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diagnose primary headache using the criteria outlined 
in the 3rd edition of the International Classification of 
Headache Disorders [7].

Migraine affects approximatively 14,4% of the popu-
lation, peaking between the ages of 35 and 39 [8]. Neck 
pain is reported by three-quarter of migraineurs, particu-
larly in chronic migraine, contributing to significant dis-
ability [9] and complicating diagnosis.

Cranial and cervical artery dissection (CCAD) is a 
common cause of stroke in young and middle-aged 
adults, resulting from a hematoma in the arterial wall, 
either intracranially (intracranial artery dissection - 
IAD), or extracranially (extracranial or cervical artery 
dissection– CeAD). Specific features of CeAD and IAD 
are synthetized in Table 1 [10–13].

Although the estimated annual incidence of CeAD has 
been estimated around 2.6 to 3 cases per 100,000 indi-
viduals, the true incidence is likely underestimated due to 
underdiagnosis and underreporting, especially for dissec-
tions that are not associated with a clinical stroke. While 
many dissections occur spontaneously, they can also be 
precipitated by mechanical stress or trauma, including 

Background
Epidemiology
Headache is the most common reason for neurologi-
cal consultations and a frequent cause of emergency 
department (ED) visits [1]. Although generally benign, 
approximatively 2–5% of cases in the ED setting are asso-
ciated with potentially life-threatening secondary con-
ditions [2–4], such as cerebrovascular disorders [5]. For 
instance, over a third of patients with a thunderclap onset 
of headache are estimated to have a secondary cause [6]. 
Once secondary causes are ruled out, it is important to 
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Abstract
Headache is a common neurological symptom, often leading to the investigation of secondary causes, including 
cerebrovascular conditions such as cranial and cervical artery dissection (CCAD). CCAD, a significant cause of stroke 
in younger adults, commonly presents with headache or neck pain, isolated or accompanied by neurological 
deficits, and may mimic primary headache disorders, complicating timely diagnosis. This review explores the role of 
headache in CCAD, specifically addressing headache as an initial presentation, its evolution post-dissection, and as 
a potential risk factor of CCAD. By synthesizing current evidence, the review aims to improve early detection and 
clinical management of CCAD in headache patients.
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relatively minor events such as coughing, chiropractic 
manipulation, or neck movements. Minor trauma in the 
weeks preceding a dissection is reported in about 40% of 
patients in published series [14].

Clinical presentation
CCAD is typically revealed by headache and/or neck pain 
[15–32], which can present with a wide range of clinical 
features, and may sometimes mimic primary headache 
disorders [33–43], complicating the timely recognition 
of dissection as the underlying cause. Headache can 
range from sudden, severe pain to more insidious onset 
[30], and may be totally isolated or accompanied by local 
signs such as Horner’s syndrome [16, 24–26, 28, 29, 31, 
32], lower cranial nerve palsy, or focal neurological def-
icits if an ischemic stroke, or more seldom a subarach-
noid hemorrhage, is also present [15]. Approximatively 
two-thirds to three-quarters of patients with CeAD expe-
rience cerebral ischemia, with higher prevalence in verte-
bral (90%) than in carotid dissection (73%) (946 patients, 
OR 0,32 (0,21 − 0,49)) [15], though this may be overes-
timated as many CeAD without stroke are managed in 
other departments or not hospitalized. IAD can present 
as isolated headache, ischemic stroke in 30–78% of cases, 

or, subarachnoid hemorrhage in 50–60% of cases, with a 
more ominous outcome [13, 44].

Diagnosis
Diagnosis of CCAD relies on brain and cervical imaging, 
with magnetic resonance imaging (MRI) and magnetic 
resonance angiography (MRA) or computed tomogra-
phy angiography (CTA) being the preferred methods. On 
MRI, unenhanced T1-weighted imaging with fat satura-
tion technique is highly sensitive for detecting mural 
hematoma, which appears as a spontaneous hyperin-
tensity and supports the diagnosis, also visible on CTA. 
Other pathognomonic signs include the presence of a 
double lumen, an intimal flap (more seldom), or a dis-
secting aneurysm. The dissection can also present as 
a long tapering stenosis or an occlusion, requiring the 
presence of one of the aforementioned associated signs 
to confirm the diagnosis. The diagnosis of IAD is trickier 
than that of CeAD, due to the smaller size of the arteries 
and dynamic changes in the vessel morphology, some-
times requiring several follow-up images to confirm the 
diagnosis [13]. MRI also allows the detection of potential 
parenchymal complications. It is important to note that a 
mural hematoma can be challenging to detect on MRI on 
days 1 or 2 after the dissection, as it can initially appear 
as hypointense. In such cases, angio-CT or doppler ultra-
sound can be useful alternatives for detecting the hema-
toma or other specific features [45].

Scope of the review
This review explores the intricate relationship between 
headache and CCAD, focusing on three key aspects: (1) 
headache as an initial presenting symptom, (2) the evo-
lution of headache and/or migraine after dissection, and 
(3) the potential link between migraine and the risk of 
arterial dissection. By synthesizing current evidence, we 
present a comprehensive analysis of the role of head-
ache in the clinical presentation, diagnosis, management, 
outcomes, and pathophysiology of CCAD. Our aim is 
to raise awareness, support clinicians in the early detec-
tion of CCAD to prevent complications, highlight unmet 
needs and guide future research on the complex interac-
tion between headache and CCAD.

Methods
Two independent reviewers conducted a comprehensive 
search of the PubMed database, up to August 2024, using 
the following terms: (“headache,” OR “cephalalgia,” OR 
“migraine,“) AND (“dissection,” OR “carotid,” OR “verte-
bral,” OR “intracranial,” OR “cervical,” OR “extracranial,” 
OR “artery”). The search was limited to articles in the 
English language published in the past 30 years. No addi-
tional filters (e.g., study design) were applied.

Table 1  Specific features of extracranial and intracranial artery 
dissection [10–13, 15]

Extracranial / Cervical 
Artery Dissection (CeAD)

Intracranial 
Artery Dissection 
(IAD)

Common population Individuals of European 
ancestry

Individuals of East-
Asian ancestry

Estimated incidence 2.6 to 3 cases per 100,000 
individuals

Limited epide-
miological data 
available

Mean age of onset 44-45.8 years Mid-fifties
Anatomopathology Intima, internal elastic 

lamina, media, external 
elastic lamina, adventice

Well-developed 
internal elastic 
lamina, paucity of 
elastic fibres in the 
media, no external 
elastic lamina, little 
adventitial tissue

Preferential site Anterior 
circulation > posterior

Posterior circula-
tion (mostly 
V4) > anterior

Clinical and radiologi-
cal presentation

- Isolated headache and/or 
neck pain
- Headache with local 
signs (Horner’s syndrome, 
cranial nerve palsy)
- Cerebral ischemia 
(66–75% of cases)

- Subarachnoid 
hemorrhage 
(50–60% of cases)
- Cerebral isch-
emia (30–78% of 
cases)
- Isolated 
headache

Key Diagnostic Signs 
on cerebral imaging

Mural hematoma, double 
lumen, intimal flap, dis-
secting aneurysm, taper-
ing stenosis, or occlusion

Similar signs, but 
often more dif-
ficult to visualize
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Titles and abstracts were screened for eligibility. Full-
text articles were reviewed if they met the inclusion cri-
teria, which encompassed original research, randomized 
controlled trials, systematic reviews, open label stud-
ies, retrospective studies, population-based studies and 
guidelines. Additional sources cited within the references 
of these articles were also examined. Preference was 
given to data from large series (N > 40) to enhance reli-
ability and generalizability, with case reports included 
only when larger datasets were unavailable. Discrepan-
cies between the two reviewers were resolved through 
discussion.

Results
Headache and/or neck pain as a presenting symptom of 
dissection
Headache is the most frequent clinical manifestation of 
CCAD, reported in 40–91% of cases and serving as the 
initial symptom in 14–72% of patients [15–32] (Table 2), 
with differences reflecting variations in study popula-
tions, including the focus on intracranial or extracranial 
dissections, specific arteries, or multiple sites, which may 
introduce selection bias. Interestingly, and this may chal-
lenge the diagnosis, individuals with a history of migraine 
are at increased risk of developing a CCAD, especially 

Table 2  Headache and neck pain as a presenting symptom of cranial and cervical artery dissection: Summary of large series findings
Study
Author (year)

Sample 
Size N

Site of 
dissection

Headache
N (%)

Headache at 
admission
N (%)

Neck pain
N (%)

Isolated 
pain
N (%)

Unilateral 
pain
N (%)

Associated 
sign (H, T, 
CNP, V)
N (%)

Biousse et al. (1995) [25] 80 eICAD NR NR NR At admis-
sion 31 
(39)

NR At 
admission
H 15 (19)
T 7 (9)

Silbert et al. (1995) [26] 161 CCAD 110 (68) 100 (62) 47 (29) NR 96 (87) ICAD:
H 56 (41)
CNP 22 (16)

Sturzenegger et al. (1995) 
[16]

44 ICAD 40 (91) 30 (68) 16 (36) 2 (4,5) 39 (98) H 21 (48)
T 3
CNP 2

Dziewas el at (2003) [28] 126 CeAD 57 (45) NR 73 (58) NR NR ICAD:
H 29 (37)
T 7 (9)

