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A B S T R A C T

Four to five patients with epilepsy (PWE) can suffer from Major Depressive episodes (MDE). Comorbid anxiety 
disorders (AD) frequently occur together with MDE. Failure to treat MDE can negatively affect several aspects of 
their life as well as the management of the epilepsy. Often, suicidal ideation is among its symptoms, which need 
to be addressed without delay to prevent suicidal attempts or a completed suicide. Unfortunately, access to 
health care professionals is very limited and, in many communities, non-existent. Accordingly, it falls upon the 
treating neurologist to begin a pharmacologic trial with psychotropic drugs. The purpose of this manuscript is to 
provide neurologists with very useful strategies on how to screen and identify MDEs with and without AD in the 
outpatient clinic and how to select the appropiate psychotropic drugs. Using an illustrative case, we discuss its 
differential diagnosis, particularly the recognition of iatrogenic episodes, and demonstrate the selection and 
mode of use of commonly used antidepressant in PWE. Finally, we provide a guide on how the neurologist can 
assess the suicidal risk of a patient that endorses suicidal ideation and the steps that need to be taken to minimize 
the risk of suicidal behavior.

1. Introduction

Population-based studies have found a 30 % lifettime prevalence rate 
of mood disorders in patients with epilepsy (PWE), typically presenting 
as major depressive disorders (MDD), and less frequently as bipolar 
disorders or dysthymia [1]. The diagnosis of MDD can include one or 
more major depressive episodes (MDE), while bipolar disorders are 
diagnosed when MDEs and manic and /or hypomanic episodes are 
identified in the same patient [2]. Dysthymia is the least frequent and 
presents with persistent symptoms of depression of at least two years 
duration but of lesser severity than the other two [2]. Their cause is 
multifactorial, including genetic, neurobiological, and psychosocial 
factors [3]. Suicidal ideation and behavior are frequent symptoms of 
MDEs, which may potentially result in completed suicide [4]. For 
example, PWE without identified psychiatric comorbidities have a two- 
fold higher risk of committing suicide, while in those with a mood dis
order, the risk is 32-fold higher [5]. The prevalence rates of MDE have 
been reported to range from 15 % to 25 % [3,6]. [1] Yet, anxiety dis
orders (AD) occur together with MDE in a significant percentage of PWE, 
as shown in population-based studies and case series [7–9]. Thus, the 
existence of AD must be investigated in any PWE with a MDE (and vice- 

versa) as their comprehensive treatment is necessary to achieve symp
tom remission of both conditions.

Unfortunately, availability of mental health care providers is very 
often limited or non-existent and neurologists are faced with the 
dilemma of starting treatment with psychotropic medication, as failure 
to treat comorbid MDE and AD can not only worsen the suicidality risk 
but can also negatively impact the treatment of the seizure disorder. For 
example, iatrogenic events caused by antiseizure medications (ASMs) 
are more likely to occur in the presence of untreated comorbid MDE and 
AD, presenting with medical, neurologic and psychiatric symptom
atology [9]. In addition, they can interfere with drug compliance [10], 
resulting in breakthrough seizures. Premature mortality caused by sui
cide or accidental death are also serious psychiatric complications 
resulting from untreated MDE [11]. Furthermore, compared to seizure 
frequency and severity, depressive and anxiety symptoms are stronger 
predictors of poor quality of life in patients suffering from treatment- 
resistant epilepsy [12]. Finally, all these factors call for a higher used 
of services increasing medical costs to patients, families and society 
[10].

Contrary to common belief, MDEs and ADs in PWE are not only a 
complication of the epilepsy, as in a significant number of patients both 
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conditions precede the onset of epilepsy [11,12]. Furthermore, in 
several prospective population-based studies, PWE were found to have a 
two-fold higher risk of developing MDE and AD, while patients with 
primary MDE and AD were found to have a 2 to 2.5 risk of developing 
epilepsy [7,13,14]. This complex relation has been considered to reflect 
a bidirectional relation between epilepsy and these two psychiatric 
comorbidities that is likely explained by common pathogenic mecha
nisms operant in all three conditions [15].

