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Opinion statement

Dementia, especially Alzheimer’s disease, is an important cause of seizures and epilepsy
midst the elderly. With the increasing life span, the incidence of dementia and epilepsy is
expected to increase exponentially. Care of patients with advanced dementia can be
demanding and seizures add to this burden. Though recognition of seizures in these
patients can be difficult, seizures in these patients tend to be highly responsive to
pharmacological therapy. However, choosing the right antiepileptic drug can be a chal-
lenge and complicated by altered kinetics and polypharmacy. While ongoing seizures can
worsen the cognitive status in these patients, antiepileptic drugs could also add to the
cognitive burden. The newer generation drugs show promise in terms of their side effect
profile without compromising on the efficacy.

Introduction

Dementia is an acquired disorder characterized by a
chronic decline in cognition in one or more cognitive
domains. About 3–6 % of patients over 60 years of age
develop dementia [1–3]. The incidence increases with
age, and after 60 years of age, there is a doubling of
prevalence with every 5 years of increase in age [4–6].
Based on presumed etiology and mechanism, dementia
has been broadly classified into two main categories:
primary (degenerative) and secondary (symptomatic)
type [7]. Selective neuronal loss occurring in functional-
ly connected areas is the mechanism behind primary

degenerative dementias. Typical examples of this in-
clude Alzheimer’s dementia (AD) and Lewy body de-
mentia (LBD). Secondary dementias occur with condi-
tions like direct tissue damage, raised intracranial pres-
sure or as a consequence of dysfunction from endocrine,
toxic, or metabolic conditions. A classification of de-
mentia based on etiology has been described in detail
by Emre et. al. [7]. Though the exact prevalence of spe-
cific subtypes of dementia is not very clear, the top three
types, namely AD, LD, and vascular dementia (VD),
likely compose the majority of all cases of dementia.



Incidence of epilepsy is bimodal with a second peak
happening in the elderly. Nearly 25 % of new onset sei-
zures happen in patients over 65 years of age [8]. Neuro-
degenerative conditions are an important etiologic factor
causing about 10 % of new onset seizures in the elderly
[9••, 10]. Of these, dementia, especially AD disease, has
been shown to be associated with an increased risk for
unprovoked seizures [9••]. In addition, following an ob-
vious precipitating event like stroke, patients with demen-
tia are more susceptible to developing seizures than con-
trols [11]. Moreover, seizures in these patients do not
appear to be merely an epiphenomenon but actually con-
tribute to worsening cognition [12]. A study that surveyed
institutionalized patients with AD found a worsening cog-
nitive status following the onset of seizures [13].Data from
animal studies has illuminated our understanding on how
epileptiform abnormalities and seizures may be involved
early in the pathogenesis of cognitive abnormalities and

could potentially be a disease-modifying target in the
management of these patients [14, 15].

Elderly with dementia have preexisting social
problems secondary to cognitive decline, such as loss
of independence. Seizures in this setting can further
worsen the quality of life and add to care giver
burden [8, 16]. In addition, the prolonged postictal
period seen in these patients would further compli-
cate care and increase risk for accidents and injuries
[8, 17]. In this review article, we will first discuss the
incidence of seizures in patients with dementia and
the proposed mechanisms behind this. We will then
discuss management of seizures in the elderly with
special attention to drug therapy. While we attempt
to discuss seizures in dementia as a group, readers
are cautioned to the fact that most of the literature is
from patients with AD and there is a real paucity of
data regarding seizures in other forms of dementia.

Incidence and seizure types in patients with dementia

Despite the increasing prevalence of dementia, few studies have actually
looked into the incidence of seizures among the various subtypes of
dementia. A recent study from the UK looked at the incidence of seizures
in patients aged over 65 years with a diagnosis of either AD or VD. Age-
matched patients without dementia were used as control in this study [18].
This study found an increased incidence of seizures in patients with both
AD and VD, 5.6/1000 person-years (PY) and 7.5/1000 PY respectively, as
opposed to 0.8/1000 PY in the control population. Sherzai et al. analyzed
data from the Nationwide Inpatient Sample between 1999 and 2008 and
found that patients with AD were three times more likely, while non-
alzheimer's dementia (NAD) patients were twice as likely to have seizures
when compared with controls (OR of 3.07 [95 % CI=2.98–3.16] and 2.20
[95 % CI=2.14–2.27]) [19•]. An earlier study which looked at the Roch-
ester residents aged 55 years and older also found that both AD and NAD
are associated with an increase in incidence of seizure [20]. Neither of the
above studies differentiate among the subtypes of NAD. Most of the other
data that we have stems forth from study of patients with AD, likely due to
its higher prevalence. Data on the incidence of seizures in other forms of
dementia is rather sparse [4]. Of note, most of the studies on patients with
AD have used NINCDS-ADRDA criteria, and only a few of their patients
had a pathological confirmation of the cause of dementia [9••]. Though
the criteria are sensitive, there is a likelihood of commixture of other types
of dementia.

