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Summary: Antiepileptic drugs (AEDs) are commonly utilized
for nonepileptic conditions, including various psychiatric dis-
orders and pain syndromes. Evidence for their benefit in these
nonepileptic conditions varies widely among different drugs,
but there is, in general, a paucity of published multicenter
randomized double-blind trials. Variable levels of evidence
suggest that lamotrigine and the vagal nerve stimulator have
antidepressant properties. Carbamazepine, valproate, lam-
otrigine, and oxcarbazepine appear to have mood stabilizing
properties while gabapentin, pregabalin, and tiagabine have
anxiolytic benefits. Barbiturates, topiramate, and possibly phe-
nytoin may precipitate or exacerbate depression. Underlying

depression and anxiety symptoms may be exacerbated by le-
vetiracetam, while psychotic symptoms have rarely been re-
ported with topiramate, levetiracetam, and zonisamide. Pre-
gabalin, gabapentin, carbamazepine, and oxcarbazepine have
been used to treat neuropathic pain such as postherpetic neu-
ralgia, and diabetic polyneuropathy. Topiramate and divalproex
sodium have utility in the prophylaxis or acute treatment of
migraine. Further rigorous studies are needed to clarify the
utility of AEDs in nonepileptic conditions. Key Words: Psy-
chotropic properties, antiepileptic drugs, depression, anxiety,
psychosis, pain, neuropathic pain, migraine.

INTRODUCTION

While a large number of antiepileptic drugs (AEDs)
have become available for the treatment of epilepsy,
many of these agents are now utilized for conditions
other than epilepsy. Two main categories of nonepileptic
use are psychiatric disorders and chronic pain. This re-
view highlights the evidence supporting utility of these
agents in these two important areas.

PSYCHIATRIC DISORDERS

Although carbamazepine, valproate, and, most re-
cently, lamotrigine1,2 are the only AEDS with a Food and
Drug Administration (FDA) indication for the treatment
of a psychiatric disorder, virtually every other new AED
has received claims of efficacy for some psychiatric
symptoms or disorders. This is due to the inadequacy of
current therapeutic options for psychiatric disorders,
which leads to the use of unproven treatments.3–5 For
example, lithium, the gold standard for treatment of bi-

polar disorder, proves to be ineffective or poorly toler-
ated by more than 50% of patients. The use of AEDs in
psychiatric disorders is also based on the belief that there
are shared biological mechanisms involved in epilepsy
and these disorders.
The role of assorted neurotransmitters in both antiepi-

leptic and psychotropic effects has become increasingly
documented and may explain the utility of AEDs for
psychiatric indications.6,7 The AEDs with established
psychotropic effects (for example, carbamazepine, val-
proate, and lamotrigine) have been found to cause an
increase in 5 hydroxytryptamine (5HT).8–10 The anticon-
vulsant protection of carbamazepine can be blocked with
5HT-depleting drugs in rats genetically prone to have
seizures.11 The anticonvulsant effect of the vagal nerve
stimulator (VNS) in the rat may be mediated by norad-
renergic and serotonergic mechanisms, as deletion of
noradrenergic and serotonergic neurons prevents or sig-
nificantly reduces the anticonvulsant effect of VNS
against electroshock or pentylenetetrazol-induced sei-
zures. One may speculate that the effect of VNS on the
locus coeruleus and raphe may be responsible for the
antidepressant effects of the drug as identified in hu-
mans.12–14
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Listed below, by drug, are some of the more common
psychiatric applications of AEDs.

Benzodiazepines
Benzodiazepines are sometimes used in psychiatry for

their anxiolytic properties. They may cause a paradoxical
disinhibition syndrome characterized by agitation, ag-
gressiveness, irritability, and hyperactivity.15 Special
care should be taken to avoid abrupt withdrawal, because
severe seizure exacerbation and mental status changes,
including even psychosis, may occur.16