Arnold et al. (2006) [17] 245 CeAD NR NR NR 20 (8) 11 (55) NR
Campos et al. (2007) [27] 54 CeAD 39 (72) NR 14 (26) NR 26 (67) NR
Debette et al. (2011) [15] 982 CeAD

eICAD
eVAD

NR 405 (68)
207 (65)

231(39)
212 (66)

NR NR NR

Fukuhara et al. (2015) [19] 83 VAD NR 60 (72) 33 (55) NR 41 (68) V 20 (24)
T 4 (0,5)

Koboyashi et al. (2016) [21] 123 VAD NR 69 (56) eVAD 10 
(100)

NR NR V 24 (20)

Giannini et al. (2017) [29] 77 CCAD 31 (40) NR 25 (33) NR NR H 26 (34)
Wang et al. (2019) [18] 81 CCAD with IS NR 34 (42) NR 7 (9) (58) NR
Gallerini et al. (2019) [24] 49 CeAD 28 (57) NR 22 (45) 11 (22) NR H 5 (10)

CNP 5 (10)
V 2

Mayer et al. (2019) [31] 259 CeAD 205 (79) NR NR NR NR H 42 (16)
T 19 (7)
CNP 13 (5)

Wang et al. (2019) [20] 146 CCAD 60 (41) 20 (14) 10 (7) NR (47) NR
Vidale et al. (2020) [30] 419 CCAD 295 (70) 87 (36) NR NR (72) NR
Mayer-Suess et al. (2022) 
[32]

279 CeAD 220 (81) 207 (77) 145 (52) NR 95 (44) H 42 (16)
T 19 (7)
CNP 89 (41)

Hashimoto et al. (2023) [22] 93 CCAD with 
headache

NR NR NR NR 59 (63) NR

Lee et al. (2023) [23] 306 iVAD NR 237 (64) NR 126 (34) 124 (52) NR
Total 3,607 - 1,085/1,614 (67) 1,456/2,624 (55) - - - -
CCAD: Cranial and cervical artery dissection; CeAD: Cervical artery dissection; eVAD: Extracranial vertebral artery dissection; eICAD: Extracranial internal carotid 
artery dissection; IS: Ischemic stroke; H: Horner’s syndrome; T: Tinnitus; CNP: Cranial nerve palsy; V: Vertigo; NR: Not reported
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CeAD (see Migraine as a risk factor for dissection), and 
also more likely to present with headache (941 patients, 
Odds-ratio (OR) 1,43 (1,05 − 1,93), adjusted p = 0,023) 
[46]. Headache is reported as unilateral in 44–98% of 
cases (Table 2), most often occurring ipsilaterally to the 
dissection site (16–23, 26–27, 30, 32). It is frequently 
described as throbbing or pulsatile in nature [18–20, 26, 
27, 30, 32]. Severe intensity is reported in 55% of cases, 
according to a review of 419 patients [30]. The character-
istics of these headaches can vary based on the affected 
artery, location of the dissection, and associated compli-
cations. For instance, headache is predominantly frontal 
or temporal in carotid dissections (41–64%) [16, 18, 26, 
27, 30] and more frequently occipital or nuchal in verte-
bral artery dissections (47-76.5%) [18, 21, 26–30]. Asso-
ciated neck pain is also common, reported with various 
frequencies [15, 16, 19–21, 24, 26–29, 32] (Table  2). It 
is reported as significantly more prevalent in extracra-
nial vertebral dissections versus carotid dissections (982 
patients, OR 0,36 (0,27 − 0,48), p < 0,0001) [15] and in 
cases of multiple or early recurrent dissections (1958 
patients, OR 1,36 (1,01–1,84)) [47]. In intracranial dis-
sections, headache has been reported in as many as 80% 
of cases, with sudden and intense onset in 13–17% of 
patients [13]. Headache was reported as different from 
any previous known pain, and requiring analgesics. 
Moreover, headache characteristics can evolve with time, 
potentially complicating early recognition and diagnosis. 
The International Classification of Headache Disorders 
has outlined diagnostic criteria for headaches attributed 
to cervical artery dissection (Table 3) [7].

Headache and/or neck pain can sometimes be the 
only presenting symptom of a dissection (4,5–34% of 
cases) (16–18, 23–24, 48–49) (Table  2). The historical 
term ‘carotidynia’, once used to describe idiopathic pain 
and tenderness over the carotid artery, has evolved with 
advances in cerebral imaging, revealing that, in some 
cases, an underlying arterial dissection may actually be 
the cause of this symptom [49]. The term ‘carotidynia’ 
has further evolved into a more precise and recognized 
entity known as transient perivascular inflammation of 
the carotid artery (TIPIC). TIPIC refers to a temporary 
inflammation around the carotid bifurcation, is asso-
ciated with a favorable prognosis, and should be con-
sidered a differential diagnosis of CeAD [50]. In a large 
series of 247 CeAD patients, approximately 8% presented 
with headache and/or neck pain as the sole symptom 
[17], with most cases involving extracranial vertebral 
dissection. Isolated headache might be more common 
in IAD, though specific data are limited [13, 44]. This 
highlights the importance of considering dissection in 
patients with an isolated unusual headache and who have 
no prior history of similar symptoms. Additionally, in the 
CeAD series, the median delay from symptom onset to 
diagnosis was 7 days, with intervals extending up to 29 
days, underscoring the challenge of recognizing dis-
section early and the need to consider it in front of an 
unusual headache to prevent complications [17]. Dissec-
tion should be particularly suspected if headache and/
or neck pain is unilateral (p = 0,04) [19], though bilateral 
presentations should not rule it out (Table 2).

In the absence of associated cerebral (or retinal) isch-
emia, dissection diagnosis may be further supported by 
the presence of associated “local” signs such as partial or 
complete Horner syndrome, which occurs in 10–48% of 
patients with carotid dissections due to compression of 
the sympathetic nerve [16, 24–26, 28, 29, 31, 32], cranial 
nerve palsy (especially the lower cranial nerves), and tin-
nitus, which is reported in 3–9% of these patients [16, 19, 
25, 28, 31, 32] (Table  2). In vertebral artery dissections, 
associated symptoms such as nausea and vomiting are 
noted in 20–33% of cases [18, 22] and the presence of 
vertigo raises the probability of detecting vertebral dis-
section, though studies do not specify the presence or 
absence of parenchymal lesion, particularly in the poste-
rior region [19].

Importantly, CCAD may present with headache pat-
terns that mimic primary headache disorders, poten-
tially leading to diagnostic delays and subsequent 
complications. Cases have been reported where dis-
sections initially manifested as primary headache syn-
dromes, including cluster headaches [33–35], hemicrania 
continua [36, 37], or migraine with or without aura [38–
42, 51]. In a review of 77 cases, dissection was identified 
as the third most common cause of secondary cluster 

Table 3  ICHD-3 diagnostic criteria for acute headache or facial 
or neck pain attributed to cervical carotid or vertebral artery 
dissection [7]
Diagnostic criteria:
A. Any new headache and/or facial or neck pain fulfilling criteria A B C 
D E
B. Cervical carotid or vertebral dissection has been diagnosed
C. Evidence of causation demonstrated by at least two of the following:
 1. �pain has developed in close temporal relation to other local signs of 

the cervical artery dissection, or has led to its diagnosis
 2. either or both of the following:
    • a) �pain has significantly worsened in parallel with other signs of 

the cervical artery dissection
    • b) �pain has significantly improved or resolved within 1 month of 

its onset
 3. either or both of the following:
    • a) pain is severe and continuous for days or longer
    • b) pain precedes signs of acute retinal and/or cerebral ischaemia
 4. pain is unilateral and ipsilateral to the affected cervical artery
D. Either of the following:
 1. headache has resolved within 3 months
 2. headache has not yet resolved but 3 months have not yet passed
E. Not better accounted for by another ICHD-3 diagnosis.
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headache, accounting for 14,3% of cases, with nearly all 
cases involving extracranial internal carotid artery local-
ization [43]. Thus, physicians should consider ruling out 
dissection when faced with a first episode of cluster head-
ache or when atypical features are present. These atypical 
features include abnormal neurological exams, persistent 
headache between attacks, persistent Horner’s syndrome 
between attacks, unusual attack frequency, or resistance 
to standard treatment. In such cases, imaging should be 
performed to investigate potential secondary causes. Dis-
section has also been reported to present with symptoms 
that mimic migraine with aura, including transient, and 
progressive positive neurological symptoms - often visual 
or sensory -, that may or may not be followed by head-
ache, and are not necessary linked to ischemic stroke. 
This can also occur in patients who either have no prior 
history of migraine or have a history of migraine with-
out aura [38–41]. These observations emphasize the 
importance of investigating a first occurrence of atypi-
cal aura with specific imaging. This is supported by a 
mouse model study, which demonstrated that injecting 
air microemboli can induce cortical spreading depression 
without causing infarction, suggesting that microembo-
lism– and resultant hypoperfusion - could be underlying 
mechanisms in CCAD presenting as aura [52]. Finally, 
as mentioned earlier, minor trauma can precede CCAD, 
but it can also be a confounding factor, delaying the diag-
nosis in favor of a post-traumatic headache. All these 
masquerading presentations can obscure the underly-
ing vascular pathology, particularly in patients who may 
have pre-existing headache disorders. This emphasizes 
the fact that any new-onset primary headache disorder 
and/or pattern modification of a pre-existing one must be 
explored with attention.