Clearly, neurologists cannot and should not delay treatment of co
morbid MDEs (with or without ADs) once they have been identified. The 
aim of this manuscript is to provide pragmatic strategies for their 
screening, identification and psychopharmacologic treatment that can 
be implemented in outpatient neurology / epilepsy clinics. In addition, it 
reviews practical steps that neurologists can follow in evaluating suici
dality symptoms and specifically to estimate the risk for active suicidal 
ideation and behavior. Furthermore, it is intended to highlight the cir
cumstances that require immediate referral to a mental health provider.

2. Illustrative case

The patient is a 35 years-old woman with a fifteen-years history of a 
focal epilepsy of left frontal lobe origin that started three months after a 
traumatic brain injury and presented with focal to bilateral tonic-clonic 
seizures. She had no relevant past medical or surgical history. She was 
started on levetiracetam, which resulted in remission of the seizures but 
had to be discontinued because of the development of a MDE consisting 
of anhedonia, sadness, feelings of hopelessness, marked irritability and 
poor frustration tolerance, insomnia and passive suicidal ideation; these 
symptoms remitted following levetiracetam’s discontinuation. She was 
switched to carbamazepine and remained seizure-free for three years, 
after which she experienced the recurrence of focal impaired awareness 
hyper motor seizures in her sleep every two to three weeks, for which 
clobazam was added. The carbamazepine was switched to oxcarbaze
pine as she was planning to get pregnant, and she has remained seizure- 
free on the combination of oxcarbazepine (dose 1800 mg /day) and 
clobazam (15 mg /day).

In a follow-up visit eight months ago, the patient reported recurrence 
of her psychiatric symptomatology for the previous two months, which 
has worsened in severity in seven of the four weeks preceding her 
evaluation. She reports feeling sad and unable to find any pleasure in her 
activities most of the time, having to push herself to do anything with 
her family and being unable to focus on her work. She again reported 
feeling hopeless, helpless, crying easily without any cause, early night 
insomnia and middle of the night awakening, loss of sexual drive and 
loss of appetite, which had led to a weight loss of 10 lbs. since the start of 
her symptoms. She noticed a diurnal variation in the severity of her 
symptoms with a worsening in the afternoon and evening hours. In 
addition, she reported that in the previous six weeks and without any 
reason she started to worry about her work and the well-being of family 
members; she also became very restless, which further worsened her 
ability to concentrate and fall asleep. She also started to get recurrent 
headaches, described as holocephalic pressure-like pain. In the previous 
week, she started to experience passive suicidal ideation (“It would be 
OK with me if I did not wake-up in the morning”), and on one occasion 
two nights before her evaluation she contemplated taking an overdose of 
her ASMs. When asked what kept her from acting on her suicidal 
thoughts, she indicated that she could never kill herself because she had 
a family to take care of and indicated that she had a good source of 
support she could reach to in case of recurrence of active suicidal 
ideation.

On the day of her evaluation, she completed the Neurologic 
Depressive Disorders Inventory in Epilepsy Scale (NDDI-E) and the 
Generalized Anxiety Disorder-7 (GAD-7) which yielded total scores of 22 
[16] and 15 [17], respectively, suggestive of a MDE and GAD. She de
nied any previous personal psychiatric history other than the MDE she 
experienced during the trial with levetiracetam and occasional peri- 

menstrual symptoms of irritability and unexplained sadness lasting one 
to two days. She did indicate, however, that her mother was diagnosed 
with mixed depression and anxiety disorders and her maternal grand
father had committed suicide.

She underwent blood work that included complete hemogram, 
chemistry panel and thyroid function tests, which were reported to be 
normal. She was started on 50 mg /day of sertraline, and the dose which 
was increased by 50 mg on a weekly bases with the intention to target 
200 mg /day by the fourth week. In addition, given her GAD symptoms 
and the fact that selective serotonin reuptake inhibitors (SSRIs) can 
cause anxiety symptoms in the first two weeks, 1 mg / day of clonaze
pam was added for a period of 4 to 6 weeks with the plan to taper-it 
down and discontinue over 4 weeks. However, by the third week, she 
reported a significant improvement of her depression and anxiety 
symptoms, and she was kept on 150 mg /day of sertraline the clonaze
pam was tapered over three weeks. She became totally asymptomatic by 
the sixth week.