Hesdorffer et al. showed that the diagnosis of dementia and AD is associated
with a sixfold increase in incidence of seizures [20]. Their finding was similar to
that of an earlier study by Romanelli et al. [21]. A prospective study that
followed patients with a diagnosis of AD for about 8 years showed the
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cumulative incidence of seizures to be about 7.75 % and a yearly unprovoked
seizure incidence of about 1 % [14]. However, a follow-up of this study that
looked at a larger cohort of patients found a lower than expected incidence of
1.5 %. However, in this study, a significant number of patients had events,
which were of uncertain etiology. These could potentially represent seizures,
and if these were included in the calculation, the incidence was as high as 13 %
[22]. Notwithstanding the above examples, literature is flooded with widely
differing incidence rates. Studies quote that 1–64% of patients with AD have at
least one unprovoked seizure [9••]. Many of the studies are small and the
others differ in characterization of dementia and seizures. In addition, selection
bias, inclusion of patients with other symptomatic causes for seizures, and lack
of control for medications taken by the patients are some other factors likely
contributing to the differences seen [9••].

Predictive factors for seizure occurrence in patients with dementia
Enquiry into factors predicting the occurrence of seizures again reveals signifi-
cant controversy. Earlier studies in this area saw a correlation between duration
of dementia with seizure incidence [4, 9••, 20, 23]. Recent study by Imfeld et al.
also showed a trend for longer duration of AD to be associated with seizure
incidence, though this finding was not statistically significant [18]. In contrast
to this, several of the recently published articles have found that younger
patients with dementia are more prone to developing seizures [19•, 22]. A
unifying explanation to the seeming inconsistency regarding age would be a
correlation between disease severity and seizure incidence [9••]. Along the
same lines of argument, patients with early onset dementia tend to have a swift
progression of the disease. Consistent with this hypothesis, Irizarry et al. found
on analysis of clinical trials data that patients with greater cognitive impairment
had a higher incidence of seizures [24•]. However, there is data to dispute even
this hypothesis [14, 25]. In the study by Amatniek et al., African-American
ethnicity and epileptiform findings on electroencephalogram (EEG) were
found to be predictive of seizure incidence [14]. However, considering the small
sample size of this study, the findings of difference in incidence with race may
not be generalizable.

Seizure types in patients with dementia
Most of the earlier studies in patients with dementia have suggested that gener-
alized convulsive seizures are the most common type [12, 20, 21]. In the
prospective study by Scarmeas et al., six of the seven patients with definite
seizures had generalized convulsions. Besides these patients, 36 patients had
events that were of uncertain etiology. These potentially could have been complex
partial seizures (CPS)[22]. The study by Bernardi et al. also showed that CPS with
secondary generalization was the most common seizure type [26]. CPS in these
patients most commonly manifest as confusion spells (dyscognitive) with min-
imal motor manifestations and hence can be difficult to distinguish from be-
havioral changes and are highly likely to go unrecognized [8]. As a consequence
to the above, the reported incidence of CPS in these patients is likely a gross
underestimation accounting for the discrepancy in incidence between the studies.
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Pathophysiology

Though the higher incidence of seizures in dementia has been known for a
while, the mechanisms underlying this process have been merely specula-
tive. Structural changes, especially in the mesial temporal lobes, including
neuronal loss and gliosis may play an etiologic role in this process. In fact,
several observers have seen an increase in the incidence of hippocampal
sclerosis in the elderly people with dementia [27, 28]. Data from animal
studies shows that accumulating amyloid beta protein (Abeta) can in and
of itself elicit epileptiform abnormalities even in the absence of neurode-
generation [25]. Abeta has been shown to alter neuronal membrane
properties and make pyramidal cells hyperexcitable [29]. Moreover, EEG
monitoring of mice that have overexpression of Abeta has epileptiform
abnormalities and unprovoked seizures. Along the lines of this finding, in
the study by Scarmeas et al., all the dementia patients who developed
seizures during the course of the study, at autopsy, showed Alzheimer’s
type pathology with no evidence for hippocampal sclerosis. There is an
increased incidence of seizures in familial forms of AD, and patients with
Down’s syndrome have an increase in prevalence of seizures with age [9••,
14, 30]. These conditions are associated with either an increase in Abeta or
increased aggregation of Abeta, suggesting a causative role of this in
seizures [25].

