepat 
vesikel untuk mengering. Salep yang bersifat 
oklusif, dan krim atau losio mengandung 
glucocorticoid sebaiknya dihindari. 
Penggunaan antivirus topikal juga tidak 
terbukti efektif. Superinfeksi bakteri jarang 
terjadi; terapi antibiotik sistemik diperlukan 
jika timbul selulitis bakterial.3,10

Tujuan utama antivirus dalam terapi herpes 
zoster adalah untuk mengurangi penyebaran, 
durasi  nyeri, keparahan nyeri, dan lesi di 
dermatom primer, serta untuk mencegah 
penyebaran penyakit.3 Mayoritas komplikasi 
herpes zoster, kecuali PHN, terjadi karena virus 
terus bereplikasi dan menyebar dari ganglion 
saraf yang terinfeksi.3

Acyclovir oral, famciclovir, valaciclovir 
direkomendasikan untuk pasien dewasa; 
famciclovir atau valaciclovir lebih dipilih 
karena cukup tiga kali sehari, bioavailability 
lebih besar dan kadar antivirus bertahan 
lebih tinggi dan lama dalam darah. Acyclovir 
IV (500 mg/m2 setiap 8 jam selama 7 hari) 
mempercepat penyembuhan herpes 
zoster lokalis ataupun diseminata pada 
pasien immunocompromised.3 Untuk pasien 
immunocompromised ringan dan herpes 
zoster lokalis, cukup dengan pemberian 
oral famciclovir atau valaciclovir.3 Terapi anti-
inflamasi seperti glucocorticoid bersamaan 
dengan acyclovir tidak mengubah insiden 
timbulnya nyeri kronis,3,11 namun dapat 
mengurangi nyeri akut.3,11 Nyeri akut yang 

lebih berat merupakan risiko PHN, dan akan 
berkontribusi terhadap sensitisasi sentral yang 
akan menimbulkan nyeri kronis.3 Pemberian 
analgesik bertujuan mengurangi nyeri hingga 
kurang dari 3 pada skala nyeri, dan tidak 
mengganggu tidur.3 Gabapentin 900 mg single 
dose saat fase akut herpes zoster menurunkan 
rasa nyeri dibandingkan plasebo.3

Individu dengan DM lebih rentan terhadap 
beberapa infeksi lain karena rusaknya imunitas 
alami dan adaptif. Meta-analisis dari 62 
penelitian12 menunjukkan bahwa DM tipe 2 
berasosiasi dengan peningkatan risiko infeksi 
herpes zoster. Diperkirakan sekitar 13% infeksi 
herpes zoster terjadi pada pasien dengan DM 
tipe 2.6 DM tipe 2 yang tidak terdiagnosis juga 
sering ditemukan pada pasien dengan infeksi 
herpes zoster.5

Wanita dengan DM lebih berisiko mengalami 
herpes zoster dibandingkan dengan 
pria dengan DM. DM juga tampaknya 
meningkatkan risiko infeksi herpes zoster 
pada lansia dibanding pada usia muda.5 
Pasien DM dengan komplikasi mikro dan 
makrovaskular akan lebih berisiko terinfeksi 
herpes zoster dibandingkan dengan yang 
tanpa komplikasi.7,8 Individu pengguna obat 
antihiperglikemik oral (OHO) golongan 
thiazolidinedione, penghambat alfa-
glukosidase, inhibitor dipeptidyl peptidase-4 
(DPP-4), dan insulin juga lebih risiko 
mengalami herpes zoster, sedangkan pasien 
dengan OHO golongan biguanide dan 
sulfonylurea tidak mengalami peningkatan 
risiko.7,9 Hubungan antara inhibitor DPP-4 dan 

peningkatan kejadian herpes zoster mungkin 
dipengaruhi oleh inhibisi CD26 oleh agen ini; 
CD26 mempunyai aktivitas intrinsik DPP-4, 
namun juga muncul di permukaan limfosit 
T, limfosit B, dan makrofag, serta dapat 
menyebabkan aktivasi dan proliferasi sel T. 
Dengan demikian, inhibisi CD26 oleh inhibitor 
DPP-4 dapat melemahkan cell-mediated 
immunity.5

DM tipe 2 juga akan meningkatkan risiko PHN 
persisten sebanyak 18%.6 Beberapa penelitian 
juga mengemukakan nyeri berkaitan dengan 
zoster akan lebih intens pada pasien DM tipe 
2.5 Toleransi glukosa terganggu (TGT) juga 
merupakan salah satu risiko PHN.5 Pasien DM 
tipe 2 akan lebih sering melakukan kunjungan 
rawat jalan, diresepkan lebih banyak obat anti-
virus, dan mempunyai risiko rawat inap lebih 
tinggi.5 Kualitas hidup pasien DM tipe 2 yang 
mengalami infeksi herpes zoster akan lebih 
buruk jika dibandingkan dengan pasien tanpa 
DM.5

SIMPULAN
Herpes zoster adalah infeksi virus yang dapat 
terjadi sepanjang tahun, insiden terbanyak 
pada lansia. Sekitar 13% infeksi zoster terjadi 
pada pasien DM tipe 2. DM menjadi salah 
satu faktor risiko penting herpes zoster 
dan kejadian PHN dapat lebih sering, lebih 
berat, dan persisten. Diagnosis dan terapi 
tepat kurang dari 72 jam setelah timbulnya 
lesi diharapkan berhasil baik. Individu usia 
50 tahun dan lebih sebaiknya melakukan 
vaksinasi herpes zoster (ZVL).
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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


