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groupwith PNES, indicated by the average frequency of PNES events ex-
perienced of three per week, significantly greater average depression
and anxiety scores compared with healthy controls, and that approxi-
mately 36% were continuing to experience PNES events despite having
received cognitive behavior therapy. Furthermore, eight (42%) of the
total group with PNES had at least one personality disorder, with the
emotionally unstable (borderline) type being themost frequent follow-
ed by the obsessive–compulsive (anankastic) type. These findings are
consistent with findings of a high incidence of cluster B personality dis-
orders and especially borderline personality disorder in people with
PNES [4,10].

Our PAI assessment findings included significant elevations in the
group with PNES on indices of concern about health and physical func-
tioning (SOM scales) and clinical features common to the syndrome of
depression including vegetative signs (DEP and DEP-P scales) and sui-
cidal risk (SPI) when compared with healthy controls. The SOM scale
scores were clinically significant and reflected the experience of dra-
matic physiological symptoms typical of conversion disorders and a
preoccupation with physical functioning, and signs of physical ill-
health in particular, in the group with PNES [21]. Our findings were in-
ternally consistentwith results of our semistructuredpsychiatric assess-
ment, and there was no evidence of profile distortion, such as
malingering or exaggeration of symptoms, so that ourfindings are high-
ly consistent with those of previous studies examining personality con-
struct in PNES [30].

Our finding of significantly elevated alexithymia scores in the group
with PNES is consistentwith previous research [5,6]. There is strong and
consistent evidence from longitudinal investigations that alexithymia is
a stable trait that is largely independent of psychopathology or medical
illness [31]. Therefore, our findings support evidence that people with
PNES have personality traits consistentwith chronically abnormal emo-
tional regulation.

We found no between-groups difference in reported coping style,
the numbers of traumatic life events reported, or self-reported quali-
ty-of-life indices. These findings are inconsistent with some studies of
PNES [12,32]. However, people with medically unexplained symptoms,
including thosewith PNES, have been found to be less likely to perceive
psychological factors as relevant to their symptoms and to bemore like-
ly to deny that they have suffered from life stress and to have automatic
avoidance tendencies [32,33]. In addition, it has been proposed that
alexithymia functions within the individual as a mechanism for
avoiding distressing affect [34], and we found elevated alexithymia
scores in our group with PNES, so we can speculate that both these fac-
tors may at least partially explain these nonsignificant findings.

We found levels of dissociative symptoms (DES II) to be significantly
higher in the groupwith PNES. Furthermore, interpretation of themean
DES II score indicates that it falls within a range of values in whichmen-
tal disorders such as anxiety disorder, affective disorder, and emotional-
ly unstable personality disorder would be usual but not so high so as to
be consistent with levels usually found in posttraumatic stress disorder
or dissociative disorder [35]. Therefore, these scores are consistent with
our findings from structured psychiatric assessment and also highly
consistent with previous studies that reported significantly high disso-
ciative symptoms in people with PNES when compared with those
found in the healthy control group [36] and in groups with epilepsy
[36,37]. In addition, we found a positive correlation between dissocia-
tion scores and frequency of PNES events so that, overall, our findings
relating to dissociation support the hypothesis that dissociative mecha-
nisms are involved in expression of these events [6].

In our study, neuropsychological assessment occurred directly after
participants passed a test of effort and our analysis of neuropsychologi-
cal performance data controlled for the effects of FSIQ. Our results
showed, firstly, that people with PNES performed abnormally on tests
of spatial working memory (SWM) and that those deficits were more

Table 3
Results of analysis covarying for FSIQ (means).a

Variable PNES
(N = 19)
mean ± SD

Controls
(N = 19)
mean ± SD

p-Value p-Value (adjusted for FSIQ)

Spatial working memory (SWM)
SWM between errors 23.1 ± 16.9 18.8 ± 17.7 0.453 0.025
SWM between errors (6 boxes) 6.2 ± 6.0 4.9 ± 6.6 0.542 0.042
SWM between errors (8 boxes) 16.3 ± 12.3 13.5 ± 11.9 0.482 0.036
SWM total errors 23.6 ± 17.3 19.9 ± 17.3 0.510 0.025
SWM total errors (6 boxes) 6.3 ± 6.1 5.3 ± 6.6 0.632 0.041
SWM total errors (8 boxes) 16.7 ± 12.7 14.2 ± 11.6 0.525 0.035
SWM strategy 30.2 ± 7.0 28.3 ± 7.1 0.423 0.048

Stockings of Cambridge (SOC)
Mean initial thinking time (3 moves) 4854 ± 2651 6264 ± 4945 0.281 0.031

Rapid visual information processing (RVP)
RVP mean latency 405.1 ± 55.8 407.5 ± 70.9 0.911 0.040

a Logistic regression analysis.

