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Tics are repeated, individually recognizable, inter-
mittent movements or movement fragments that, in
older children and adults, are almost always briefly
suppressible and are usually associated with aware-
ness of an urge to perform the movement.1 The diag-
nosis of Tourette syndrome (TS) is applied when
multiple motor and one or more vocal tics are pres-
ent for at least a year.2 Although prevalence estimates
of TS have varied, approximately 1% of people are
affected worldwide.3

While TS and its comorbid conditions—atten-
tion deficit hyperactivity disorder, obsessive compul-
sive disorder, generalized anxiety disorder, mood
disorders—are frequently associated with psychoso-
cial disability,4 they are rarely associated with life-
threatening injuries. In fact, Cheung et al.5 indicated
that only 5% of patients referred to a specialty
clinic had what they termed “malignant TS,” de-
fined as �2 emergency room visits or �1 hospital-
izations for TS symptoms or associated behavioral
comorbidities.

Within the subset of patients who have sustained
tic-related injuries, a number of publications report
forceful cervical tics leading to degenerative disc dis-
ease, disc herniation, and both compressive and non-
compressive myelopathy.6 –9 A recently published
letter proposed that cervical tics can also lead to
cervical arterial dissection—an injury to the arte-
rial wall that allows blood to track between one or
more layers of the wall, thereby producing a false
lumen with resultant ischemia due to occlusion or
thromboembolism.10

Cervical artery dissections are generally classified
as being traumatic (i.e., secondary to penetrating or
blunt force injury) or spontaneous in origin; how-
ever, the distinction between the 2 classes is blurred
by the fact that minor traumas are identified in
12%–34% of patients with spontaneous dissec-
tions.11 These minor traumas include a number of
quotidian activities, most of which result in hyperex-
tension, rotation, or lateroversion of the neck, such

as chiropractic manipulations, sporting activities,
drinking, vomiting, sneezing, coughing, rapid head
turning, and whiplash injuries.11 When cervical ar-
tery dissections occur, they tend to happen at mobile
portions of the arteries (V2/V3 segments of vertebral
arteries).11,12 The pathophysiology of cervical artery
dissection is largely unknown, but several lines of ev-
idence suggest that affected individuals may be pre-
disposed to arterial dissection due to structural or
physiologic differences in their arteries, with environ-
mental factors acting as triggers.11 Evidence also
points to a male predominance for both anterior and
posterior cervical artery dissections that is not ex-
plained by trauma.12 Regardless of these underlying
factors, cervical arterial dissections are noteworthy in
that they are the leading cause of stroke in patients
younger than 45 years.11

In this issue of Neurology®, Lehman et al.13 pres-
ent a case report of an 18-year-old man with TS,
obsessive compulsive disorder, depression, and force-
ful neck tics, who presented with right pontine and
bilateral cerebellar infarcts and was subsequently di-
agnosed with a right vertebral artery dissection and
basilar artery occlusion. Although the patient has sev-
eral stroke risk factors, his history of cervical disc her-
niation lends credence to the assertion that his
cervical tics were the primary cause of his vertebral
artery dissection.

Given this case, Lehman et al. advocate for aggres-
sive, multimodal management of cervical tics. Most
importantly, they draw attention to the burgeoning
role of comprehensive behavioral intervention for
tics (CBIT).14 This intervention—representing a
combination of habit reversal therapy, relaxation
training, and a functional intervention to address sit-
uations that sustain or worsen tics—was evaluated in
a 2-phase, multicenter, randomized controlled trial
of children and adolescents with TS or chronic tic
disorder and was superior to supportive therapy and
education for reducing tics and tic-related impair-
ment. Most impressively, the effect size of CBIT was
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on par with that of placebo-controlled medication
trials, the treatment gains were durable, and the side
effect profile highly favorable. Despite the strong ev-
idence basis for CBIT in the management of tics,
implementation can be difficult given the dearth of
providers skilled in its administration. A critical
point regarding behavioral therapies is that, like
pharmacotherapies, their site of action is the brain.
We worry that an effective intervention, like CBIT,
garners less enthusiasm from treating clinicians and
payers due to the fact that it is neither swallowed nor
injected.

Regardless of the treatment modality selected,
there remains the unresolved question of whether all
patients with forceful cervical tics are at risk of arte-
rial dissection or whether a particularly high-risk sub-
set of patients can be identified due to differences in
their arterial anatomy or function. Until this ques-
tion can be answered, it seems prudent for clinicians
to manage forceful cervical tics aggressively by using
the full array of pharmacologic, behavioral, and sur-
gical treatments at their disposal, as doing so may
help to prevent morbidity in some individuals. As the
case report by Lehman et al. would suggest, clinicians
should also suspect cervical arterial dissection in pa-
tients with cervical tics who present with acute neu-
rologic deficits. Finally, clinicians should recognize
that patients with cervical arterial dissections second-
ary to tics present a unique set of concerns in terms of
their management and prognosis. Specifically, if the
very behavior that leads to the dissection goes un-
abated, these patients may be at higher risk of experi-
encing intracranial bleeding in the setting of being
anticoagulated and may be more likely to experience
extension of their initial vertebral artery dissection or
future recurrent dissections.
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