Valproate
Valproate is FDA-approved for the treatment of acute

mania and mixed states. Up to 75% of patients with acute
mania respond to valproate. It is also clearly effective as
a maintenance treatment, but the pivotal clinical trial for
this indication failed, mainly because of misjudgments in
its design. The combination of divalproex with the high-
potency dopamine receptor antagonist haloperidol has
been linked to the development of encephalopathy. It is
not clear if the same risk exists in combination with the
newer antipsychotic agents.
Bowden et al.17 in a 12-month, randomized controlled

trial, found median time free of episodes to be 40 weeks
for divalproex, 24 weeks for lithium, and 28 weeks for
placebo. Uncontrolled studies also suggest that valproate
is effective for maintenance treatment of pediatric bipo-
lar disorder,18 for the treatment of bipolar II depres-
sion,19 for agitation20 but not aggression21 associated
with dementia, and for impulsive aggression 22 Dival-
proex was similar to lithium compared with placebo in a
pediatric bipolar I and II trial.18 A significant reduction
in Hamilton Depression (HAM-D) scores were noted19

among 19 patients with bipolar II depression receiving
divalproex for 12 weeks.
Conflicting results have been noted in open-label and

controlled trials of divalproex as a treatment for agitation
and aggressive behavior associated with dementia.20,21

Open trials have suggested potential efficacy of valproic
acid in the treatment of panic disorder.23,24 In summary,
evidence supports mood stabilizing properties for val-
proate. Data are conflicting with regard to potential ben-
efits against aggressive behavior.

Phenytoin
Despite the use of phenytoin in epilepsy for many

decades, the potential utility of the drug to treat bipolar
disorder has only recently been evaluated. Phenytoin has
been studied in controlled, albeit very small, trials of
acute therapy for bipolar mania,25 maintenance treatment
of bipolar disorder,26 and even treatment of major de-
pressive disorder27 or impulsive aggression.28 While
some of these results are promising, much larger ran-
domized controlled trials are needed.

Carbamazepine
Carbamazepine was approved as a treatment for acute

mania in 2004, decades after it was recognized as an
effective alternative to lithium in the management of
bipolar illness. Open-label trials suggest that carbamaz-
epine is effective in the prophylaxis of bipolar disorder
or acute mania, but may be less effective than valproate
or lithium. 29–31 This, together with the side effect profile
of carbamazepine, may be responsible for the much more
frequent use of valproate in the treatment of bipolar
disorder. However, in the neurological community, ini-
tial concerns with hematological adverse events have
diminished and it remains a popular antiepileptic agent.
For example, in a randomized study in bipolar pa-

tients32 observing the effects of carbamazepine versus
lithium versus placebo, lithium was superior in prevent-
ing episodes requiring hospitalization in classic bipolar I
patients, but there was a trend favoring carbamazepine
for bipolar variants. Lithium was superior to carbamaz-
epine in another notable randomized bipolar trial.33 In
two multicenter studies,34,35 with patients experiencing
manic or mixed episodes, carbamazepine was clearly
superior to placebo.
In rare cases carbamazepine has been used to treat

aggressive behavior and to facilitate sedative withdrawal,
but no controlled studies are available to date to establish
its efficacy in this domain. In summary, evidence is
strong to support mood stabilizing properties of carbam-
azepine.

Tiagabine
In spite of a severe paucity of data, tiagabine has also

been touted as a treatment for generalized anxiety disor-
der, post-traumatic stress disorder, insomnia, cocaine ad-
diction, and impulse control disorder. Its use may be
limited, however, by reports of risks of new onset sei-
zures and status epilepticus in patients without epilep-
sy.36

In an open-label trial of tiagabine (n � 20) and par-
oxetine (n � 20) for generalized anxiety disorder, both
drugs significantly decreased HAM-D scores from base-
line to week 10.37 Among 17 patients with treatment-
refractory bipolar I or II disorder who received adjunc-
tive tiagabine, 13 finished at least two weeks of therapy
(only three achieved scores of “much” or “very much
improved” on the Clinical Global Impressions Scale for
Bipolar Disorder (CGI-BD) scale, whereas 10 had no
change or worsened).38 Tiagabine was found to be sim-
ilarly ineffective in a case series of eight patients with
acute mania.39

Gabapentin
Despite a flurry of mostly anecdotal reports of the

benefits of the drug in diverse psychiatric disorders when
gabapentin was introduced, the few controlled studies
ultimately performed provided, at best, mixed results.
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Most notably, gabapentin failed to demonstrate anti-
manic properties. Some later studies, however, suggested
that it might be of some benefit in social anxiety disorder,
insomnia, and post-traumatic stress disorder.40–42 For
example, in a study of patients with social phobia, those
treated with gabapentin (n � 34) showed a significantly
greater reduction in scores on the Liebowitz Social Anx-
iety Scale compared with placebo recipients (n � 35; p
� 0.008).40

Animal studies and several small, uncontrolled clinical
trials show that gabapentin may reduce alcohol with-
drawal symptoms. In a comparison with phenobarbital,
the severity of alcohol withdrawal craving decreased at
similar rates in both treatment groups. Gabapentin, how-
ever, has not been shown to prevent alcohol withdrawal
seizures.43 An open-label study of 20 institutionalized
patients with probable Alzheimer’s disease who received
gabapentin found reductions in behavioral and psychotic
symptoms.44

In summary, there is little evidence for gabapentin to
support previous anecdotal impressions about potential
benefits in bipolar disorder. However, it may have sig-
nificant anxiolytic effects.