Unfortunately, there is no specific data on the man-
agement of pain in CCAD. However, a notable finding 
from a retrospective study of 197 patients is the high 
resistance to self-administered analgesia prior to consul-
tation, reported in 86% of CCAD patients compared to 
48% of non-CCAD patients with unusual headache, sug-
gesting that non-response to usual analgesics may be an 

additional argument for CCAD in cases of unusual head-
ache (OR 5,3 (1,95 − 14,6), p = 0,001) [22].

Headache course after dissection
Following the initial headache present at the acute stage 
of dissection, this section will focus on the progression of 
headaches beyond the acute phase. We will examine two 
aspects: first, the persistence of post-dissection head-
aches in a significant proportion of patients even after 
the vascular injury has resolved; and second, the impact 
on individuals with a pre-existing history of primary 
headaches who may experience modifications in head-
ache patterns or severity after the dissection.

Persistent post-dissection headaches
Persistent headaches following CCAD have not been 
extensively documented in the literature, yet they rep-
resent a significant clinical challenge. Most available 
evidence focuses on CeAD, with limited data on post-dis-
section headache specific to IAD. These headaches can 
persist for weeks, months, or even years after the initial 
vascular injury, potentially impairing both quality of life 
and long-term clinical recovery. Reported frequencies 
of persistent headache vary, with studies showing that 
approximately one-quarter of patients experience them 
at least three [53] to six months post-dissection [54], and 
around 19% still suffer from headaches 36 months after 
the event [55] (Table 4).

Martins et al. [53] studied the characteristics and con-
tributors to the persistence of headache in 92 patients. 
They found that in 68% of cases, the persistent pain 
closely resembled the headache that initially signaled the 
dissection. Typically, these headaches were described 
as throbbing, of moderate intensity, and predominantly 
located in the nuchal/cervical or holocranial regions. In 
some patients, the headache pattern remained largely 
unchanged apart from variations in frequency. In oth-
ers, the headache evolved to resemble more common 
primary headache disorders such as migraine or tension-
type headaches, with 20% of patients reporting daily 
headaches. Photophobia was the most common accom-
panying symptom, present in 20% of cases.

Several risk factors for developing persistent post-
dissection headaches have been identified, including a 
previous history of headaches (OR 59,8, p < 0,001)– par-
ticularly migraine without aura -, presence of headache 
and/or neck pain at admission (OR 25,4, p = 0,005), 
involvement of the posterior circulation (OR 7,6, 
p < 0,001), and lower National Institutes of Health Stroke 
Scale (NIHSS) scores for patients with associated stroke 
(OR 5, p = 0,025) [53]. The underlying pathophysiol-
ogy remains unclear, but it is thought to involve ongo-
ing inflammatory processes at the site of the dissection 
that may lead to prolonged sensitization of nearby pain 

Table 4  Persistent headache following cranial and cervical artery 
dissection: Summary of study findings
Study
Author (year)

Sam-
ple 
Size
N

Site of 
dissection

Duration of 
follow-up

Persis-
tent 
headache 
N (%)

Leys et al. (1995) [55] 105 CeAD 36 months 21 (5)
Schytz et al. (2014) 
[54]

19 CeAD 6 months 5 (29)

Martins et al. (2023) 
[53]

92 CCAD ≥ 3 months,
2,5 years

24 (26),
20 (22)

CCAD: Cranial and cervical artery dissection; CeAD: Cervical artery dissection
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pathways. Additionally, dissection-related alterations in 
the cervical and cranial nerves are suspected to result 
in long-term hypersensitivity, contributing to the per-
sistence of pain [53, 56, 57]. Evidence-based treatment 
is lacking. Rest and analgesics seemed to improve the 
symptoms in most of the patients of this one retrospec-
tive cohort study (92 patients, 55%) [53]. In clinical prac-
tice, persistent headaches could be managed according 
to the primary headache phenotype they present. For 
example, headaches with migraine-like features could be 
treated using anti-migraine therapies. Anti-inflammatory 
treatments, including nonsteroidal anti-inflammatory 
drugs (NSAIDs), may be considered if inflammation is 
suspected to play a role in headache’s pathophysiology.

Finally, while depression has been related to persis-
tent headaches following stroke in general [58–60], risk 
factors of persistent headaches after CCAD specifically 
have not been extensively studied. Nonetheless, psycho-
social factors are hypothesized to play a significant role 
[35], both as risk factors for the development of chronic 
headaches and as factors that amplify headache severity, 
creating a complex interplay between physical and men-
tal health.

Evolution of pre-existing primary headaches
Pre-existing primary headache disorders, particularly 
migraine, are frequently observed in patients with CCAD, 
and the progression of these headaches can be influenced 
by the vascular event. Intriguingly, small case series have 
reported a significant migraine and primary headache 
improvement [27, 61, 62] following CCAD (Table 5). In 
a prospective case-control study by De Giuli et al. [63], 
focusing on 174 migraineurs with ischemic stroke related 
to CeAD versus other causes of stroke, migraine resolu-
tion occurred in 14% of cases in the CeAD group (versus 
0% in the non-CeAD group, p ≤ 0,001). Additionally, over 
60% of patients in the CeAD group reported migraine 
improvement during a median follow-up of 36 months 
(Table  5). Reductions in migraine frequency (p = 0,001), 

pain intensity (p ≤ 0,001), and medication use (p = 0,007) 
were observed. Predictors of migraine improvement 
post-dissection included advanced age (age > 39; OR 
3,31 (1,16 − 9,41), p = 0,025), higher baseline migraine 
frequency (> 1 attacks/month, OR 3,5 (1,19 − 10,28), 
p = 0,022), and higher pain intensity (pain scale > 5, OR 4 
(1,24 − 12,87), p = 0,020).

Potential confounding factors are suggested to contrib-
ute to these changes including the natural reduction in 
migraine frequency with age, the effects of aspirin ther-
apy following dissection, and lifestyle or psychological 
changes after the dissection. However, biological mecha-
nisms common to both dissection and migraine are also 
hypothesized to play a role. These remain speculative 
but may involve vascular remodeling after dissection, 
which could modify vascular responses to migraine trig-
gers. Alternatively, dissection may influence neural path-
ways involved in migraine pathophysiology, recalibrating 
pain thresholds and decreasing migraine susceptibility 
[64]. However, the variability in patient outcomes sug-
gests that individual differences in vascular and neural 
responses significantly influence the extent of headache 
improvement.

Management of migraine attacks after CCAD can be 
challenging as triptans are contraindicated in patients 
with a history of transient ischemic attack, stroke or 
uncontrolled vascular risk factor. Additionally, the use 
of NSAIDs is limited when long-term aspirin therapy 
is needed. In such cases, gepans and ditans offer a rea-
sonable alternative for the acute treatment of migraine 
attacks [5, 65–70]. Therefore, this recommendation is 
based on their mechanisms of action and expert opinion, 
rather than established literature. A more frequent use of 
prophylactic treatments to reduce the frequency of acute 
attacks may also be suggested in those situations.

Migraine as a risk factor for dissection
This section will explore the potential link between 
migraine and CCAD. Initially suggested by 

Table 5  Evolution of pre-existing primary headache in cranial and cervical artery dissection: Summary of study findings
Study
Author (year)

Sample 
Size N

Site of dissection Previous history of PH 
/ migraine
N (%)

Duration of 
follow-up

Previous headache 
improvement fol-
lowing dissection
N (%)

Campos et al. (2007) [27] 54 CeAD PH
35 (65)

32 months 26 (74)

Artto et al. (2010) [61] 626 313 CeAD vs. 313 controls
in migraineurs

Migraine
626 (100)

3,5 years 29/57 (51)

Censori et al. (2013) [62] 43 IS in migraineurs including 
11 CCAD

Migraine
43 (100)

6 months,
1 year

11/11 (100)
11/11 (100)

De Giuli et al. (2019) [63] 174 87 CeAD IS vs. 87 non-CeAD 
IS in migraineurs

Migraine
174 (100)

36 months 53 (61) in CeAD vs.
38 (44) in non-CeAD
(p = 0,023)

CeAD: Cervical artery dissection; CCAD: Cranial and cervical artery dissection; IS: Ischemic stroke; PH: Primary headache
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epidemiological data and more recently supported by 
genetic evidence, a causal relationship between migraine 
and increased risk of dissection is emerging. Under-
standing these associations may provide insights into the 
pathophysiology of dissection and its relationship to pri-
mary headache disorders.

Migraine is a frequent neurological disorder, with an 
estimated global prevalence of 14,4% [8]. While its patho-
physiology remains complex and incompletely under-
stood, vascular mechanisms are believed to contribute 
to its manifestation [71]. The link between migraine 
and CeAD has been extensively investigated, with some 
researchers suggesting it may partly explain the associa-
tion between migraine and stroke, particularly in young 
adults. A significant correlation between migraine and 
CeAD was initially shown in a French case-control 
study, independent of migraine subtype (50 patients, 
X2 4,1, p < 0,05) [72]. Rist et al. [51] conducted a meta-
analysis of 5 studies, revealing that migraine doubles 
the risk of CeAD (OR 2,06 (1,33 − 3,19)), this associa-
tion being significant for migraine without aura only 
(OR 1,94 (1,21 − 3,1)), while it might be related to the 
relatively small number of aura patients. A second meta-
analysis supported this, showing a significant association 
between CeAD and migraine (9857 patients, OR 1,74 
(1,38 − 2,19)), and specifically migraine without aura (OR 
1,86 (1,55 − 2,24)) [73].