Table 4
Results of nonparametric correlation analysis within the group with PNES.a

Variable 1 2 3 4 5 6 7 8 9 10

1. Frequency of PNES events − .31 − .43 − .07 − .53* − .70** − .04 − .08 − .02 .12
2. BDI − .31 .84** .75** .86** .46* .34 .32 .16 .10
3. BAI − .43 .84** .66** .75** .53* .45 .45 .44 .04
4. TAS-20 − .07 .76** .66* .72** .14 .49* .45 .36 .01
5. DES II − .53* .86** .75* .72** .61** .41 .38 .15 .37
6. SOM − .70** .46* .53* .14 .61** .26 .29 .08 .25
7. SWM between errors − .04 .34 .45 .49* .41 .26 .99** .76** .44
8. SWM total errors − .08 .32 .45 .45 .38 .29 .99** .79** .44
9. SWM strategy − .02 .16 .44 .36 .15 .08 .76** .79** .15
10. RVP mean latency − .01 .10 .04 .01 .37 .25 .44 .44 .15
a Note: correlations marked with an asterisk, * or **, were significant at p b 0.05 or p b 0.01, respectively.
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consistently apparent on tests of higher task complexity; secondly, that
the group with PNES also executed poorer strategy on SWM tasks, a
finding also suggestive of cognitive dysfunction; and, thirdly, that the
group with PNES took less time to initiate action on some, but not all,
tasks involving planning and attention.

Spatialworkingmemory is amemory systemof limited capacity that
allows the temporary storage and processing of information, and re-
search indicates that it is impaired by concurrent performance on
tasks that utilize executive resources [38]. The CANTAB battery tasks
we employed in this study particularly examine components of cogni-
tion known to be associated with frontal andmedial temporal brain re-
gions [39] and have previously demonstrated a high degree of
sensitivity in detecting brain dysfunction in regions including the
amygdalo-hippocampal complex [40], thereby permitting inferences
to bemade about the underlyingneural circuitry associatedwithperfor-
mance of these tasks. Therefore, our neuropsychological results would
appear to indicate that peoplewith PNES have abnormal cognitive func-
tioning that includes neural networks involved in attention andmemo-
ry. These results appear inconsistent with those of a recent study that
found no neuropsychological abnormality in PNES once effort only
was controlled for [12]. However, that study only included females, par-
ticipants did not have structured psychiatric and personality evaluations,
and data relating to psychotherapeutic intervention or response were
not included in their analyses. In contrast, our sample was age-, handed-
ness- and gender-matched; participants received comprehensive psy-
chiatric and neuropsychological evaluations; and our sample included
patients who continued to experience PNES despite psychotherapeutic
intervention. In addition, although the study by Strutt et al. did not find
a statistically significant difference on neuropsychological performance
between thosewith epilepsy and thosewith PNES, they did report a con-
sistent relative weakness in attention and memory in the group with
PNES. Therefore, it is likely that differences in sample characteristics
and data analyses explain the disparate findings.

In this study, we compared and contrasted estimates of premorbid
intelligence with current intelligence quotients to examine whether
there was evidence of intellectual decline over time, which is known
to occur in conditions involving neurological insult or disease. We
found significant statistical changes within groups. However, we con-
sidered the observed changes of between 4 IQ points and 5 IQ points
to be negligible in terms of actual clinical significance [41]. Therefore,
our findings suggest that people with PNES do not suffer cognitive de-
clines that are otherwise associatedwith neurological illness or brain in-
jury, including epilepsy [42].