Apolipoprotein E (Apo(E)) is a known risk factor for dementia of
Alzheimer’s type. This lipoprotein has also been shown to increase neuronal
membrane excitability [25]. Patients with Apo(E) appear to have a greater
incidence of epileptiform abnormalities [31], and temporal lobe epilepsy (TLE)
patients with apo(E) positivity have been shown to have worse seizures and
memory impairment.

New data from animal experiments also proposes a more central role for
seizures and epileptiform activity in the pathogenesis of cognitive dysfunction.
In the mice model of AD, a host of inhibitory responses occurs in response to
the high levels of epileptiform abnormalities, such as sprouting of inhibitory
terminals and synaptic protein changes [25]. In turn, these changes were shown
to lead to cognitive decline in thesemice [32]. Further, knocking out tau in these
animals, which blocks the excitatory effects of Abeta, revokes the changes seen
above including the cognitive decline [33]. This illustrates that seizures in AD
may actually be involved early in the disease process and contributes to the
pathogenesis of cognitive abnormalities. A corollary that follows this assump-
tion is that control of the hyperexcitability in this population could at least slow
down the cognitive decline in these patients. This hypothesis will need further
testing in the human population.

Treatment

Seizures in the elderly can present just as a confusion spell. Unlike the younger
population, the motor manifestations are usually lacking, and the confusion
tends to be protracted with a waxing andwaning quality [34, 35]. These features
tend to make the diagnosis difficult, requiring a high index of suspicion. While
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the basic principles of seizure management in the elderly are similar to the rest
of the population, significant differences do exist. The most important initial
step inmanagement is to rule out acute symptomatic seizures (seizures due to a
recent acute cause) and other etiologies that tend to resemble seizures such as
syncope, arrhythmias, metabolic disturbances, transient ischemic attack (TIA),
transient global amnesia (TGA), and psychogenic disorders. This requires a
careful history of the event, comorbidities, andmedication use and could prove
to bemuchmore challenging in the elderly than in the young [8]. History taking
in these patients could be rather demanding secondary to memory deficits of
the patient. The fact that many of these patients are institutionalized and have
limited social interactions further decreases the probability of finding a witness
[34]. Additional recommended investigations would include obtaining an EEG,
lab work to rule out toxic and metabolic etiologies, and imaging studies,
preferably a magnetic resonance imaging (MRI). Evaluation of the need for
treatment should follow this. Only patients with a second seizure or who have a
high risk for recurrent seizures should be treated. As mentioned previously, the
tangible predictive factors for seizure recurrence in this population are still a
matter of debate. However, studies point to the severity of dementia and the
presence of epileptiform abnormalities on EEG to be moderately predictive of
seizure recurrence [14, 15, 22]. In addition to the above recommendations, an
empiric treatment may be warranted at times despite negative investigations, if
the index of suspicion is rather high. It would be prudent to choose an
antiepileptic drug with minimal cognitive effects in this scenario.

EEG findings in dementia
EEG is commonly obtained following a seizure both in the outpatient and in-
hospital settings. Most of the EEG findings in dementia are nonspecific and
primarily serve to rule out other causes for the decrease in cognition. In fact,
EEG tends to be normal in the earlier stages of AD, and the ability of EEG to
differentiate between the different subsets of dementia is also rather limited
[36]. AD in moderate stages is associated with a slowing down of the posterior
dominant rhythm and an increase in theta during wakefulness [36]. There is
worsening of the slowing with advancing dementia. Triphasic looking waves
with posterior predominance has been reported in advanced stages of dementia
[36, 37]. Epileptiform abnormalities are usually sparse in this population of
patients even if they continue to have seizures [22]. Prolonged video EEG or
ambulatory EEGs can significantly increase the yield of capturing epileptiform
abnormalities but remains an underused investigation [38].