The Cervical Artery Dissection Ischemic Stroke 
Patients (CADISP) study [46], which included over 
1,600 patients, further explored this association. It found 
that migraine was more prevalent among patients with 
CeAD compared to age-matched patients with strokes 
of other etiologies (35.7 vs. 27.4%, OR 1,51 (1,15 − 1,99), 
p = 0,003), again particularly migraine without aura (OR 
2,09 (1,46 − 2,99), p < 0,001). Additionally, migraineurs 
more frequently presented with headache at the acute 
onset of dissection (73,7 vs. 63,2%, OR 1,43 (1,05 − 1,93), 
p = 0,023). However, migraine did not influence stroke 
risk in CeAD patients or the prognosis of CeAD [46].

The mechanisms underlying this association remain 
unclear but may involve, at least partly, endothelial dys-
function, altered systemic vascular reactivity, and shared 
genetic susceptibility [51]. Daghals et al. [74] investigated 
shared genetic variation between migraine, stroke, and 
CeAD. By analyzing genome-wide association studies 
(GWAS) data for migraine and CeAD, they identified 
several genetic loci shared between these conditions, 
including ADAMTSL4/ECM1, PLCE1, MRVI1, FHL5, 
PHACTR1/EDN1, and LRP1, suggesting common path-
ways related to vascular development and function. Most 
prominently, a common genetic variant on chromosome 
6 was identified as being associated with risk of both 
migraine (OR 0,86 (0,81 − 0,91), p = 3,20 × 10− 8) [75] and 
CeAD (1 393 CeAD vs. controls, OR 0,75 (0,69 − 0,82), 

p = 4,46 × 10− 10) [76], in the same direction. This locus 
appears to be highly pleiotropic, being also associated 
with risk of fibromuscular dysplasia and coronary artery 
dissection in the same direction, and of coronary artery 
disease and calcification in the opposite direction [77, 
78]. The causal gene in this region (PHACTR1 or EDN1) 
is still a subject of controversy [77, 79–81]. Another area 
of interest concerned the increased activity of matrix 
metalloproteinases (MMPs), proteolytic enzymes that 
regulate extracellular matrix homeostasis, which has 
been found in both migraine [82, 83] (respectively 145 
patients, p < 0,005 and 44 patients, p < 0,001) and CeAD 
(99 patients, p = 0,11) [84]. The hypothesis is that chroni-
cally elevated MMP levels in migraine sufferers could 
weaken the arterial wall, making them more susceptible 
to CeAD following minor traumatisms [85].

Fibromuscular dysplasia (FMD), a nonatherosclerotic, 
noninflammatory vascular disease affecting medium-
sized arteries, has also been linked to CeAD. In a large 
cohort of 1,283 patients with spontaneous CeAD, 8% 
were diagnosed with cerebrovascular FMD (cFMD). 
History of migraine and presence of intracranial aneu-
rysms were significantly associated with the presence of 
cFMD (respectively OR 1,78 (1,13 − 2,79), p = 0,01 and 
OR 8,71 (4,06–18,68), p ≤ 0,001). Moreover, migraine 
and cFMD were both predictive of recurrent dissection 
(respectively OR 2,07 (1,06 − 4,03), p = 0,033 and OR 3,4 
(1,58 − 7,31), p = 0,002), suggesting, again, an underlying 
pattern of migraine and dissection conditions [86]. Inter-
estingly, the PHACTR1 gene polymorphism rs9349379, 
previously linked to migraine and CeAD, has also been 
reported as a risk allele for FMD (5 049 individuals, OR 
1,39 (1,25 − 1,54, p = 7,36 × 10− 10) [87].

Finally, hypertension has been identified as a risk fac-
tor for CeAD (690 CeAD and 556 controls, OR 1,67 
(1,32 − 2,1), p < 0,0001) [88], with evidence supporting 
a causal association between higher blood pressure and 
increased CeAD risk (systolic blood pressure (SBP): OR 
1,51 (1,32 − 1,72), diastolic blood pressure (DBP): OR 
2,4 (1,92 − 3), p < 0,0001) and multiple or early recur-
rence (SBP: OR 1,2 (0,98 − 1,48), p = 0,0799; DBP: OR 1,38 
(1,12 − 1,71), p < 0,0029) [89]. This association is thought 
to be partially related to the existence of FMD [89] which 
is also a rare cause of hypertension. Moreover, hyper-
tension can present with headache, including migraine, 
although this relationship remains controversial [90]. 
This complicates the clinical picture but underscores the 
complex interrelationship between these conditions.

Despite significant advancements, the pathophysiol-
ogy linking migraine and CCAD remains incompletely 
understood. As brain imaging techniques continue to 
improve in resolution, one hypothesis is that future tech-
nologies will allow for the detection of subtle abnormali-
ties that are currently undetectable with 2024 imaging 
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modalities (e.g. micro-dissection or endothelial damage, 
although this is speculative). Another area of research is 
the exploration of related diseases that may co-occur or 
share underlying mechanisms, such as reversible cerebral 
vasoconstriction syndrome (RCVS) [85] or other forms 
of arterial dissection, such as spontaneous coronary 
artery dissection (SCAD) [91]. RCVS shares several char-
acteristics with both migraine and CeAD and has been 
proposed as part of a continuum of vascular disorders 
associated with both pathologies [85]. Similarly, the prev-
alence of migraine in SCAD, as reported in the iSCAD 
Registry cohort, highlights a potential overlap in the vas-
cular biology of these conditions [91]. Investigating these 
related conditions further may provide new insights into 
shared mechanisms and help generate novel hypotheses 
for future research.

Conclusion
This review highlights the multifaceted role of head-
ache in CCAD, emphasizing its importance not only as 
a common presenting or associated symptom but also 
as a persistent and impactful consequence. Headache at 
the acute onset of dissection is highly variable; it may be 
isolated and sometimes mimic primary headache disor-
ders, significantly complicating diagnosis. This variability 
underscores the need for prompt and thorough inves-
tigation of any new or unusual headache, neck pain, or 
change in the pattern of a pre-existing primary headache.

Persistent headache following CCAD affects approxi-
mately a quarter of patients, often persisting for months 
or years, significantly influencing recovery and quality 
of life. Paradoxically, individuals with pre-existing pri-
mary headaches, such as migraine, may experience an 
improvement in their underlying disorder after the event, 
reflecting the complex interplay between vascular events 
and headache disorders. Emerging evidence of shared 
genetic and biological factors– such as endothelial dys-
function and specific gene variants - between migraine 
and CCAD points to common mechanisms, offering 
important avenues for future research.

Despite advances in understanding these connections, 
substantial unmet needs persist, particularly regarding 
the effective management of post-dissection headache. 
Current data on pain management remain insufficient, 
leaving patients with limited guidance on relief options. 
Addressing these gaps through targeted research and 
clinical strategies is essential to improving outcomes for 
CCAD patients.

Abbreviations
CADISP	� Cervical Artery Dissection Ischemic Stroke Patients
CCAD	� Cervicocerebral artery dissection
CeAD	� Cervical artery dissection
cFMD	� Cerebrovascular fibromuscular dysplasia
CTA	� Computed tomography angiography
DBP	� Diastolic blood pressure

FMD	� Fibromuscular dysplasia
IAD	� Intracranial artery dissection
GAWS	� Genome-wide association studies
MMP	� Matrix metalloproteinases
MRA	� Magnetic resonance Angiography
MRI	� Magnetic resonance Imagery
MTHFR	� Methylenetetrahydrofolate reductase
NIHSS	� National Institutes of Health Stroke Scale
NSAIDs	� Non-steroidal anti-inflammatory drugs
OR	� Odds-Ratio
RCVS	� Reversible cerebral vasoconstriction syndrome
SBP	� Systolic blood pressure
SCAD	� Spontaneous coronary artery dissection
TGFb	� Transforming growth factor beta

Acknowledgements
Not applicable.

Author contributions
JM directed the project. DD and JM performed the systematic search. DD 
wrote the initial manuscript. JM and SB reviewed the manuscript. All authors 
read and approved the final manuscript.

Funding
This research did not receive any specific grant from funding agencies in the 
public, commercial, or not-for-profit sectors.

Data availability
No datasets were generated or analysed during the current study.

Declarations

Ethics approval and consent to participate
Not applicable.

Consent for publication
Not applicable.

Competing interests
DD has no competing interests; SB has no competing interests; JM has 
received financial supports for boards and meeting presentations from Lilly, 
Abbvie, TEVA, Lundbeck, Pfizer and Orion Pharma. He has received travel fees 
for congress from Ipsen Pharmaceuticals, Abbvie, Lundbeck, SOS Oxygen and 
Dr Reddy’s.