Finally,wewould like to comment on our use of theMSVT. Symptom
validity tests, such as the MSVT, are commonly utilized in medicolegal
clinical examinations where a potential incentive to perform poorly ex-
ists. Recent studies have found associations between symptom validity
performance and disability status in conditions classified as somatoform
disorders [43]. Effort testing has also been carried out with people with
PNES. One previous study carried out by Drane et al. had reported find-
ings of suboptimal effort on neuropsychological evaluation of people
with PNES [44]. However, this finding was not replicated in a subse-
quent study of PNES utilizing the same test and carried out by a different
research group [45]. The authors of the latter study suggested that the
high rates of suboptimal effort found by Drane et al. were likely related
to sample bias, which they attributed to the inclusion of people with
PNES who had severe psychiatric difficulties, including people with
“hysteroid” personality disorder. Moreover, a recent study examined
performance of people with PNES on a symptom validity test while in-
vestigating potential confounders and reported that failure on the
Word Memory Test (WMT) was strongly associated with reported
abuse but not with variables such as the presence of financial incentives
or severity of reported psychopathology [46]. These results indicate that
for people with PNES, factors underlying WMT failure cannot be as-
sumed to be similar to those found in other medical populations, such
as exaggeration of distress or financial or disability incentives and may

be more related to clinical variables such as traumatic experience. In
our study, we included only those people with PNES who passed a
well-validated test of effort in an attempt to rule out the possibility of
response bias in our study. However, on the one hand our clinical sam-
ple was found to have significant levels of psychopathology and cluster
B type personality disorder and included people who continued to ex-
perience PNES despite treatment; on the other hand, there was no sig-
nificant between-groups difference of reported traumatic experiences
compared with controls. Therefore, further research studies are likely
to be required to identify clinical and psychosocial variables that can
help predict with confidence those people with PNES likely to perform
suboptimally on clinical tests. In general, however, these studies high-
light the importance of effort testing in medical populations including
those with PNES.

In summary, we studied a relatively homogeneous group of peo-
ple with PNES and found significant differences from healthy con-
trols on psychopathological indices of depression, anxiety, and
dissociation. We also found significant differences between groups
on personality construct, indicating an increased prevalence of
alexithymia, preoccupation with physical health, and disordered
personality in people with PNES, consistent with results from previ-
ous studies. Nevertheless, this is, to our knowledge, the first study
that reports abnormal neuropsychological functioning in PNES
after controlling for effort. In addition, our correlation analysis re-
sults found dissociation to be positively associated with frequency
of PNES events. However, we found no evidence that our finding of
abnormal neuropsychological functioning is associated with a cog-
nitive decline often found in people who have suffered neurological
illness or neural injury. Therefore, although the cause of our findings
is unknown, we suggest that, overall, our findings support the hy-
pothesis that PNES manifest through an interaction effect involving
attention deficits [12] and disrupted integration of emotional pro-
cessing and perception [6]. Moreover, our results also support evi-
dence that there are abnormally functioning neural circuits in
PNES that subserve the relevant cognitive functions [47].

The main limitations of our study are the small sample size and an
associated increased risk of type II error in interpretation of our findings.
However, on the other hand, our study was adequately powered, and
we employed a rigorous structured approach to assessment and analy-
sis of data. We also did not include people with epilepsy in our study.
Hence, we do not know if our findings will generalize when compared
with other groups within the epilepsy spectrum. Therefore, we suggest
that further carefully planned studies involvingmultimodal assessment
techniques such as neuropsychological, neurophysiological, and neuro-
imaging modalities will be required to replicate our results and further
delineate the neurobiological underpinnings of PNES.

5. Conclusion

This is the first study to report that, comparedwith healthy controls,
peoplewith PNES have abnormal cognitive functioning after controlling
for effects of effort and FSIQ. People with PNES also have high levels of
anxiety, depressive, and dissociative symptoms. In addition, they appear
to particularly focus on health problems and show evidence of chronic
emotional dysregulation. Further studies are required to replicate our
results and to help clarify the pathogenic mechanisms underlying PNES.
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The Prevalence & Management of Psychogenic Non-Epileptic Seizures in an Irish 

Tertiary Referral Centre for Epilepsy 
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Abstract 

Objectives: To examine the prevalence, psychiatric co-morbidity and management of 

psychogenic non-epileptic seizures (PNES) in patients admitted to a tertiary referral 

Epilepsy Monitoring Unit (EMU). 