By eight weeks on sertraline, she started to complain of cramps in the 
legs. A repeat chemistry panel revealed that her serum sodium con
centration had dropped from 132 mEq/l to 127 mEq/l. She was 
instructed to start salt tablets of 1 g three times /day with food, limit her 
fluid ingestion and switch to liquids with electrolytes, which resulted in 
remission of the cramps; a repeat BMP revealed that her serum sodium 
concentrations increased to 133 mEq/L. Given that the hyponatremia 
was attributed to the addition of the sertraline and /or a pharmacody
namic interaction between oxcarbazepine and sertraline, (the serum 
sodium was in the low range before the start of sertraline) the oxcar
bazepine was switched to lamotrigine, which has antidepressant and 
mood stabilizing properties to a target dose of 200 mg /day [18]. On this 
regimen, she has remained seizure-free, euthymic and free of anxiety 
symptoms for six months, for which the sertraline was tapered down and 
discontinued, and she has had no recurrence of her MDE or AD also 
attributed to the lamotrigine monotherapy regimen.

3. Discussion

3.1. Diagnosis

This patient suffered from a typical MDE, which was associated with 
a GAD based on the diagnostic criteria listed in the Diagnostic and 
Statistical Manual of Mental Disorders – 5th Edition [2]. While she 
endorsed all the symptoms of a MDE, the diagnosis would have been 
established with five of the symptoms she reported in addition to a low 
mood and anhedonia for a period of at least two weeks. In addition, her 
symptoms met DSM-5 diagnostic criteria of GAD [2].

Today, neurologists can easily screen for MDE in PWE in outpatient 
clinics with the self-rating instrument NDDIE [16], a six-item scale that 
investigates the existence of pivotal symptoms for the prior two weeks, 
which are rated in a 4-point Likert scale. It takes patients two to three 
minutes to complete, and it can be given while the patient is waiting to 
be seen. A diagnosis of MDE can be suspected with a total score > 15 
with close to a 90 % sensitivity and specificity for MDE. This instrument 
has been validated in most languages and is the recommended screening 
instrument for MDE in PWE by the International league Against Epi
lepsy. Of note, lower cut-off scores have been reported to be associated 
with a possible diagnosis of MDE, such as in the Spanish version in which 
a score of > 13 could be used [19]. Accordingly, the interpretation of the 
significant cut-off score depends of the version used.

Other screening instruments have been used to identify patients with 
possible depressive episodes such as the Patient Health Questionnaire-9 
(PHQ-9), which is a self-rating instrument widely used in many practices 
[20]. It consists of nine items scored on a Likert scale from 0 (never) to 3 
(nearly every day). This scale generates a severity of the depression 
symptoms (none (0–4), mild (5–9), moderate (10–14), moderately se
vere (15–19) and severe (20–27).

Screening for GAD can be easily achieved with the GAD-7 self-rating 
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screening instrument, which is widely used in medical practices and has 
been validated in several languages [17]. It consists of seven items rated 
on a Lickert scale. A cut-off score > 10 suggests a diagnosis of GAD. 
Furthermore, the Epilepsy Anxiety Survey Instrument (EASI) is an in
strument recently developed to screen anxiety disorders in specifically 
in PWE [21]. It has a short version and is now available in several 
languages.