Received: 3 December 2024 / Accepted: 21 January 2025

References
1.	 Lucado J, Paez K, Elixhauser A (2011) Headaches in U.S. hospitals and emer-

gency departments, 2008. Healthcare Cost and utilization project (HCUP) 
statistical briefs. Agency for Healthcare Research and Quality (US)

2.	 Doretti A, Shestaritc I, Ungaro D et al (2019) School of Advanced studies of 
the European Headache Federation (EHF-SAS). Headaches in the emergency 
department -a survey of patients’ characteristics, facts and needs. J Headache 
Pain 5(1):100. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​8​6​​/​s​​1​0​1​9​4​-​0​1​9​-​1​0​5​3​-​5

3.	 Goldstein JN, Camargo CA Jr, Pelletier AJ, Edlow JA (2006) Headache in 
United States emergency departments: demographics, work-up and fre-
quency of pathological diagnoses. Cephalalgia: Int J Headache 26:684–690. ​h​
t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​4​​6​8​-​​2​9​8​2​​.​2​​0​0​6​.​0​1​0​9​3​.​x

4.	 García-Azorín D, Abelaira-Freire J, Rodriguez-Adrada E et al (2023) Study 
about the Manchester Triage System subtriage in patients that visited the 
Emergency Department due to headache. Neurologia 38:270–277. ​h​t​t​p​​s​:​/​​/​d​o​
i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​n​r​​l​e​n​​g​.​2​0​​2​0​​.​0​6​.​0​1​8

5.	 Rothrock JF, Diener HC (2021) Headache secondary to cerebrovascular 
disease. Cephalalgia: Int J Headache 41:479–492. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​
3​1​0​2​4​2​1​9​9​9​0​4​5

6.	 García-Azorín D, González-García N, Abelaira-Freire J et al (2021) Manage-
ment of thunderclap headache in the emergency room: a retrospective 

https://doi.org/10.1186/s10194-019-1053-5
https://doi.org/10.1111/j.1468-2982.2006.01093.x
https://doi.org/10.1111/j.1468-2982.2006.01093.x
https://doi.org/10.1016/j.nrleng.2020.06.018
https://doi.org/10.1016/j.nrleng.2020.06.018
https://doi.org/10.1177/0333102421999045
https://doi.org/10.1177/0333102421999045


Page 9 of 11Doukhi et al. The Journal of Headache and Pain           (2025) 26:28 

cohort study. Cephalalgia: Int J Headache 41:711–720. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​
7​​/​0​​3​3​3​1​0​2​4​2​0​9​8​1​7​2​1

7.	 Headache Classification Committee of the International Headache Society 
(IHS) (2013) The International classification of Headache disorders, 3rd edition 
(beta version). Cephalalgia 33:629–808. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​1​3​4​
8​5​6​5​8

8.	 Stovner LJ, Nichols E, Steiner TJ et al (2018) Global, regional, and national bur-
den of migraine and tension-type headache, 1990–2016: a systematic analy-
sis for the global burden of Disease Study 2016. Lancet Neurol 17:954–976. ​h​t​
t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​S​​1​4​7​4​-​4​4​2​2​(​1​8​)​3​0​3​2​2​-​3

9.	 Al-Khazali HM, Younis S, Al-Sayegh Z et al (2022) Prevalence of neck pain in 
migraine: a systematic review and meta-analysis. Cephalalgia: Int J Headache 
42:663–673. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​2​1​1​0​6​8​0​7​3

10.	 Lee VH, Brown RD Jr, Mandrekar JN, Mokri B (2006) Incidence and outcome of 
cervical artery dissection: a population-based study. Neurology 67:1809–
1812. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​0​​1​.​w​​n​l​.​​0​0​0​0​​2​4​​4​4​8​6​.​3​0​4​5​5​.​7​1

11.	 Debette S, Leys D (2009) Cervical-artery dissections: predisposing factors, 
diagnosis, and outcome. Lancet Neurol 8:668–678. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​S​​
1​4​7​4​-​4​4​2​2​(​0​9​)​7​0​0​8​4​-​5

12.	 Béjot Y, Daubail B, Debette S et al (2014) Incidence and outcome of cerebro-
vascular events related to cervical artery dissection: the Dijon Stroke Registry. 
Int J Stroke: Official J Int Stroke Soc 9:879–882. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​i​​j​s​.​1​2​1​
5​4

13.	 Debette S, Compter A, Labeyrie MA et al (2015) Epidemiology, pathophysiol-
ogy, diagnosis, and management of intracranial artery dissection. Lancet 
Neurol 14:640–654. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​S​​1​4​7​4​-​4​4​2​2​(​1​5​)​0​0​0​0​9​-​5

14.	 Engelter ST, Grond-Ginsbach C, Metso TM et al (2013) Cervical artery dis-
section: trauma and other potential mechanical trigger events. Neurology 
80:1950–1957. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​W​​N​L​.​​0​b​0​​1​3​e​3​​1​8​​2​9​3​e​2​e​b

15.	 Debette S, Grond-Ginsbach C, Bodenant M et al (2011) Differential features 
of carotid and vertebral artery dissections: the CADISP Study. Neurology 
77:1174–1181. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​W​​N​L​.​​0​b​0​​1​3​e​3​​1​8​​2​2​f​0​3​f​c

16.	 Sturzenegger M (1995) Spontaneous internal carotid artery dissection: early 
diagnosis and management in 44 patients. J Neurol 242:231–238. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​
o​​r​g​/​​1​0​.​​1​0​0​7​​/​B​​F​0​0​9​1​9​5​9​6

17.	 Arnold M, Cumurciuc R, Stapf C et al (2006) Pain as the only symptom of 
cervical artery dissection. J Neurol Neurosurg Psychiatry 77:1021–1024. ​h​t​t​p​​s​:​
/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​3​6​​/​j​​n​n​p​.​2​0​0​6​.​0​9​4​3​5​9

18.	 Wang Y, Cheng W, Lian Y et al (2019) Characteristics and relative factors of 
headache caused by cervicocerebral artery dissection. J Neurol 266:298–305. ​
h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​0​0​4​1​5​-​0​1​8​-​9​1​1​1​-​5

19.	 Fukuhara K, Ogata T, Ouma S et al (2015) Impact of initial symptom for accu-
rate diagnosis of vertebral artery dissection. Int J Stroke: Official J Int Stroke 
Soc 10 Suppl A 100:30–33. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​i​​j​s​.​1​2​5​4​6

20.	 Wang Y, Cheng W, Lian Y (2019) The Headache and Neck Pain in ischemic 
stroke patients caused by Cervicocerebral Artery Dissection. A case-control 
study. J Stroke Cerebrovasc Diseases: Official J Natl Stroke Association 
28:557–561. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​j​s​​t​r​o​​k​e​c​e​​r​e​​b​r​o​​v​a​s​​d​i​s​.​​2​0​​1​8​.​1​0​.​0​3​4

21.	 Kobayashi H, Morishita T, Ogata T et al (2016) Extracranial and intracranial 
vertebral artery dissections: a comparison of clinical findings. J Neurol Sci 
362:244–250. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​j​n​s​.​2​0​1​6​.​0​1​.​0​6​2

22.	 Hashimoto Y, Matsushige T, Kawano R et al (2023) Headache characteristics 
to screen for cervicocerebral artery dissection in patients with acute onset 
unusual headache. Headache 63:283–289. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​h​​e​a​d​.​1​4​4​5​
4

23.	 Lee SJ, Lee JS, Kim M et al (2023) Significance of headache in intracranial 
vertebrobasilar artery dissections: an observational study. Sci Rep 13:21653. ​h​
t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​3​8​​/​s​​4​1​5​9​8​-​0​2​3​-​4​8​9​4​1​-​5

24.	 Gallerini S, Marsili L, Bartalucci M et al (2019) Headache secondary to cervical 
artery dissections: practice pointers. Neurol Sciences: Official J Italian Neurol 
Soc Italian Soc Clin Neurophysiol 40:613–615. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​1​0​0​7​
2​-​0​1​8​-​3​5​7​6​-​y

25.	 Biousse V, D’Anglejan-Chatillon J, Touboul PJ et al (1995) Time course of 
symptoms in extracranial carotid artery dissections. A series of 80 patients. 
Stroke 26:235–239. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​6​1​​/​0​​1​.​s​t​r​.​2​6​.​2​.​2​3​5

26.	 Silbert PL, Mokri B, Schievink WI (1995) Headache and neck pain in spontane-
ous internal carotid and vertebral artery dissections. Neurology 45:1517–
1522. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​w​​n​l​.​4​5​.​8​.​1​5​1​7

27.	 Campos CR, Calderaro M, Scaff M, Conforto AB (2007) Primary headaches and 
painful spontaneous cervical artery dissection. J Headache Pain 8:180–184. ​h​t​
t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​1​0​1​9​4​-​0​0​7​-​0​3​8​7​-​6

28.	 Dziewas R, Konrad C, Dräger B et al (2003) Cervical artery dissection–clini-
cal features, risk factors, therapy and outcome in 126 patients. J Neurol 
250:1179–1184. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​0​0​4​1​5​-​0​0​3​-​0​1​7​4​-​5

29.	 Giannini N, Ulivi L, Maccarrone M et al (2017) Epidemiology and cerebro-
vascular events related to cervical and intracranial arteries dissection: the 
experience of the city of Pisa. Neurol Sciences: Official J Italian Neurol Soc 
Italian Soc Clin Neurophysiol 38:1985–1991. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​1​0​0​7​2​-​0​
1​7​-​3​0​8​4​-​5

30.	 Vidale S (2020) Headache in cervicocerebral artery dissection. Neurological 
sciences: official journal of the Italian Neurological Society and of the Italian 
society of. Clin Neurophysiol 41:395–399. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​1​0​0​7​2​-​0​2​
0​-​0​4​6​5​1​-​8

31.	 Mayer L, Boehme C, Toell T et al (2019) Local signs and symptoms in spon-
taneous cervical artery dissection: a single Centre Cohort Study. J Stroke 
21:112–115. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​5​8​5​3​​/​j​​o​s​.​2​0​1​8​.​0​3​0​5​5