Pregabalin
Preliminary evidence indicates that the new analogue

of gabapentin, pregabalin, is effective for the treatment
of generalized anxiety disorder.45 At a dose of 300 mg,
the pregabalin-treated group differed statistically in
global improvement at treatment endpoint not only from
the placebo group but also from a comparator group
treated with alprazolam. Doses of 600 mg have shown
notable anxiolytic effects.46 Pregabalin has not been
studied for use in other mood disorders.

Lamotrigine
Lamotrigine is approved for maintenance treatment of

bipolar disorder. Well designed randomized trials have
convincingly demonstrated its efficacy in the treatment
of bipolar depression47–49 and in promoting longer man-
ic-free periods in bipolar I disorder.50 However, lam-
otrigine did not perform significantly better than placebo
in the prophylaxis of rapid-cycling bipolar disorder in a
large controlled trial.50

Compared with lithium, lamotrigine is better at delay-
ing or preventing the occurrence of depression during
long-term treatment. Lithium is considered, however, to
be more effective than lamotrigine in preventing mania
or hypomania. In bipolar patients who are depressed and
not already taking lamotrigine, it should be considered
for use as an alternative to an antidepressant. Some pos-
itive effect on mood should become evident as soon as
two to three weeks into treatment. Lamotrigine has also
shown efficacy compared with placebo in controlling
impulsive aggression in one controlled trial.34

Levetiracetam
Little is known about the psychiatric effects of leveti-

racetam in a nonepileptic population. Small studies also
suggest that the drug possesses anxiolytic and mood
stabilizing properties. In epilepsy patients, it promotes
depression or anxiety symptoms in approximately
8–16% of cases and especially among those with under-
lying mood or anxiety disorders.51–53 Levetiracetam-in-
duced reversible psychotic symptoms have been reported
in children.54

Two open-label trials of levetiracetam add-on therapy
showed improvement in mania scores of patients with
bipolar spectrum disorders (n � 30, combined total),
and, in one trial of levetiracetam for social anxiety dis-
order, levetiracetam improved Liebowitz Social Anxiety
Scale scores in the 20 treated patients.55–57 However,
these results need to be replicated in larger trials.

Zonisamide
The efficacy of zonisamide was investigated in 62

treatment-resistant outpatients with bipolar spectrum dis-
orders in an eight-week open-label acute-phase trial, and
in a subsequent 48-week continuation trial.58 Mania and
bipolar depression symptoms improved. Overall, there
was a high incidence of withdrawal due to worsening
mood symptoms (32% [20 of 62]). Among 10 patients
with bipolar depression treated with zonisamide, five of
the eight patients who completed eight weeks of treat-
ment had reductions of depression symptoms.59 Zoni-
samide for mood disorders has not been evaluated in
formal primary depression trials. In Japan, clinical expe-
rience in epilepsy patients revealed a comparatively high
rate of AED-related psychosis linked to use of zoni-
samide.

Oxcarbazepine
Potential positive psychotropic properties of oxcarba-

zepine are based predominantly upon its structural rela-
tionships with carbamazepine and the mood stabilizing
reputation of the latter. However, there is a paucity of
specific studies in either the epilepsy or the psychiatric
population.
Small, older trials suggest that it is effective for bipolar

disorder.60,61 In a small recent study, 4 of 12 consecu-
tively admitted acutely manic patients with bipolar I or II
disorder responded to oxcarbazepine 900 to 2100 mg/day
with a reduction of their Young Mania Rating Scale
score by 50% or more from baseline.62 Oxcarbazepine
was administered as add-on therapy to 16 patients with
bipolar I or II disorder who were experiencing mania,
depression, or a mixed episode despite ongoing lithium
therapy. At the end of the eight-week trial, 11 of the
patients had achieved a response, defined as a CGI-
bipolar disorder (CGI-BD) improvement section score of
2 or 1 (much or very much improved).61 Overall, how-
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ever, data are too limited to establish the presence of
significant mood stabilizing properties with this drug.