3.2. Differential diagnosis

A MDE can also be the expression of a bipolar disorder, when 
occurring in patients who have experienced hypomanic and /or manic 
episodes. Hypomanic symptoms have been reported in up to 12 % of 
PWE [22] and hypomanic episodes include symptoms of expansive or 
elated mood with /or without irritability and increased energy, racing 
thoughts and pressured speech, insomnia and excessive pleasurable 
activities lasting for 4 days [2]. A diagnosis of manic episodes must be 
considered when psychotic symptoms are identified including grandiose 
delusions and hallucinations, aggressive behavior that can disrupt 
significantly the patient’s activities and last at least seven days [2]. This 
diagnosis was ruled-out, as the patient denied any current and /or past 
symptoms suggestive of these episodes. Of note, a history of hypomanic 
and /or manic episodes must be investigated in any patient found to 
have a MDE because the treatment would require using a mood stabi
lizing drug to prevent their spontaneous recurrence or manic / hypo
manic episodes triggered by antidepressant medications [23] (see 
below). The diagnosis of bipolar disorders is often delayed in patients 
with MDEs, as patients fail to report hypomanic episodes. A possible 
diagnosis of bipolar disorder can be suspected if there is a family history 
of bipolar disorder and /or hypomanic / manic episodes were triggered 
by antidepressant drugs. While neurologists can initiate pharmaco
therapy of a MDE in PWE with suspected history of bipolar disorder, 
they must ensure that they are on an ASM with mood stabilizing prop
erties (e.g., carbamazepine, oxcarbazepine, lamotrigine, valproic acid) 
or on an atypical antipsychotic drug used in this type of mood disorder 
(e.g., aripiprazole) [24]. However, they cannot and should not treat this 
type of mood disorder beyond the start of pharmacotherapy and patients 
must be referred to psychiatrists.

In PWE, MDE can also occur in patients with other types of mood 
disorder, such as the Interictal Dysphoric Disorder, which has been re
ported in up to 30 % of depressed people with chronic epilepsy [25,26]. 
It represents an atypical mood disorder which is not included in the 
DSM-5 or ICD-10 classifications and has a pleomorphic presentation that 
include depression symptoms, brief euphoric moods, irritability, anxi
ety, paranoia, and a variety of somatoform symptoms (e.g., atypical 
pain). It has a chronic course with intermixed asymptomatic periods. 
Fortunately, this mood disorder responds to the same pharmacologic 
regimen used in MDE [26]. While it was originally associated only with 
PWE it has been recently identified in patients with migraines [27].

Finally, MDE can occasionally occur together and /or intermixed 
with a chronic mood disorder known as dysthymia, today referred as 
“Persistent Depressive Disorder”, which has a lower prevalence (3 %). It 
consists of “a chronically depressed mood for most of the day, for more 
days than not, for at least 2 years with at least two of the following 10 
symptoms: changes in appetite, sleep disturbance, fatigue, low self- 
esteem, poor concentration, difficulty making decisions or feelings of 
hopelessness” [2]. Patients are diagnosed with “double depression” 
when MDE occur in the presence of Persistent Depressive Disorder. The 
pharmacologic treatment for this type of mood disorder is the same for 
MDE, but pharmacotherapy may require a longer duration.

The GAD can often be associated with other types of AD, including 
panic attacks with and without agoraphobia and social phobia. None of 
these were identified in our patient.

Patients with chronic, pharmaco-resistant epilepsy and a history of 
MDE and /or ADs can also experience postictal depression and anxiety 
symptoms (including suicidality). These symptoms typically occur 

within a few hours to up to three days from the time of the seizure. In one 
case series of 100 such patients, 43 reported postictal depression 
symptoms, 13 of whom also endorsed suicidal ideation, and 45 anxiety 
symptoms with a median duration ranging from 6 to 24 h. These 
symptoms occurred after > 50 % of seizures in the previous three 
months [20]. These symptoms may occur even if the interictal MDE or 
AD are in remission and may not respond to psychotropic medications 
with antidepressant drugs. In such cases, cognitive behavior therapy is 
very effective in teaching patients how to cope with these symptoms 
[28].

3.3. Latrogenic factors

In this patient, the first MDE was an iatrogenic event, caused by the 
administration of levetiracetam that remitted upon its discontinuation. 
This case illustrates the following pivotal concepts that neurologists 
must always consider about iatrogenic MDE in PWE: − The patient had a 
family psychiatric history in first degree relatives which is a risk factor 
for iatrogenic MDE (and other psychiatric symptoms) when started on 
ASMs that can cause psychiatric symptoms such as levetiracetam, 
phenobarbital, topiramate, zonisamide and perampanel [29–32]. 
Accordingly, these ASMs should not be considered as an initial choice 
without having investigated the patients’ personal and family psychi
atric history. Of note, such history can also herald the potential devel
opment of spontaneous MDEs and may also explain the patient’s 
perimenstrual dysphoric episodes.