32.	 Mayer-Suess L, Frank F, Töll T et al (2022) Head/neck pain characteristics after 
spontaneous cervical artery dissection in the acute phase and on a long-run. 
Cephalalgia: Int J Headache 42:872–878. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​2​2​
1​0​7​9​2​9​8

33.	 Mainardi F, Maggioni F, Dainese F et al (2002) Spontaneous carotid artery dis-
section with cluster-like headache. Cephalalgia: Int J Headache 22:557–559. ​h​
t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​4​6​​/​j​​.​1​4​​6​8​-​​2​9​8​2​​.​2​​0​0​2​.​0​0​4​2​1​.​x

34.	 Rigamonti A, Iurlaro S, Reganati P et al (2008) Cluster headache and internal 
carotid artery dissection: two cases and review of the literature. Headache 
48:467–470. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​5​​2​6​-​​4​6​1​0​​.​2​​0​0​7​.​0​1​0​3​4​.​x

35.	 Lai SL, Chang YY, Liu JS, Chen SS (2005) Cluster-like headache from vertebral 
artery dissection: angiographic evidence of neurovascular activation. Cepha-
lalgia: Int J Headache 25:629–632. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​4​​6​8​-​​2​9​8​2​​.​2​​0​0​4​.​0​
0​9​0​5​.​x

36.	 Rogalewski A, Evers S (2005) Symptomatic hemicrania continua after internal 
carotid artery dissection. Headache 45:167–169. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​5​​2​
6​-​​4​6​1​0​​.​2​​0​0​5​.​0​5​0​3​4​_​2​.​x

37.	 Ashkenazi A, Abbas MA, Sharma DK, Silberstein SD (2007) Hemicrania 
continua-like headache associated with internal carotid artery dissection may 
respond to indomethacin. Headache 47:127–130. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​
5​​2​6​-​​4​6​1​0​​.​2​​0​0​6​.​0​0​6​3​7​.​x

38.	 Morelli N, Mancuso M, Gori S et al (2008) Vertebral artery dissection onset 
mimics migraine with aura in a graphic designer. Headache 48:621–624. ​h​t​t​p​​
s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​5​​2​6​-​​4​6​1​0​​.​2​​0​0​8​.​0​1​0​6​6​.​x

39.	 Young G, Humphrey P (1995) Vertebral artery dissection mimicking migraine. 
J Neurol Neurosurg Psychiatry 59:340–341. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​3​6​​/​j​​n​n​p​.​5​9​.​3​.​
3​4​0

40.	 Silverman IE, Wityk RJ (1998) Transient migraine-like symptoms with internal 
carotid artery dissection. Clin Neurol Neurosurg 100:116–120. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​
1​0​.​​1​0​1​6​​/​s​​0​3​0​3​-​8​4​6​7​(​9​8​)​0​0​0​1​1​-​0

41.	 Mirza Z, Hayward P, Hulbert D (1998) Spontaneous carotid artery dissection 
presenting as migraine–a diagnosis not to be missed. J Accid Emerg Med 
May 15(3):187–189. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​3​6​​/​e​​m​j​.​1​5​.​3​.​1​8​7

42.	 Duyff RF, Snijders CJ, Vanneste JA (1997) Spontaneous bilateral internal 
carotid artery dissection and migraine: a potential diagnostic delay. Head-
ache 37:109–112. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​4​6​​/​j​​.​1​5​​2​6​-​​4​6​1​0​​.​1​​9​9​7​.​3​7​0​2​1​0​9​.​x

43.	 Long RJ, Zhu YS, Wang AP (2021) Cluster headache due to structural lesions: a 
systematic review of published cases. World J Clin Cases 9:3294–3307. ​h​t​t​p​​s​:​/​​
/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​9​9​​8​/​​w​j​c​c​.​v​9​.​i​1​4​.​3​2​9​4

44.	 Debette S, Mazighi M, Bijlenga P et al (2021) ESO guideline for the manage-
ment of extracranial and intracranial artery dissection. Eur Stroke J Sep 6(3). ​h​
t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​2​​3​9​6​9​8​7​3​2​1​1​0​4​6​4​7​5. XXXIX-LXXXVIII

45.	 Provenzale JM (2009) MRI and MRA for evaluation of dissection of craniocere-
bral arteries: lessons from the medical literature. Emerg Radiol 16:185–193. ​h​t​
t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​1​0​1​4​0​-​0​0​8​-​0​7​7​0​-​x

46.	 Metso TM, Tatlisumak T, Debette S et al (2012) Migraine in cervical artery dis-
section and ischemic stroke patients. Neurology 78:1221–1228. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​
g​/​​1​0​.​​1​2​1​2​​/​W​​N​L​.​​0​b​0​​1​3​e​3​​1​8​​2​5​1​5​9​5​f

47.	 Compter A, Schilling S, Vaineau CJ et al (2018) Determinants and outcome 
of multiple and early recurrent cervical artery dissections. Neurology 
91:769–780. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​W​​N​L​.​​0​0​0​​0​0​0​0​​0​0​​0​0​0​6​0​3​7

48.	 Maruyama H, Nagoya H, Kato Y et al (2012) Spontaneous cervicocephalic 
arterial dissection with headache and neck pain as the only symptom. J 
Headache Pain 13:247–253. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​1​0​1​9​4​-​0​1​2​-​0​4​2​0​-​2

49.	 Biousse V, Woimant F, Amarenco P et al (1992) Pain as the only manifestation 
of internal carotid artery dissection. Cephalalgia 12:314–317. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​
0​.​​1​0​4​6​​/​j​​.​1​4​​6​8​-​​2​9​8​2​​.​1​​9​9​2​.​1​2​0​5​3​1​4​.​x

https://doi.org/10.1177/0333102420981721
https://doi.org/10.1177/0333102420981721
https://doi.org/10.1177/0333102413485658
https://doi.org/10.1177/0333102413485658
https://doi.org/10.1016/S1474-4422(18)30322-3
https://doi.org/10.1016/S1474-4422(18)30322-3
https://doi.org/10.1177/03331024211068073
https://doi.org/10.1212/01.wnl.0000244486.30455.71
https://doi.org/10.1016/S1474-4422(09)70084-5
https://doi.org/10.1016/S1474-4422(09)70084-5
https://doi.org/10.1111/ijs.12154
https://doi.org/10.1111/ijs.12154
https://doi.org/10.1016/S1474-4422(15)00009-5
https://doi.org/10.1212/WNL.0b013e318293e2eb
https://doi.org/10.1212/WNL.0b013e31822f03fc
https://doi.org/10.1007/BF00919596
https://doi.org/10.1007/BF00919596
https://doi.org/10.1136/jnnp.2006.094359
https://doi.org/10.1136/jnnp.2006.094359
https://doi.org/10.1007/s00415-018-9111-5
https://doi.org/10.1007/s00415-018-9111-5
https://doi.org/10.1111/ijs.12546
https://doi.org/10.1016/j.jstrokecerebrovasdis.2018.10.034
https://doi.org/10.1016/j.jns.2016.01.062
https://doi.org/10.1111/head.14454
https://doi.org/10.1111/head.14454
https://doi.org/10.1038/s41598-023-48941-5
https://doi.org/10.1038/s41598-023-48941-5
https://doi.org/10.1007/s10072-018-3576-y
https://doi.org/10.1007/s10072-018-3576-y
https://doi.org/10.1161/01.str.26.2.235
https://doi.org/10.1212/wnl.45.8.1517
https://doi.org/10.1007/s10194-007-0387-6
https://doi.org/10.1007/s10194-007-0387-6
https://doi.org/10.1007/s00415-003-0174-5
https://doi.org/10.1007/s10072-017-3084-5
https://doi.org/10.1007/s10072-017-3084-5
https://doi.org/10.1007/s10072-020-04651-8
https://doi.org/10.1007/s10072-020-04651-8
https://doi.org/10.5853/jos.2018.03055
https://doi.org/10.1177/03331024221079298
https://doi.org/10.1177/03331024221079298
https://doi.org/10.1046/j.1468-2982.2002.00421.x
https://doi.org/10.1046/j.1468-2982.2002.00421.x
https://doi.org/10.1111/j.1526-4610.2007.01034.x
https://doi.org/10.1111/j.1468-2982.2004.00905.x
https://doi.org/10.1111/j.1468-2982.2004.00905.x
https://doi.org/10.1111/j.1526-4610.2005.05034_2.x
https://doi.org/10.1111/j.1526-4610.2005.05034_2.x
https://doi.org/10.1111/j.1526-4610.2006.00637.x
https://doi.org/10.1111/j.1526-4610.2006.00637.x
https://doi.org/10.1111/j.1526-4610.2008.01066.x
https://doi.org/10.1111/j.1526-4610.2008.01066.x
https://doi.org/10.1136/jnnp.59.3.340
https://doi.org/10.1136/jnnp.59.3.340
https://doi.org/10.1016/s0303-8467(98)00011-0
https://doi.org/10.1016/s0303-8467(98)00011-0
https://doi.org/10.1136/emj.15.3.187
https://doi.org/10.1046/j.1526-4610.1997.3702109.x
https://doi.org/10.12998/wjcc.v9.i14.3294
https://doi.org/10.12998/wjcc.v9.i14.3294
https://doi.org/10.1177/23969873211046475
https://doi.org/10.1177/23969873211046475
https://doi.org/10.1007/s10140-008-0770-x
https://doi.org/10.1007/s10140-008-0770-x
https://doi.org/10.1212/WNL.0b013e318251595f
https://doi.org/10.1212/WNL.0b013e318251595f
https://doi.org/10.1212/WNL.0000000000006037
https://doi.org/10.1007/s10194-012-0420-2
https://doi.org/10.1046/j.1468-2982.1992.1205314.x
https://doi.org/10.1046/j.1468-2982.1992.1205314.x