Methods: Medical records of patients admitted to the EMU between 2003 and 2005 were 

examined and data from neurological, neuropsychiatric and neuropsychological 

assessments was analysed. 

Results: Two hundred and twenty four patients were referred to the EMU over a three 

year period and 44 (20%) were diagnosed with PNES.  Thirteen people (6%) were 

diagnosed with both PNES and epilepsy.  Thirty four (75%) of people diagnosed with 

PNES were referred to psychology services for cognitive behavioural therapy (CBT) and 

26 (58%) were followed-up by psychiatry services. 

Conclusions: The prevalence rates for PNES and co-existing PNES and epilepsy are 

consistent with previous reports.  Rates of psychiatric co-morbidity were less than would 

be expected in this clinical population.  Clear evidence-based guidelines to manage 

people with PNES are required. 
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Introduction 

Epilepsy is a common, chronic and disabling disorder with a lifetime prevalence rate of 

1-2%.  Several studies report that up to 20% of patients who attend neurology centres for 

treatment of epilepsy have psychogenic non-epileptic seizures (PNES)1,2.  PNES are 

episodes of altered movement, sensation or experience which resemble epileptic seizures, 

but are associated with patho-psychological processes and not with ictal discharges in the 

brain3.  They are classified under Dissociative (Conversion) disorder in ICD-10 and are a 

physical manifestation of psychological distress4.  However, approximately 5 to 10% of 

patients with PNES have concurrent epilepsy, which can make accurate characterisation 

of seizure-events clinically challenging5,6.   

 

It can be difficult to distinguish PNES from epileptic seizures.  For example, no clinical 

signs of PNES exclude a diagnosis of epilepsy and, besides ictal electroencephalogram 

(EEG) abnormalities, there are no signs unique to epilepsy.  However, assessment is 

facilitated by obtaining a comprehensive medical (and psychiatric) history from the 

patient, detailing features of typical seizures and carrying out appropriate investigations, 

particularly video-EEG (VEEG)7.  VEEG monitoring of seizure-events is the gold 

standard investigation for diagnosis of PNES and is carried out on an inpatient basis.  

During VEEG monitoring, the patient wears an EEG transmitter connected to a wall 

outlet by co-axial cable and both EEG and video signals are displayed simultaneously for 

on-line observation and recording of typical events.  Epileptic events, but not PNES, will 

generally show characteristic clinical and diagnostic changes.   
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Patients with PNES have a significantly reduced quality of life and suffer a significantly 

increased risk of suffering adverse physical and mental health consequences from 

receiving inappropriate medical treatments and interventions for epilepsy8-10.  Therefore, 

it is important that once a patient is diagnosed with PNES, referral is made to specialised 

neuropsychiatry services for appropriate assessment and treatment and a co-ordinated 

multidisciplinary plan for managing the condition is agreed.  Beaumont Hospital, an 

academic teaching hospital in Dublin, has the most comprehensive Neurology service in 

Ireland and includes specialist facilities for inpatient evaluation of seizures, including an 

epilepsy monitoring unit (EMU).  Patients are admitted to the EMU for pre-surgical 

evaluation and localisation of seizures, to clarify diagnosis in cases of suspected non-

epileptic seizures and to classify seizure type when their clinical differentiation is 

difficult or unclear.  Definitive diagnosis is made on the basis of VEEG capturing 

“typical” seizures and if these do not occur during one period of inpatient assessment, the 

patient may be brought back for further assessment in the EMU.  All patients admitted to 

the EMU undergo continuous VEEG evaluation of seizure activity and receive routine 

multidisciplinary assessment by the neurology, neuropsychiatry and neuropsychology 

teams.  However, only one previous study has examined the prevalence of PNES among 

patients admitted to an Irish Neurology Centre11 and none have previously examined the 

immediate follow-up of these patients.  Therefore, in this study we examined (1) the 

prevalence of PNES in people admitted to a tertiary referral EMU (2) the co-morbidity of 

psychiatric illness among people with PNES and (3) the management of people with a 

diagnosis of PNES.  
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Methods 

The medical records for all those patients who were admitted to Beaumont Hospital’s 

EMU for a continuous 3 year period (2003-5) were examined retrospectively.  The charts 

of those patients were reviewed to obtain appropriate information on referral, assessment 

and management of the patient by the neurology, neuropsychiatry and neuropsychology 

services.  The data collected were entered into a database and analyzed using the SPSS 

statistical software programme12.   