In patients with personal and family psychiatric histories, iatrogenic 
psychiatric adverse events can also be triggered by the discontinuation 
of ASMs with mood stabilizing (carbamazepine, oxcarbazepine, lamo
trigine, valproic acid), antidepressant (lamotrigine) and anxiolytic 
(gabapentin, pregabalin, benzodiazepines) properties, by unmasking a 
mood and /or anxiety disorder that may have been kept in remission by 
these drugs [33]. Of note, the patient did not experience an AD when she 
was treated with levetiracetam, even though she had a family history 
and developed a GAD later.

3.4. Common comorbid psychiatric disorders

This case clearly illustrates the co-occurrence of MDE with anxiety 
disorders, which in our patient consisted of GAD. However, as already 
stated, panic disorder, agoraphobia and anticipatory anxiety of seizures 
are relatively frequent in PWE and need to be identified, as their treat
ment must be incorporated with that of the MDE [1,3,7,33]. This topic is 
reviewed in detail in the articles devoted to the treatment of anxiety 
disorders in this issue.

3.5. Suicidality

The patient experienced passive suicidal ideation as part of her MDE, 
and a few weeks after the onset of the GAD. It evolved into active sui
cidal ideation, that included a short-lived suicidal plan but never 
evolved to suicidal behavior (e.g., attempt). Suicidality is clearly the 
most serious symptom as it can lead to a completed suicide and neu
rologists need to be able to assess the risk for suicide attempts in any 
patient with suicidal ideation. In fact, screening for suicidal ideation and 
behavior must be carried out in every PWE as they have a 2-fold 
increased risk of suicide even in the absence of comorbid identified 
psychiatric comorbidity [4]. As indicated above, this risk goes up by 32 
and 12- fold in the presence of a MDE and AD, respectively [5]. In 
addition, our patient suicidal ideation illustrates how AD can worsen the 
risk of suicidality associated with MDE. Screening for suicidality can 
(and should) be carried-out at every visit with the following self-report 
screening instruments: Item 4 of the NDDIE (‘I would be better off 
dead’), which has an excellent discrimination and specificity [16,33]. 
Item 9 of the Beck Depression Inventory-II is another option, which 
distinguishes between passive and active suicidal ideation [34] or item 9 
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of the PHQ-9 [20]. Of note, a prior suicide attempt is a risk factor for 
future suicide attempts and should be always investigated. Asking pa
tients with suicidal ideation “what is keeping you from acting on your 
suicidal thoughts?” can allow the neurologist to understand their frame 
of mind and estimate the risk for an imminent attempt. For example, our 
patient’s explanation that having a family she needs to care for would 
keep her from attempting to take an overdose suggests a lower risk. 
Finally, in addition to MDE and ADs, screening for the other common 
psychiatric comorbidities associated with suicidality and epilepsy is 
necessary (e.g., drug and alcohol abuse) and psychosocial precipitating 
events (see below) [4].

An iatrogenic cause of suicidality by ASMs has been the source of 
great concern among clinicians since the Food and Drug Administration 
(FDA) required that the package inserts include a black box warning of 
an increased risk of suicidal ideation and behavior associated with these 
drugs [35]. Yet, the FDA’s data on which these warnings were based had 
serious methodologic problems that raised serious questions about their 
validity [36]. Yet, as in the case of iatrogenic risk of a MDE and AD, the 
ASMs with negative psychotropic properties can cause suicidal ideation 
and behavior, particularly in people with a prior and /or family psy
chiatric history. In such cases, the prescription of these ASMs should be 
carried out with great caution, and individuals and family members 
should be educated on these potential iatrogenic adverse events.

As in the case of MDE and AD, suicidality and epilepsy also have a 
bidirectional relation whereby patients with epilepsy have an increased 
risk of developing suicidality and vice-versa, which can also be 
explained by common pathogenic mechanisms [37].