Topiramate
Topiramate has been reported to be an effective mood

stabilizer in multiple open-label studies and case re-
ports.63–66 Rigorously performed, controlled trials, how-
ever, failed to find any benefit from use of this drug in
bipolar disorder.67

Topiramate has been commonly prescribed for pa-
tients with bipolar disorder, not only because of the
expectation that it will prove to be efficacious, but also
because of its weight-reducing effects, which are felt
to be particularly desirable to counteract the weight
gain induced by some other mood stabilizing agents
(e.g., valproic acid).68

Psychotic symptoms have been infrequently reported
with the administration of topiramate in adults69 and
children and adolescents70 with epilepsy, as well as in
psychiatric patients.71 Psychotic symptoms have in-
cluded severe psychomotor agitation, aggressiveness to-
ward others, and auditory and visual hallucinations, as
well as paranoid and mystical delusions.72 Risk factors
may include use of topiramate in the context of polythe-
rapy73 and a prior psychiatric history.69,74,75

Cognitive impairment is the most common complaint
of psychiatric patients taking topiramate. Depression
may accompany cognitive impairment or occur indepen-
dently. Anecdotally, however, some patients report im-
proved mood with this drug.
Two controlled trials suggest that topiramate may be

effective for anger and aggression associated with bor-
derline personality disorder.76,77 An open-label study of
22 institutionalized, intellectually disabled adults treated
with topiramate found improvements in challenging or
maladaptive behavior.78 A notable prospective open-la-
bel study found improvements in nonhallucinatory post-
traumatic stress disorder symptoms with topiramate.79

In summary, evidence does not support mood stabiliz-
ing properties for topiramate and it may induce cognitive
deficits and depression. However, further studies may
demonstrate its efficacy for alternative psychiatric con-
ditions.

VAGUS NERVE STIMULATION

Vagus nerve stimulation is an implantable pulse gen-
erator that stimulates the left vagus nerve and is used to
reduce the frequency and severity of seizures. It has
recently been FDA-approved for treatment-resistant de-
pression. The efficacy of VNS for treatment-resistant
depression was evaluated in a randomized, controlled
acute-phase trial with a one-year continuation.80 Of 266
participants enrolled in the acute-phase trial, 235 re-
ceived the implanted VNS device; subsequently, 112

received active treatment and 110 received sham treat-
ment (i.e., the implanted device was not activated). After
10 weeks, there were statistically significant improve-
ments on the Inventory of Depressive Symptomatology
(IDS)-Self Report (IDS-SR; a secondary measure for
depression) and a trend for the primary measure
(HAM-D) for VNS versus sham treatment. While the
failure to show statistical significance on the primary
measure raised questions about the antidepressant effect
of VNS, a progressive improvement in effect (compara-
ble with the increasing antiepileptic efficacy seen with
treatment beyond 10 weeks) was shown in the continu-
ation study.
In this latter study, 205 patients were evaluated, in-

cluding patients with sham treatment converted to active
VNS after the acute phase. This analysis showed a sig-
nificantly higher IDS-SR response rate after 12 months
than in a control group drawn from a separate study of
patients with treatment-resistant depression who re-
ceived usual care without VNS (17.0% vs 7.3%; p �
0.032).81 While the failure to use any randomization
method in the long-term continuation study and the use
of a separate naturalistic study to provide a control group
provoked much controversy, many contend that the de-
pression remission rates achieved with VNS are compel-
ling. Common adverse effects included voice alteration,
hoarseness, cough, shortness of breath, dysphagia, and
neck pain. The device can be turned on and off and can
be programmed externally. In summary, VNS appears to
have antidepressant effects that may be more sustained
than typical antidepressant therapies.