 

Results 

Two hundred and twenty five patients were admitted to the EMU for assessment over the 

three year period of study.  Two hundred and twenty patients (98%) admitted to the EMU 

were assessed by the neuropsychiatry team and the remainder either were found to have 

non-epileptic seizures caused by medical reasons other than epilepsy (n=1), refused 

psychiatric assessment (n=2) or self-discharged before assessment could occur (n=2).  

Ninety seven patients (44%) had a current and/or previous history of psychiatric illness 

and had an average age (S.D.) of 34.8 (+/- 11.4) years.  Sixty five patients (67%) were 

female, 32 (33%) were male and age did not differ significantly between genders (p = 

0.47).  PNES had an overall prevalence rate of 20% (Table 1) and was the most frequent 

psychiatric diagnosis (42%) in those found to have an acute psychiatric disorder (Figure 

1). 

(Figure 1: Psychiatric Diagnosis in EMU Patients) 

Thirty six (80%) of those with PNES were female and the average age (S.D.) of people 

presenting with PNES was 36 (+/-11) years.  One third of people diagnosed with PNES 
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also had a past history of psychiatric illness, with depressive disorder being the most 

common disorder (20%) (Figure 2) (Figure 2: Past Psychiatric Disorder in people with 

PNES).  PNES and epilepsy co-existed in 6% of patients attending the EMU (Table 1).  

 

All those diagnosed with PNES were initially reviewed by the neurology team to explain 

the diagnosis and to plan tapered reduction and stopping of their anticonvulsant drugs if 

appropriate (i.e., if no co-existing epilepsy).  Subsequently, each patient was reviewed by 

the neuropsychiatry team to formally diagnose PNES (conversion disorder) and formulate 

a treatment plan.  In addition, patients were reviewed by the psychology team to provide 

cognitive behavioural therapy (CBT).     

Eleven people (73%) diagnosed with PNES and with a previous history of psychiatric 

disorder were followed up by their local community mental health team and the 

remainder (27%) by the specialist neuro-psychiatry service in Beaumont Hospital (Table 

2).  Eleven (36%) people diagnosed with PNES and with no previous history of mental 

illness were formally followed-up by psychiatry services: seven (23%) by a specialist 

neuropsychiatry service and four (13%) by local psychiatry services.   

Overall, thirty four people (75%) diagnosed with PNES were referred to psychology 

services for follow-up treatment: twenty six (58%) to a specialist neuropsychology 

service in Beaumont Hospital and eight (18%) to community-based psychology services.  

Twenty three people (77%) newly diagnosed with PNES and with no previous contact 

with psychiatric services and three (20%) of those with a previous history of mental 

illness were referred for CBT to Beaumont Hospitals specialist neuropsychology service.  
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Two patients (7%) diagnosed with PNES refused all specialist treatment 

recommendations.    

 

Discussion 

We found that almost 20% of patients who attended an Irish specialist neurology 

inpatient unit for evaluation of seizures had PNES.  This prevalence rate is consistent 

with that (20-50%) reported in the few previous studies carried out in specialist 

neurology centres in other countries2,5.  Also, our finding that 6% of patients attending 

the EMU had co-existing PNES and epileptic seizures is within the range reported (5-

50%) from other similar studies5, 6, 13, 14.  However, these rates are likely to underestimate 

the true prevalence of PNES in patients attending the general epilepsy service as only 

those who were referred for video EEG monitoring were included in this study.  Also, it 

is difficult to reliably extrapolate the prevalence rates we report to those present in other 

specialist epilepsy services as admission criteria to VEEG facilities may differ according 

to local resources and other pressures (for example, assessment of suitability for neuro-

surgery).     

 

We found that only four out of the forty-five patients (4%) diagnosed with PNES refused 

specialist follow-up treatment with mental health services.  This is a significantly lower 

rate of follow-up with specialist treatment than that (23%) reported in the one previous 

study examining reactions of patients with PNES to diagnosis and referral for treatment15.  