4. Treatment of MDE in epilepsy

4.1. Pharmacological treatment of MDE in epilepsy

In PWE, the first step in the treatment of MDE is to rule-out an iat
rogenic cause, which requires a change of the ASM. The pharmacologic 
treatment of MDE with and without concurrent AD follows the same 
strategies applied in the treatment of primary MDE, as there are no large 
multicenter randomized controlled trials [38]. Yet, there is evidence 
that MDE in PWE has a better response to pharmacotherapy and 
cognitive behavior therapy (CBT) than primary MDE. This was shown in 
a randomized controlled study that compared the safety and efficacy of 
sertraline vs. CBT in 140 PWE suffering from MDE; both treatments 
yielded a symptoms remission in nearly 60 % of patients [39]. In 
contrast, symptom remission in primary MDE is typically achieved in 
about a third of people after the first trial [40]. Other authors have re
ported similar findings in open trials with TCAs and SSRIs [26,41]. This 
is an important concept as the achievement of total symptom remission 
is the aim of the treatment of any MDE and AD, lest their recurrence is 
likely to occur [16]. In 2021, the Task Force of the International League 
Against Epilepsy (ILAE) Commission on Psychiatry, the ILAE Executive 
and the International Bureau for Epilepsy (IBE) recommended the use of 
SSRIs as a first-line pharmacotherapy [42]. Persistence of symptoms 
should lead to a trial with a serotonin-norepinephrine reuptake inhibitor 
(SNRI). Of note, these drugs yield a therapeutic effect in common AD 
and hence both conditions when present can be treated with the same 
psychotropic drug. Persistent symptoms of depression following trials at 
optimal doses of an SSRI and SNRI suggest that the patient is suffering 
from a treatment-resistant depression and should be referred to a psy
chiatrist for treatment. Antidepressant treatment should be maintained 
for at least six months following remission from a first depressive 
episode. Still, it should be prolonged to nine months in people with a 
history of previous episodes. It should continue even longer in severe 
depression or cases of residual symptomatology until such symptoms 
have subsided. Citalopram, escitalopram and sertraline are the SSRIs of 
choice in PWE, while venlafaxine is the option for an SNRI [43]. None of 
these drugs have an impact on the metabolism of ASMs, while pheno
barbital and phenytoin can increase the metabolism of the three SSRIs 

and may require a dose adjustment. Their initial and maximal dose and 
titration rates are summarized in the table below (Table 1).

4.2. Pharmacological treatment of concurrent AD and MDE in epilepsy

The psychotropic drugs used in the pharmacologic treatment of ADs 
include the antidepressant drugs of the SSRIs and SNRI and when these 
are not available, certain TCAs can be prescribed. [38,43] Nonetheless, 
since antidepressant drugs can be anxiogenic during the initial two to 
four weeks, it is recommended to treat the patient with a benzodiazepine 
(clonazepam 0.5 mg – 1 mg HS) for the first four to six weeks and then 
taper down and discontinue. The benzodiazepine will yield a thera
peutic effect on the anxiety symptoms.

4.3. Adverse events resulting from concomitant use of ASMs and 
commonly used psychotropic drugs

Hyponatremia caused by SSRIs and SNRIs go often unrecognized by 
non-psychiatrists. This iatrogenic effect is more likely to occur when 
these drugs are prescribed in PWE taking carbamazepine, oxcarbazepine 
and eslicarbazepine, which are also known to cause hyponatremia [44]. 
A potential pharmacodynamic interaction and /or additive effect should 
be anticipated for which basic metabolic panels should be obtained on a 
regular basis. In addition, SSRIs can enhance the risk of osteopenia / 
osteoporosis caused by ASMs with enzyme-inducing properties [45]. 
Lastly, sexual adverse events are reported in 20 % to 30 % of people 
taking SSRIs and SNRIs and can worsen the libido and sexual dysfunc
tion associated with epilepsy and some ASMs [38,43]. There is no evi
dence that SSRIs or SNRIs have proconvulsant properties as 
demonstrated in a study that compared the incidence of seizures be
tween subjects randomized to placebo and these antidepressant drugs in 
people with primary mood and anxiety disorders who participated in 
multicenter randomized double-blind-placebo controlled trials of SSRIs, 
SNRIs, Tricyclic antidepressants (TCAs) [46]. The authors found that the 
occurrence of seizures was significantly less frequent among individuals 
randomized to these antidepressants than to placebo. Clomipramine was 
the only TCA associated with a higher incidence of seizures than pla
cebo. In fact, potential anticonvulsant effects of SSRIs, SNRIs and TCAs 
have been suggested in animal models of epilepsy and open trials in PWE 
[15]. Still, this effect has yet to be established in double-blind placebo- 
controlled trials in epilepsy.