Page 10 of 11Doukhi et al. The Journal of Headache and Pain           (2025) 26:28 

50.	 Obadia M, Nasr N, Volle G et al (2024) Long-term clinical and ultrasound 
follow-up after transient perivascular inflammation of the carotid artery 
(TIPIC) syndrome: a multicenter study. Cephalalgia 44:03331024241230247. ​h​
t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​2​4​1​2​3​0​2​4​7

51.	 Rist PM, Diener HC, Kurth T, Schürks M (2011) Migraine, migraine aura, and 
cervical artery dissection: a systematic review and meta-analysis. Cephalalgia: 
Int J Headache 31:886–896. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​1​1​4​0​1​6​3​4

52.	 Nozari A, Dilekoz E, Sukhotinsky I et al (2010) Microemboli may link spread-
ing depression, migraine aura, and patent foramen ovale. Ann Neurol 
67:221–229. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​2​​/​a​​n​a​.​2​1​8​7​1

53.	 Martins BP, Mesquita I, Sousa JM et al (2023) Persistent headache attrib-
uted to past cervicocephalic artery dissection: clinical characteristics 
and contributors to headache persistence. Cephalalgia: Int J Headache 
43:3331024221144782. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​2​2​1​1​4​4​7​8​2

54.	 Schytz HW, Ashina M, Magyari M et al (2014) Acute headache and persistent 
headache attributed to cervical artery dissection: field testing of ICHD-III 
beta. Cephalalgia: Int J Headache 34:712–716. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​
0​2​4​1​4​5​2​0​7​6​7

55.	 Leys D, Th. Moulin TS, Begey S, Chavot D (1995) Follow-Up of patients with 
history of cervical artery dissection. Cerebrovasc Dis 5:43–49. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​
1​0​.​​1​1​5​9​​/​0​​0​0​1​0​7​8​1​7

56.	 Lebedeva ER, Ushenin AV, Gurary NM et al (2022) Persistent headache after 
first-ever ischemic stroke: clinical characteristics and factors associated with 
its development. J Headache Pain 23:103. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​8​6​​/​s​​1​0​1​9​4​-​0​2​
2​-​0​1​4​7​9​-​9

57.	 Lai J, Harrison RA, Plecash A, Field TS (2018) A narrative review of persistent 
Post-stroke Headache - A New Entry in the International classification of 
Headache disorders. Headache 58:1442–1453. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​h​​e​a​d​.​
1​3​3​8​2

58.	 Ferro JM, Melo TP, Guerreiro M (1998) Headaches in intracerebral hemorrhage 
survivors. Neurology 50:203–207. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​w​​n​l​.​5​0​.​1​.​2​0​3

59.	 Naess H, Lunde L, Brogger J, Waje-Andreassen U (2010) Post-stroke pain on 
long-term follow-up: the Bergen stroke study. J Neurol 257:1446–1452. ​h​t​t​p​​s​:​
/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​0​7​​/​s​​0​0​4​1​5​-​0​1​0​-​5​5​3​9​-​y

60.	 Koopman K, Uyttenboogaart M, Vroomen PC et al (2009) Long-term sequelae 
after cerebral venous thrombosis in functionally independent patients. J 
Stroke Cerebrovasc Diseases: Official J Natl Stroke Association 18:198–202. ​h​t​t​
p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​j​s​​t​r​o​​k​e​c​e​​r​e​​b​r​o​​v​a​s​​d​i​s​.​​2​0​​0​8​.​1​0​.​0​0​4

61.	 Artto V, Metso TM, Metso AJ et al (2010) Migraine with aura is a risk factor for 
cervical artery dissection: a case-control study. Cerebrovasc Dis (Basel Switz 
30:36–40. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​5​9​​/​0​​0​0​3​1​3​6​0​8

62.	 Censori B, Partziguian T, Poloni M (2013) Migraine improves after ischemic 
stroke. J Stroke Cerebrovasc Diseases: Official J Natl Stroke Association 
22:338–342. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​j​s​​t​r​o​​k​e​c​e​​r​e​​b​r​o​​v​a​s​​d​i​s​.​​2​0​​1​3​.​0​2​.​0​1​4

63.	 Giuli V, Graziano F, Zini A, et al.… Italian Project on Stroke in Young Adults 
(IPSYS) Investigators (2019) Migraine improvement after spontaneous cervi-
cal artery dissection the Italian Project on Stroke in Young Adults (IPSYS) 
Neurological sciences: official journal of the Italian Neurological Society and 
of the Italian Society of Clinical Neurophysiology 40:59–66. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​
1​0​0​7​​/​s​​1​0​0​7​2​-​0​1​8​-​3​5​7​8​-​9

64.	 Linetsky E, Leker RR, Ben-Hur T (2001) Headache characteristics in patients 
after migrainous stroke. Neurology 57:130–132. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​w​​n​l​.​5​
7​.​1​.​1​3​0

65.	 Brandes JL, Klise S, Krege JH et al (2020) Long-term safety and efficacy of 
lasmiditan for acute treatment of migraine: final results of the GLADIATOR 
study. Cephalalgia Rep 3:2515816320958176. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​2​​5​1​5​8​1​
6​3​2​0​9​5​8​1​7​6

66.	 Schim J, Hutchinson S, Lipton R et al (2021) Rimegepant is safe and tolerable 
for the Acute treatment of migraine in patients using preventive migraine 
medications: results from a long-term open-label safety study (2370). Neurol-
ogy 96:2370. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​W​​N​L​.​​9​6​.​​1​5​_​s​​u​p​​p​l​e​m​e​n​t​.​2​3​7​0

67.	 Yang Z, Wang X, Niu M et al (2024) First real-world study on the effectiveness 
and tolerability of rimegepant for acute migraine therapy in Chinese patients. 
J Headache Pain 25:160. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​8​6​​/​s​​1​0​1​9​4​-​0​2​4​-​0​1​8​7​3​-​5

68.	 Ailani J, Lipton RB, Hutchinson S et al (2020) Long-term safety evaluation of 
Ubrogepant for the Acute Treatment of Migraine: phase 3, Randomized, 52‐
Week Extension Trial. Headache 60:141–152. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​h​​e​a​d​.​1​3​
6​8​2

69.	 Chiang C, Arca KN, Dunn RB et al (2021) Real-world efficacy, tolerability, and 
safety of ubrogepant. Headache 61:620–627. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​h​​e​a​d​.​1​4​
0​6​2

70.	 Goadsby PJ, Tepper SJ, Watkins PB et al (2019) Safety and tolerability of 
ubrogepant following intermittent, high-frequency dosing: Randomized, 
placebo-controlled trial in healthy adults. Cephalalgia 39:1753–1761. ​h​t​t​p​​s​:​/​​/​
d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​0​​3​3​3​1​0​2​4​1​9​8​6​9​9​1​8

71.	 Charles A (2018) The pathophysiology of migraine: implications for clinical 
management. Lancet Neurol 17:174–182. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​S​​1​4​7​4​-​4​4​2​
2​(​1​7​)​3​0​4​3​5​-​0

72.	 D’Anglejan-Chatillon J, Ribeiro V, Mas JL et al (1989) Migraine–a risk factor for 
dissection of cervical arteries. Headache 29:560–561. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​
j​​.​1​5​​2​6​-​​4​6​1​0​​.​1​​9​8​9​.​h​e​d​2​9​0​9​5​6​0​.​x

73.	 Sun Z, Kleine-Borgmann J, Suh J et al (2023) Migraine and the risk of cervi-
cal artery dissection: a systematic review and meta-analysis. Eur Stroke J 
8:904–914. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​7​7​​/​2​​3​9​6​9​8​7​3​2​3​1​1​9​1​8​6​0

74.	 Daghals I, Sargurupremraj M, Danning R et al (2022) Migraine, Stroke, and 
cervical arterial dissection: Shared Genetics for a Triad of Brain disorders with 
vascular involvement. Neurol Genet 8:653. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​2​1​2​​/​N​​X​G​.​​0​0​0​​0​
0​0​0​​0​0​​0​0​0​0​6​5​3

75.	 Freilinger T, Anttila V, Vries B, et al (2012) Genome-wide association analysis 
identifies susceptibility loci for migraine without aura.… International Head-
ache Genetics Consortium 44:777–782. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​3​8​​/​n​​g​.​2​3​0​7

76.	 Debette S, Kamatani Y, Metso TM et al (2015) Common variation in PHACTR1 
is associated with susceptibility to cervical artery dissection. Nat Genet 
47:78–83. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​3​8​​/​n​​g​.​3​1​5​4

77.	 Gupta RM, Hadaya J, Trehan A et al (2017) A Genetic Variant Associated with 
five vascular diseases is a Distal Regulator of Endothelin-1 gene expression. 
Cell 170:522–53315. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​c​e​l​l​.​2​0​1​7​.​0​6​.​0​4​9