CHRONIC PAIN SYNDROMES

Anticonvulsant medications are currently commonly
used in treatment of a number of chronic pain states. In
fact, several of these agents are FDA-approved for the
treatment of specific pain syndromes; these are discussed
first. A subsequent discussion concerns agents that are
not FDA-approved but are, nevertheless, commonly used
in an off-label manner.
While the specific mechanisms of AED effects are

incompletely understood, it is intuitive that they may be
able to dampen many of the proposed causes of chronic
pain, such as peripheral sensitization, central sensitiza-
tion, wind-up, hyperexcitability, neuronal disinhibition,
and ectopic impulse formation. For example, abnormal
activation of the NMDA receptor is believed to be an
integral part of kindling in epilepsy as well as wind-up in
neuropathic pain; consequently, pharmacologic agents
that suppress this excitation may explain their utility in
both conditions. Sodium channel activation may also be
common to both disorders.82
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Pregabalin
Pregabalin is FDA-approved for the treatment of neu-

ropathic pain associated with diabetic polyneuropathy
(DPN) as well as for post-therapeutic neuralgia (PHN).
Dworkin et al.83 have demonstrated in a randomized
placebo-controlled trial that, for patients with PHN, pre-
gabalin-treated patients at doses of 300 or 600 mg each
day had significantly reduced pain by the first day of
treatment, and that by the end of this eight-week study
the proportion of patients achieving at least 30%, or at
least 50%, pain relief was significantly higher in those
patients treated with pregabalin. In a separate random-
ized controlled PHN trial, Sabatowski et al.84 found that,
at a dose of 300 mg/day compared with placebo, patients
receiving pregabalin not only had significant pain reduc-
tion but also enjoyed improvement in sleep and mood. In
another eight-week randomized placebo-controlled trial,
Rosenstock et al.85 evaluated the potential efficacy of
pregabalin in reducing pain associated with DPN. Use of
pregabalin at a dose of 300 mg/day resulted in significant
improvements in mean pain scores, the patient, and clin-
ical global impression of change scores on the Short
Form-36 Health Survey, and mean sleep interference
scores. The improvement in pain relief and sleep began
during the first week of use. These results were con-
firmed in a separate, similar study completed by Lesser et
al.86 in patients with DPN. In this study, however, both a
300 mg and 600 mg daily dose were shown to be superior
to placebo, although there was no significant difference
between the 300 and 600 mg/day dose. Compared with
placebo, both the 300 and 600 mg dose groups showed
significant improvements in mean pain scores, sleep in-
terference, and patient global impression of change, as
well as the clinical impression of change. The improve-
ments in pain and sleep were seen within the first week.
Other published studies have confirmed these results for
DPN and PHN.87,88

In an eight-week multicenter randomized controlled
study, pregabalin at 450 mg/day was found to reduce
significantly the average severity of pain in patients with
fibromyalgia. Other benefits included improvement in
sleep quality and fatigue.89 Pregabalin is the newest
available anticonvulsant and it has clearly been shown to
be an effective analgesic.

Gabapentin
Gabapentin is FDA-approved for the treatment of

PHN. Rice et al., 90 in the Postherapetic Neuralgia Study
Group, demonstrated in a multicenter double-blind ran-
domized placebo-controlled seven-week trial that gaba-
pentin at both 1800 and 2400 mg/day was superior to
placebo in the treatment of the PHN. More patients
treated with gabapentin at either dose reported a 50% or
greater reduction in pain than did placebo-treated pa-
tients; significant analgesia occurred as early as the first

week of treatment. No significant differences were seen
between the 1800 mg and 2400 mg/day treatment groups.
In a separate multicenter study, the results of an eight-
week randomized controlled trial demonstrated signifi-
cant pain reduction for gabapentin compared with pla-
cebo in PHN. Sleep interference was also noted less in
the treated group. Patients were titrated to a maximal
dose of 3600 mg/day in this study.91

Evidence also supports use of gabapentin in painful
diabetic neuropathy, complex regional pain syndrome,
migraine headache, spinal cord injury, phantom limb,
and other neuropathic pain syndromes.92–95 The efficacy
and safety of this medication for various neuropathic
pain states has led to its widespread use in a number of
non-neuropathic pain states as well; however, in general
gabapentin has not been as effective in these disorders.
For example, a single dose of gabapentin (1200 mg) or
placebo was administered to individuals before mastec-
tomy surgery. During the postoperative period, no sig-
nificant difference was seen between the two groups with
respect to pain levels or morphine administration.96