4.4. Psychotherapy

In a recent report, the ILAE Task Force on the medical treatment of 
depression in PWE suggested the consideration of psychotherpies as the 
first line treatment of AD as well as for mild to moderate depression in 
the general population [42]. Today, CBT is the most frequently recom
mended type of therapy and has been found to be effective for the 
treatment of MDE as weel. For example, as shown in the study by Gilliam 
et al., cited above [39] CBT was as effective (close to 60 %) in achieving 
remission of MDE as sertraline. Other studies have confirmed the effi
cacy of CBT [47,48]. It consists of 16 to 20 weekly sessions administered 
by health care professionals, specifically in this technique. Finally, 
psychotherapy should also be considered together with psycho
pharmacotherapy in patients with a chronic mood disorder with or 
without anxiety, as the two treatment modalities complement each 
other.

5. Suicidality: what is the role of the neurologist?

5.1. What neurologists should consider

Immediate attention must be paid to PWE with suicidality symptoms 
as 30 % may implement a plan [49]. In contrast to MDE, neurologists 
cannot be expected to treat PWE with suicidal ideation and /or behavior 
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and a referral to mental health professionals should be started at the 
time of the recognition of suicidality symptoms. Precipitating factors for 
suicidality symptoms should be investigated including the development 
of any new or exacerbations of psychiatric comorbidities, or having 
suffered recent loss (e.g, employment, family member, partner, etc.) or 
exposure to or persistence of an abusive relationship. As indicated 
above, understanding what has kept the patient from acting on the 
suicidal ideation can assist the neurologist in establishing the risk for 
suicide attempts. Immediate psychiatry referral is required for patients 
with active suicidal ideation, and referral to a psychiatric emergency 
room for hospital admission should be recommended for patients with a 
plan or who have exhibited suicide behavior and those with recent 
suicide attempts or high-risk activity [4]. As illustrated in our patient, 
the comorbid occurrence of an AD is likely to worsen the risk of suici
dality, and its treatment needs to be part of the comprehensive 
management.

In PWE and a history of suicidality, treating the seizure disorder with 
ASMs with mood stabilizing properties and avoiding those with negative 
psychotropic effects is of the essence. In addition, pharmacologic 
treatments can be initiated by the neurologist targeting a comorbid MDE 
with or without ADs with the use of SSRIs or SNRIs and a short course of 
a benzodiazepine as indicated above. Neurologists, however, should not 
manage patients with suicidality and bipolar disorders or comorbid 
interictal psychotic disorder.

Suicidal ideation and behavior can occur as part of a post-ictal psy
chotic episode, for which neurologists may be called to start pharma
cotherapy. This topic is reviewed in the article by Fischl and Perucca in 
this issue.

6. Conclusions

In an ideal world, people with epilepsy with psychiatric comorbidity 
should be referred to a mental health professional who would undertake 
the optimum care tailored to their individual psychiatric history and 
work with the neurologist to ensure a comprehensive treatment. Un
fortunately, access to psychiatric care is often limited, and it frequently 
falls upon the neurologist to provide pharmacotherapy for their MDE 
with or without ADs, which often may be present at the time of the 
initial evaluation of the seizure disorder. Given the relatively high 
prevalence of MDE in PWE, patients need to be screened for this type of 
mood disorder at every visit with the NDDI-E, which also screen for 
suicidal ideation and with the GAD-7 which screens for GAD. The early 
recognition of a mood disorder has a direct bearing on the selection of 
the ASMs and a timely treatment can prevent the negative impact on the 
management of the seizure disorder and facilitate the remission of 
psychiatric symptomatology. Neurologists can be expected to treat MDE, 
dysthymia and their comorbid anxiety disorders. They are not expected 
to manage bipolar disorders, people with suicidal ideation and behavior 
and MDEs with psychotic features.
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