However, although the reason for our low finding is unknown, recent studies suggest that 

patients with PNES are more likely to have a positive outcome with a multidisciplinary 
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approach to treatment including specialised neuropsychiatry and neuropsychology 

input3,16.  The management model of PNES outlined in this study is consistent with this 

multi-disciplinary approach so that all patients receive standard assessments by 

neurology, neuropsychiatry and neuropsychology teams, both pre- and post-

characterisation of seizures.  Also, these assessments are reviewed routinely and 

discussed at regular ward rounds and inter-disciplinary meetings to help formulate 

appropriate plans, so that management of people with PNES is consistent and co-

ordinated.  Therefore, this approach may serve to improve therapeutic alliance and patient 

compliance with treatment recommendations17.  Nevertheless, further studies examining 

modes of management and long-term outcome in these patients are necessary.      

  

Our finding that one third of people with PNES had other co-morbid psychiatric disorder 

is less than other reports suggesting prevalence rates of 43-100%18, 19.  The reason for this 

finding is unknown.  However, our study was retrospective and data were obtained from 

psychiatric assessments based on clinical interview and available collateral information.  

In contrast, those studies which reported higher prevalence rates were prospective in 

nature and employed structured clinical interview schedules and standard rating scales to 

evaluate psychopathology using, for example, the Structured Clinical Interview Schedule 

(SCID) and Minnesota Multiphasic Personality Inventory (MMPI)18, 19.  Thus, the 

discrepancy in prevalence rates may be explained by heterogeneity in study methodology.  

For example, evaluation of psycho-symptomatology using standardized semi-structured 

interviews is likely to increase sensitivity to detection of co-morbid psychiatric disorder.  

Also, duration of admission to the EMU was quite short in some cases (3-5 days) so that 
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it is possible that a more detailed history of, for example, abnormal illness behaviour and 

previous psychiatric contact may have been under-reported or unavailable for some 

patients interviewed during their period of admission.  Nevertheless, our study adds to 

current evidence of high rates of psychiatric co-morbidity in people with PNES.   

  

We found that many (58%) newly diagnosed patients with PNES were followed-up by 

Beaumont Hospital’s psychology service alone and not formally referred to the 

Neuropsychiatry services for later review.  Further, only 23% (n = 7) of those newly 

diagnosed with PNES with no previous psychiatric history and 27% (n = 4) of patients 

with PNES and a previous history of psychiatric disorder were followed up by the 

specialist Neuropsychiatry service.  However, while most patients were offered specialist 

treatment within the our epilepsy service framework, many were referred to their local 

community mental health teams (CMHT) for follow-up on the basis of patient preference 

(many were living outside Dublin and could not easily access the Beaumont Hospital 

service) and whether they were already engaged with their local CMHT for treatment of 

previously existing mental health problems. 

 

In our study, 75% (n=34) of all people diagnosed with PNES were referred for 

psychological therapy.  However, a recent Cochrane Review of behavioural treatments 

for PNES concluded that there is no reliable evidence to support the use of any 

behavioural treatment of PNES and recommended that randomised studies of all 

behavioural interventions are required20.  
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Stone and colleagues reported that patients with PNES were less likely than those with 

epilepsy to see psychological factors as relevant to their symptoms, more likely to deny 

that they have suffered from life stress and also to have a more external locus of 

control21.  They suggested that psychological treatment specifically designed to modify 

denial and locus of control may be useful although randomised controlled trials are 

required to test this hypothesis.   

 

In this current study, the specialist neuropsychiatry service were more likely to follow-up 

those people with PNES who had a co-morbid psychiatric disorder requiring change in 

psychotropic medication and ongoing psychiatric monitoring (40% of those with co-

morbid disorder).  In contrast, only two (12%) of those followed up by their general 

practitioner had co-morbid psychiatric disorder (all depressive disorder) and neither had a 

previous psychiatric history.  Nevertheless, available evidence suggests that over 44% of 

these patients continue to have seizures and be dependant on healthcare services 10 years 

after diagnosis (if untreated)22.  Also, people with PNES have an increased risk of 

developing further psychiatric co-morbidity if psychological and psychiatric treatment is 

not available or unsuccessful23.  Therefore, it is necessary to formulate a clear 

multidisciplinary framework and international best practice guidelines for acute 

management and follow-up for these patients.   