Pharmacokinetic changes with aging
One of the major factors to take in to account while choosing an antiepileptic
drug (AED) is the pharmacokinetic changes that happen with aging. Almost
every aspect of drug physiology, namely absorption, distribution, metabolism,
and excretion changes with age. Some AEDs like phenytoin are highly suscep-
tible to these effects, and its levels in the elderly can fluctuate asmuch as tenfold
[39, 40]. Reduced gastric motility and blood flow coupled with low gastric acid
production can vary the absorption of acidic and alkaline drugs [34]. The
absorption of highly water-insoluble drugs like phenytoin or carbamazepine
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can be dependent on the hydration status of the patient, with poor hydration
contributing to decreases in absorption. The normal aging process is usually
associated with a decrease in total protein, albumin, and altered protein bind-
ing [4]. The protein binding of the drugs can be further altered in the presence of
hepatic and renal disease. A decrease in the lean body mass and increase in fat
stores also tends to change the volume of distribution of the AEDs, especially
the fat soluble ones. The highly lipophilic drugs like barbiturates and benzo-
diazepines, as a result, tend to get concentrated in the fat stores and have a
prolonged duration of action. Hepatic mass, blood flow, and drug metabolism
appear to decrease by about 10 %, every decade after 40 years. The oxidative
reactions catalyzed by the cytochrome P450 (CYP 450) enzyme system appear
to be particularly affected. Metabolism of drugs, those that are heavily depen-
dent on this mechanism such as phenytoin, phenobarbital, valproic acid,
carbamazepine, oxcarbazepine, lamotrigine, benzodiazepines, and tiagabine,
could potentially be delayed, especially in the presence of hepatic disease [4]. A
similar decrease in renal clearance of drugs has also been reported secondary to
the decrease in glomerular filtration rate (GFR) with age. Drugs that primarily
depend on renal function for excretion are gabapentin, levetiracetam, and
topiramate [38]. In general, it would bewise to titrate drugs slowly in the elderly
with close monitoring of levels and side effects.

Antiepileptic drug therapy
The present-day offers a wide array of AEDs to choose from. Very few
studies have compared head to head the tolerability and efficacy of the
newer to older generation AEDs in the elderly population. There is very
little data that is dementia specific. A VA cooperative study randomized
patients 60 years and older with new onset seizures to gabapentin,
lamotrigine, or carbamazepine [41]. At the end of 1 year, patients on
lamotrigine showed best retention, while those on carbamazepine showed
the worst. Patients in this study dropped out primarily secondary to
intolerance than differences in efficacy between the drugs. An earlier study
by Brodie et al. showed a similar finding with patients on carbamazepine
having a higher dropout rate than lamotrigine [42].

Data on the actual efficacy of antiepileptic drugs is scant. However, the
available data appears to show that seizures in this population are likely to be
easily controlled [1, 9••, 43]. A retrospective review of patients with neurode-
generative diseases showed that their response to AEDs is actually better than
that seen in the general population [1]. Another small study looked at the
response to levetiracetammonotherapy in patients with new-onset seizures and
AD. 72 % of these patients were seizure free at the end of 1 year [43]. However,
long-term data on prognosis is not available. Available data appears to show
that the newer generation AEDs are equally as effective as the older generation
drugs, if not better. In the VA cooperative study, there were no statistically
significant differences in the efficacy between the AEDs [41]. Even in the study
by Brodie et al. quoted above, lamotrigine appeared to show a greater efficacy in
terms of seizure control at 16 weeks [42]. It is conceivable then that side effect
profile of medications and drug-drug interactions would have a more signifi-
cant role to play in drug selection.
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A possibility that still remains underexplored is the appropriate antiepi-
leptic drug which can potentially have beneficial effects in patients with
dementia. The older generation drug valproic acid has been known to have
some mood stabilizing effect in addition to the antiepileptic properties. In
addition, studies have quoted some theoretical advantages to the use of this
drug in patients with AD based on properties such as histone deacetylase
inhibition. However, the drug also has a theoretical concern of worsening AD
by influencing insulin sensitivity [44]. Moreover, a small study that looked at
its efficacy in controlling aggression and agitation in AD did not find it
effective [45]. The concern for worsening of disease and the poor tolerability
does not make it a drug of choice in treating elderly patients [44]. Levetirac-
etam has already been shown to be better tolerated and efficacious in man-
agement of seizures in patients with AD [43]. A recent paper has shown that
lacosamide, through effects on collapsin-response mediator protein (CRMP)
can potentially decrease axonal sprouting following traumatic brain injury in
rats [46]. This process could theoretically decrease epileptogenesis, and in
lieu of the theory that inhibitory axonal sprouting may account for the
cognitive problems seen, this drug may help modify the disease process in
AD [47]. The clinical implication of this is yet to be seen. Another small study
showed that treatment of AD patient with lamotrigine leads to improvement
in cognition and mood. The authors propose that this is likely due to the
antiglutamatergic effect of this drug [48].