78.	 Adlam D, Berrandou TE, Georges A et al (2023) Genome-wide association 
meta-analysis of spontaneous coronary artery dissection identifies risk vari-
ants and genes related to artery integrity and tissue-mediated coagulation. 
Nat Genet 55:964–972. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​3​8​​/​s​​4​1​5​8​8​-​0​2​3​-​0​1​4​1​0​-​1

79.	 Beaudoin M, Gupta RM, Won HH et al (2015) Myocardial infarction-Associated 
SNP at 6p24 interferes with MEF2 binding and associates with PHACTR1 
expression levels in human coronary arteries. Arterioscler Thromb Vasc Biol 
35:1472–1479. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​6​1​​/​A​​T​V​B​A​H​A​.​1​1​5​.​3​0​5​5​3​4

80.	 Wang X, Musunuru K (2018) Confirmation of causal rs9349379- PHACTR1 
expression quantitative trait Locus in Human-Induced Pluripotent Stem Cell 
endothelial cells. Circulation Genomic Precision Med 11:002327. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​
r​g​/​​1​0​.​​1​1​6​1​​/​C​​I​R​C​G​E​N​.​1​1​8​.​0​0​2​3​2​7

81.	 Rubin S, Bougaran P, Martin S et al (2022) PHACTR-1 (phosphatase and actin 
Regulator 1. Deficiency in either endothelial or smooth muscle cells does not 
predispose mice to Nonatherosclerotic Arteriopathies in 3 transgenic mice 
arteriosclerosis, thrombosis, and vascular biology. 42:597–609. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​
/​​1​0​.​​1​1​6​1​​/​A​​T​V​B​A​H​A​.​1​2​2​.​3​1​7​4​3​1

82.	 Imamura K, Takeshima T, Fusayasu E, Nakashima K (2008) Increased plasma 
matrix metalloproteinase-9 levels in migraineurs. Headache 48:135–139. ​h​t​t​p​​
s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​5​​2​6​-​​4​6​1​0​​.​2​​0​0​7​.​0​0​9​5​8​.​x

83.	 Leira R, Sobrino T, Rodríguez-Yáñez M et al (2007) Mmp-9 immunoreactivity 
in acute migraine. Headache 47:698–702. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​j​​.​1​5​​2​6​-​​4​6​1​0​​
.​2​​0​0​6​.​0​0​6​4​1​.​x

84.	 Guillon B, Peynet J, Bertrand M et al (2007) Do extracellular-matrix-regulating 
enzymes play a role in cervical artery dissection? Cerebrovascular diseases 
(Basel. Switzerland 23:299–303. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​5​9​​/​0​​0​0​0​9​8​3​3​1

85.	 Mawet J, Debette S, Bousser MG, Ducros A (2016) The Link between Migraine, 
reversible cerebral vasoconstriction syndrome and cervical artery dissection. 
Headache 56:645–656. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​1​1​​/​h​​e​a​d​.​1​2​7​9​8

86.	 Bonacina S, Grassi M, Zedde M et al (2021) Clinical features of patients with 
cervical artery dissection and fibromuscular dysplasia. Stroke 52:821–829. ​h​t​t​
p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​6​1​​/​S​​T​R​O​​K​E​A​​H​A​.​1​​2​0​​.​0​3​1​5​7​9

87.	 Kiando SR, Tucker NR, Castro-Vega LJ et al (2016) PHACTR1 is a genetic sus-
ceptibility locus for Fibromuscular Dysplasia supporting its Complex genetic 
pattern of inheritance. PLoS Genet 12:1006367. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​3​7​1​​/​j​​o​u​r​​n​
a​l​​.​p​g​e​​n​.​​1​0​0​6​3​6​7

88.	 Debette S, Metso T, Pezzini A et al (2011) Association of vascular risk factors 
with cervical artery dissection and ischemic stroke in young adults. Circula-
tion 123:1537–1544. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​1​6​1​​/​C​​I​R​C​​U​L​A​​T​I​O​N​​A​H​​A​.​1​1​0​.​0​0​0​1​2​5

89.	 Le Grand Q, Ecker Ferreira L, Metso TM et al (2023) Genetic insights on the 
relation of vascular risk factors and cervical artery dissection. J Am Coll 
Cardiol 82:1411–1423. ​h​t​t​p​​s​:​/​​/​d​o​i​​.​o​​r​g​/​​1​0​.​​1​0​1​6​​/​j​​.​j​a​c​c​.​2​0​2​3​.​0​7​.​0​2​1

90.	 Finocchi C, Sassos D (2017) Headache and arterial hypertension. Neurological 
sciences: official journal of the Italian Neurological Society and of the Italian 
Society of Clinical Neurophysiology. 38:67–72. ​h​t​t​p​s​:​​​/​​/​d​o​​i​.​​o​r​​g​​/​​1​0​​.​1​0​​​0​7​​/​s​1​0​​0​7​
2​-​​0​1​7​-​​2​8​9​3​-​x

https://doi.org/10.1177/03331024241230247
https://doi.org/10.1177/03331024241230247
https://doi.org/10.1177/0333102411401634
https://doi.org/10.1002/ana.21871
https://doi.org/10.1177/03331024221144782
https://doi.org/10.1177/0333102414520767
https://doi.org/10.1177/0333102414520767
https://doi.org/10.1159/000107817
https://doi.org/10.1159/000107817
https://doi.org/10.1186/s10194-022-01479-9
https://doi.org/10.1186/s10194-022-01479-9
https://doi.org/10.1111/head.13382
https://doi.org/10.1111/head.13382
https://doi.org/10.1212/wnl.50.1.203
https://doi.org/10.1007/s00415-010-5539-y
https://doi.org/10.1007/s00415-010-5539-y
https://doi.org/10.1016/j.jstrokecerebrovasdis.2008.10.004
https://doi.org/10.1016/j.jstrokecerebrovasdis.2008.10.004
https://doi.org/10.1159/000313608
https://doi.org/10.1016/j.jstrokecerebrovasdis.2013.02.014
https://doi.org/10.1007/s10072-018-3578-9
https://doi.org/10.1007/s10072-018-3578-9
https://doi.org/10.1212/wnl.57.1.130
https://doi.org/10.1212/wnl.57.1.130
https://doi.org/10.1177/2515816320958176
https://doi.org/10.1177/2515816320958176
https://doi.org/10.1212/WNL.96.15_supplement.2370
https://doi.org/10.1186/s10194-024-01873-5
https://doi.org/10.1111/head.13682
https://doi.org/10.1111/head.13682
https://doi.org/10.1111/head.14062
https://doi.org/10.1111/head.14062
https://doi.org/10.1177/0333102419869918
https://doi.org/10.1177/0333102419869918
https://doi.org/10.1016/S1474-4422(17)30435-0
https://doi.org/10.1016/S1474-4422(17)30435-0
https://doi.org/10.1111/j.1526-4610.1989.hed2909560.x
https://doi.org/10.1111/j.1526-4610.1989.hed2909560.x
https://doi.org/10.1177/23969873231191860
https://doi.org/10.1212/NXG.0000000000000653
https://doi.org/10.1212/NXG.0000000000000653
https://doi.org/10.1038/ng.2307
https://doi.org/10.1038/ng.3154
https://doi.org/10.1016/j.cell.2017.06.049
https://doi.org/10.1038/s41588-023-01410-1
https://doi.org/10.1161/ATVBAHA.115.305534
https://doi.org/10.1161/CIRCGEN.118.002327
https://doi.org/10.1161/CIRCGEN.118.002327
https://doi.org/10.1161/ATVBAHA.122.317431
https://doi.org/10.1161/ATVBAHA.122.317431
https://doi.org/10.1111/j.1526-4610.2007.00958.x
https://doi.org/10.1111/j.1526-4610.2007.00958.x
https://doi.org/10.1111/j.1526-4610.2006.00641.x
https://doi.org/10.1111/j.1526-4610.2006.00641.x
https://doi.org/10.1159/000098331
https://doi.org/10.1111/head.12798
https://doi.org/10.1161/STROKEAHA.120.031579
https://doi.org/10.1161/STROKEAHA.120.031579
https://doi.org/10.1371/journal.pgen.1006367
https://doi.org/10.1371/journal.pgen.1006367
https://doi.org/10.1161/CIRCULATIONAHA.110.000125
https://doi.org/10.1016/j.jacc.2023.07.021
https://doi.org/10.1007/s10072-017-2893-x
https://doi.org/10.1007/s10072-017-2893-x


Page 11 of 11Doukhi et al. The Journal of Headache and Pain           (2025) 26:28 

91.	 Wells BJ, Wood MJ, O’Duffy AE et al (2024) Migraine headache in patients 
with spontaneous coronary artery dissection: a report of the iSCAD Registry. 
Vascular Med 29:286–295

Publisher’s note
Springer Nature remains neutral with regard to jurisdictional claims in 
published maps and institutional affiliations.


	﻿Headaches attributed to cranial and cervical artery dissections
	﻿Abstract
	﻿Background
	﻿Epidemiology
	﻿Clinical presentation
	﻿Diagnosis
	﻿Scope of the review

	﻿Methods
	﻿Results
	﻿Headache and/or neck pain as a presenting symptom of dissection
	﻿Headache course after dissection
	﻿Persistent post-dissection headaches﻿
	﻿Evolution of pre-existing primary headaches


	﻿﻿Migraine as a risk factor for dissection
	﻿Conclusion
	﻿References