Carbamazepine
Carbamazepine was FDA-approved for the treatment

of idiopathic trigeminal neuralgia over 30 years ago.
Four small, placebo-controlled clinical trials have been
completed. In one study (with doses titrated to a maximal
dose of 1 g/day), 19 of 27 patients had a complete or very
good response compared with placebo on five days’
treatment.97 In a separate study using a crossover design
in which the maximum dose was 2.4 g/day, 15 of 20
patients who received carbamazepine had a good or ex-
cellent response on 14 days’ treatment.98 A separate
randomized controlled study measured results utilizing
pain scores. With doses in the range of 400–800 mg/day
for two weeks, the mean reduction in maximum pain
intensity was 58% with carbamazepine, compared with
26% on placebo.
In other trials, carbamazepine was compared with ti-

zanidine (carbamazepine was better),99 tocainide (no dif-
ference),100 and pimozide (carbamazepine was inferi-
or).101 In a randomized, controlled study of 30 patients
with painful diabetic neuropathy, Rull et al.102 observed
that after 14 days of treatment, as many as 50% more
patients improved on carbamazepine.
Carbamazepine has not been formally studied as a

single agent in the treatment of PHN. In a placebo-
controlled study of post-stroke pain, carbamazepine was
shown to be more effective than placebo but equivalent
to amitriptyline.103 These studies, however, are small and
less rigorous than those conducted with today’s stan-
dards.

Topiramate
Topiramate is FDA-approved for the prophylactic

treatment of migraine headache. The recommended total
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daily dose of topiramate for the prophylactic treatment of
migraine headache is 100 mg/day given in two equally
divided doses. The efficacy of topiramate for migraine
headache prevention was determined from the results of
two multicenter, randomized, double-blind, placebo-con-
trolled trials. Topiramate is considered a first-line ther-
apy for this indication.104 Other investigators105 have
found topiramate to be effective in other headache types,
such as cluster headache, as well.
Although several of the known mechanisms of action

of topiramate, including its modulation of sodium chan-
nels, potentiation of gamma-aminobutyric acid, and glu-
tamate blocking activity, would predict efficacy against
neuropathic or other pain syndromes, study results have
in fact been mixed.106 For painful diabetic neuropathy,
most studies have yielded negative results.107,108

Topiramate was shown to possibly be effective in pain
associated with chronic lumbar radiculopathy in a dou-
ble-blind, randomized, two-period crossover trial in
doses of 50–400 mg compared with active placebo (di-
phenhydramine). However, the high study dropout rate
and high incidence of side effects made the authors ques-
tion the usefulness of this agent in this setting.109 In a
more recently published randomized, double-blind, pla-
cebo-controlled study of 96 patients with chronic low
back pain,110 topiramate appeared to be helpful. In this
study, important changes were noted not only in pain
sensitivity but in anger status and processing as well. In
summary, the strongest support for topiramate is its use
in migraine prophylaxis.

Divalproex sodium
Divalproex sodium is indicated for the prophylactic

treatment of migraine headache. The once-a-day ex-
tended release formulation is particularly convenient and
an intravenous formulation is also available for acute
migraine. A comprehensive review of studies of val-
proate in migraine has been completed by Rothrock.111

There are minimal data to support efficacy of divalproate
for the treatment of nonheadache pain syndromes.

Phenytoin
Two randomized controlled studies of phenytoin in the

management of painful diabetic neuropathy have been
reported with mixed results.112,113 A third study demon-
strated the potential benefit of this medication when ad-
ministered intravenously for the treatment of an acute
exacerbation of various different types of neuropathic
pain. These patients received a 15 mg/kg dose of phe-
nytoin intravenously over a two-hour period.114

Lamotrigine
The use of lamotrigine in various pain syndromes has

been associated with mixed results. For central post-
stroke pain, painful human immunodeficiency virus neu-
ropathy, trigeminal neuralgia, and spinal cord injury

pain, there is reasonable evidence of efficacy. However,
a notable randomized, double-blind, placebo-controlled
eight-week study in patients with various neuropathic
pain syndromes at doses of 200 mg/day showed no sig-
nificant benefit for lamotrigine.115–120

Oxcarbazepine
Oxcarbazepine may be effective in the management of

trigeminal neuralgia and painful diabetic neuropathy, as
demonstrated in small clinical trials, and should be con-
sidered when other agents have failed to control the pain
of affected patients.121,122

Zonisamide, levetiracetam, and tiagabine
At this time, no significant studies have been published

reporting the benefit of these agents for chronic painful
conditions.

CONCLUSIONS

Select antiepileptic agents have utility in specific psy-
chiatric and chronic pain syndromes. For most conditions
described in this review, additional large, well-designed
placebo-controlled trials are needed to clarify further the
potential benefits of these agents.
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