Adverse effects of antiepileptic drugs
As detailed above, the adverse effects of the AEDs are likely to play a primary
role in drug selection. The adverse effects of the antiepileptic drugs commonly
used in the elderly are listed in Table 1. Saving some common side effects and
idiosyncratic reactions, most of the long-term consequences appear to stem
forth from the hepatic enzyme induction property of the older and some newer
generation antiepileptic drugs [49••]. These adverse effects commonlymanifest
as bone problems, drug-drug interactions, and increase in markers of cardio-
vascular risk. Elderly patients with dementia may be especially susceptible to
these effects owing to their lifestyle and polypharmacy. These will be discussed
in detail below.

Antipsychotics and antidepressants are commonly used in patients with
dementia. Most of the commonly used medications in the above class of
drugs are metabolized by the Cytochrome P 450 (CYP) enzyme system. Several
studies have now shown that the serum concentration of these drugs can be
markedly lowered by the enzyme-inducing AEDs, sometimes as much as 60 %
[49••, 50]. Conversely, when such an inducing AED is withdrawn, it can lead to
toxicity from the antipsychotics or antidepressants. Significant cognitive effects
can result from changes in the blood level of these medications, especially in
elderly with dementia. In addition, most of the cancer chemotherapeutic agents
also suffer the same fate of increased metabolism describe above. This is also
important to take into consideration, as the elderly have an increased incidence
of brain tumors [51, 52]. Addition of a new medication in the elderly on
enzyme-inducing agents or changes in dosage should take the above interac-
tions in to consideration.

Curr Treat Options Neurol (2015) 17: 16 Page 7 of 13 16



Patients with epilepsy are at a higher risk for fractures [49••, 53, 54]. This is
especially true when patients are on enzyme-inducing antiepileptic drugs as
suggested by a reduced bone mineral density (BMD) in these patients [55].
Despite some controversy in the literature regarding the mechanism behind
this, augmented metabolism of vitamin D and the resulting

Table 1. Pharmacokinetic concerns and other adverse effects of AEDs

Drug Major route of
elimination

Pharmacokinetic
concerns

Adverse effects

Older medications
Phenytoin Hepatic High protein binding

Nonlinear kinetics
Hepatic enzyme inducer
Water insoluble

Rash, ataxia, diplopia, hirsutism, gingival
hyperplasia, hepatotoxicity, peripheral
neuropathy, blood dyscrasias

Carbamazepine Hepatic High protein binding
Hepatic enzyme inducer
Water insoluble

Tremor, ataxia, rash, blurred vision,
Stevens Johnson syndrome (SJS),
hyponatremia, arrhythmias, blood
dyscrasias

Valproate Hepatic High protein binding
Hepatic enzyme
inhibitor

Hepatic failure, weight gain, tremor,
hyperammonemia, encephalopathy,
GI disturbances, thrombocytopenia,
parkinsonism

Phenobarbital Hepatic High protein binding
Hepatic enzyme inducer

Cognitive dysfunction, sedation, depression,
ataxia, nystagmus

Newer medications
Oxcarbazepine Hepatic Partial inducer Hyponatremia (more than carbamazepine)

ataxia, confusion, tremor
Topiramate Renal/hepatic Partial inducer

May decrease clearance
of memantine

Dizziness, confusion, nephrolithiasis,
weight loss, glaucoma, paresthesias,
cognitive dysfunction, hyperthermia

Gabapentin Renal – Weight gain, peripheral edema, somnolence
Lamotrigine Hepatic Metabolism

significantly
inhibited by
valproate

Rash, SJS, tics, insomnia, confusion, headache

Levetiracetam Renal/hepatic – Tremor, somnolence, agitation, psychosis,
insomnia

Zonisamide Hepatic May decrease
clearance of
memantine

Somnolence, dizziness, weight loss,
nephrolithiasis

Lacosamide Renal – Dizziness, diplopia
Tiagabine Hepatic – Rash, dizziness, somnolence
Eslicarbazepine Hepatic/renal Partial inducer