 

In common with people with other neuropsychiatric disorders, people with PNES benefit 

most from treatment within the context of a multidisciplinary team that includes 

psychiatrists, neurologists and psychologists24.  In our experience, such a model 
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facilitates a comprehensive and co-ordinated approach to diagnosis and treatment.  We 

suggest that the approach outlined in Table 3 may be useful in guiding management and 

follow-up of people with PNES and we have now adopted this model in our Centre.  

However, more research, particularly involving randomised controlled trials of treatment 

interventions, is urgently required for this vulnerable patient group.   
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Tables and Figures 
 
 
Table 1: Results of Video Electroencephalography Assessment of Patients in the  
Epilepsy Monitoring Unit 
 

 
 
 
 
 
 

 
 
Table 2: Referrals for specialist treatment of people diagnosed with Psychogenic Non-
Epileptic Seizures 

 
 
 
 
 
 
 
 
 
 
 
 
 

Epilepsy and NES N % 
Epilepsy 180 80.4 
NES of medical cause (syncope) 1 0.4 
PNES & Epilepsy 14 6.3 
PNES alone 30 13.4 

Referral for specialist 
treatment upon diagnosis of 
PNES 

No previous 
Psychiatric 

Diagnosis before 
that of PNES 

(n=30) 

Those with a previous 
Psychiatric Diagnosis 
before that of PNES (n=15) 

Overall 
(n=45) 

Direct Referrals for 
Psychological follow-up 
Beaumont Neuropsychology 
Local Psychology Service   
Direct Referrals to Psychology 
Overall 

  
 
77% (23) 
0% (0) 
 
77% (23) 

   
 
20% (3) 
53% (8) 
 
73% (11) 

 
 
58% (26) 
18% (8) 
 
75% (34) 

Direct Referrals for 
Psychiatric follow-up    
Beaumont Neuropsychiatry   
Local Psychiatry Service 
Overall Direct Referrals for 
Psychiatric Follow-up 

   
 
23% (7) 
13% (4) 
 
36% (11) 

   
 
27% (4) 
73% (11) 
 
100% (15) 

 
 
24% (11) 
33% (15) 
 
58% (26) 

Refused Specialist Treatment     7% (2)     0%  (0)  7% (2) 



 

�492

Page | 16 
 

Table 3: Suggested Management and Follow-up of people diagnosed with Psychogenic 
Non-Epileptic Seizures 

 
 
 
 
 
 
 
 

PNES diagnosed by 
VEEG monitoring 

Patient’s Neurology team meets with patient +/- next of kin to deliver and explain: 
         1.  Assessment finding of PNES (clearly, positively and sympathetically) 
         2.  That treatment for PNES will be delivered through neuropsychiatry and     
               neuropsychology teams 
         3.  That anti-epileptic medication will be tapered and stopped completely (if patient does  
               not also have co-existing epileptic seizures) 
 

 Neuropsychiatry team reviews patient to: 
         1.  Formally make psychiatric diagnosis of PNES (conversion disorder) using ICD-10     
               Criteria4. 

 2.  Confirm that no other co-morbid psychiatric disorder is present (e.g., post-traumatic  
       stress disorder 
 3.  Explain diagnosis/diagnoses and recommended treatment(s), to the patient. 

         4.  Decide if psycho-pharmacological intervention is appropriate 
         5.  Decide if other psycho-social interventions/supports apart from psychological therapy  
              are required. 
         6.  Arrange follow-up with neuropsychiatry and patient’s psychiatric services (if    
              appropriate).  
 
 

Neuropsychologist reviews patient to: 
1. Explain role of psychological therapy in treating PNES. 
2. Explore possible aetiological issues of trauma/ abuse, etc with patient 
3. Assess patient for motivation and suitability for psychological therapy.  
4. Decide which type of psychological intervention is appropriate to the patients needs 

(e.g., CBT). 
5. Makes follow-up arrangements with patient. 
6. Liaises regularly with neuropsychiatry regarding patient progress in therapy and to 

arrange neuropsychiatry review after psychological treatment is finished. 
 

 
 

Regular Multidisciplinary meetings (neurology, neuropsychiatry & neuropsychology) to: 
1. Discuss management and follow-up of patients with PNES. 
2. Arrange discharge and liaison with GP/other community services as appropriate.   
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Figure 1: Psychiatric Diagnosis in EMU patients
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Figure 2: Past Psychiatric Disorder in people with 
PNES
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