May decrease levels of
statins and warfarin

Dizziness, diplopia, somnolence, nausea

Perampanel Hepatic Weak inducer Serious psychiatric effects like aggression,
psychosis and irritability, dizziness,
somnolence
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hyperparathyroidism and speedy bone turnover is believed to be the contrivance
behind the bone pathology [53]. Elderly with dementia are likely to have limited
sun exposure and exercise which makes them highly vulnerable to bone prob-
lems. Enzyme induction with the older generation AEDs would greatly add to this
preexisting burden. This coupled with instability and dizziness that is a common
adverse effect of several AEDs significantly increases their fracture risk. Another
consequence of enzyme induction is the effect on markers of cardiovascular risk.
Patients on enzyme-inducing AEDs are at increased risk for having high serum
cholesterol, low-density lipoprotein (LDL), and triglycerides. Other markers of
cardiovascular risk such as lipoprotein(a), homocysteine, and C-reactive protein
(CRP) have also been shown to be similarly increased in patients on enzyme
inducers [49••, 56]. These effects gain special importance in the elderly who are
already at an increased risk for cardiovascular disease because of their age.

When considering the side effects, the cognitive effects of certain AEDs
deserve a special mention [4]. Though, with common use, most of these
medications are usually well-tolerated with mild cognitive effects, elderly with
dementia tend to be more susceptible to these effects [4, 57]. The older gener-
ation AEDs like phenytoin, valproic acid, carbamazepine, and phenobarbital
appear to have more cognitive effects than the new-generation agents. Of the
newer generation drugs, topiramate has been shown to affect verbal memory,
cognitive speed, and attention [4]. In general, newer generation non-enzyme-
inducing medications would be a judicious first choice, especially since there
appears to be no significant differences in efficacy.

Medications used in dementia that can potentially worsen seizures
Treatment of dementia and related comorbidities can potentially induce or
worsen seizures. Though this remains a theoretical concern, very few studies have
actually looked into this probability. Cholinergic agonists have been known to
induce seizures in animal models [9••, 58]. Some case reports, drug registry data,
and at least one small pilot study done on patients with epilepsy expressed this
concern [58]. However, a randomized double-blinded study to evaluate im-
provement inmemory in patientswith epilepsy did not find an increase in seizure
frequency with the use of donepezil [59]. However, the brain of patients with
dementia may react differently to these medications. Memantine is a N-methyl-
D-aspartate (NMDA) receptor antagonist used in the treatment of mild to mod-
erate AD. Some case reports exist which show an increase in incidence of seizures
when patients are treated with memantine [60]. A review of patient data from
various clinical trials showed an association between seizures andmemantine use
in univariate analysis [24•]. In contrast, there is animal data to suggest that
memantine can have antiepileptic properties [9••, 61, 62]. A recent study that
aimed to identify the incidence of seizures among patients with dementia aged
65 years and older did not find any difference in seizure incidence with treatment
with either acetylcholinesterase inhibitors (AChEI) or memantine [18]. Clearly,
larger studies are needed to further evaluate the above concerns.

Antidepressants and antipsychotics are other medications that are used
commonly in patients with dementia, especially at advanced stages. The data
for most of the newer generation antidepressants and antipsychotics in thera-
peutic doses appears to be safe from a seizure perspective with only a marginal
increase in the risk of seizure incidence over general population [63]. An
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exception among the newer generation antidepressants to this general rule is
bupropion [64, 65]. Of the older generation antidepressants, maprotiline,
amoxapine, and clomipramine also appear to be associated with a higher risk
for seizure occurrence. Amongst the antipsychotics, chlorpromazine and clo-
zapine appear to be most seizurogenic. In the pooled analysis of dementia
patients from various clinical trials described above, patients on antipsychotics
had a higher incidence of seizures [24•]. The study however did not look at
medication-specific incidences. Notwithstanding the above general principles,
elderly patients with dementia could be more susceptible to the adverse effects
from these medications, which should promote a gradual and slow up titration
of these medications [66].

Summary

Patients with dementia are at an increased risk for seizures. Recognition and
treatment of seizures in this population are important and likely could improve
their cognitive status. For the most part, seizures in these patients appear to be
easy to control, and the choice of antiepileptic drugwould be heavily influenced
by their side effect profile and drug-drug interactions. The field is unfortunately
beset by a paucity of studies. The need for more studies in this field cannot be
overemphasized especially with the predicted increase in the incidence of
dementia. Studies are specifically needed to identify the incidence of seizures
among the various subtypes of dementia, appropriate drug therapy, and the
potential for other therapies to induce seizures.
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