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Bidrag til Mogens Fog Foredragskonkurrence

Antiepileptic drugs reduce semen quality in men with epilepsy

Jesper Erdal1, Bjarke á Rogvi-Hansen1, Hans Høgenhaven1, Marianne Mikkelsen1, 
Hanna Jersing1, Elisabeth Carlsen2 og Niels Erik Skakkebæk2
1Epilepsiklinikken; 2Afd. for Vækst og Reproduktion, Rigshospitalet.

Objective:

To investigate semen parameters in men with epilepsy.
Background:

Several studies have shown that men with epilepsy have reduced fertility and altered levels of sex hormones. However, little is known of semen quality during antiepileptic drug treatment.

Method:

Cross-sectional study including men with epilepsy, aged 18-50 years who had a fresh semen sample analysed.

Results:

So far 49 men with epilepsy have been included: 6 untreated and 43 on antiepileptic drug therapy (29 on mono- and 14 on polytherapy).

Men on antiepileptic drug treatment had significant more immobile and morphologically abnormal sperms than untreated men (p<0.05). This was the case for monotherapy as well as polytherapy.

Conclusion;

Men with epilepsy treated with antiepileptic drugs seem to have reduced semen quality compared with untreated men. This may be part of the reason for the reduced fertility in men with epilepsy.

Jesper Erdal, afdelingslæge

Neurologisk Klinik, Rigshospitalet

erdal@dadlnet.dk

Bidrag til Mogens Fog Foredragskonkurrence

Clinical and genetic studies in dystonia 

Lena E. Hjermind1+2, Lene M. Werdelin2, Sven Asger Sørensen1

1 The Panum Institute, University of Copenhagen, Dept. of Med. Genetics, Denmark 
2 Bispebjerg Hospital, University Hospital of Copenhagen, Dept. of Neurology, Denmark
Dystonia is a clinical and genetical heterogeneous syndrome. In order to describe the different dystonia types in Denmark a clinical and molecular genetic studies were performed with a group of 230 patients with dystonia and relatives (127 probands and 103 relatives from 28 families). The investigations began with the collection of patients with primary dystonia or dystonia-plus for clinical examination. As far as possible, relatives to the probands with a family history of dystonia or a in the study discovered positive molecular genetic DYT test or both were examined clinically. Blood samples for DNA extraction were collected from all the probands and the relatives.

All probands were tested for DYT1 dystonia because of the reported heterogeneous clinical presentation and low penetrance. Linkage studies were performed to study possible linkage to three different loci on six families. Subsequently, DNA sequence analyses of the DYT11 gene and of the DYT5 gene were performed on 34 affected.

The frequency of some hereditary dystonia types is different from foreign reports. Furthermore, the molecular genetic studies revealed three not earlier reported mutations, two of the mutations in families with atypical phenotypes, and two de novo mutations. Finally, the phenotype-genotype relation is more complex than earlier assumed.

Bidrag til Mogens Fog Foredragskonkurrence

Neuropathy and health status after Guillain-Barré Syndrome

Charlotte Dornonville de la Cour, MD; Johannes Jakobsen, MD, DMSc 
Department of neurology, Aarhus University Hospital, Nørrebrogade 44, 
8000 Aarhus C, Denmark
Objective: 

We estimated the incidence of permanent neuropathy in a population based group of GBS patients using widely accepted criteria for neuropathy and furthermore related neuropathy to self-reported health scores. 

Patients and methods: 

Forty adult patients with a confirmed diagnosis of GBS one to 13 years previously and 40 matched, healthy controls were included. The neuropathy symptom score (NSS) and the neuropathy disability score (NDS) were employed. Quantitative sensory testing (QST) of thresholds for vibration and standard nerve conduction studies (NCS) were conducted. Participants completed the SF-36 questionnaire. Neuropathy was evaluated according to NSS, NDS, QST and NCS and a neuropathy rank sum score (NRSS) was given. 

Results: 

Nineteen patients (47.5%) were neuropathic. No controls were neuropathic according to NSS, NDS and QST (p<0.001). The GBS patients scored lower than the healthy controls on the SF-36 “physical component summary” (pcs) (p=0.01) and the pcs values were significantly associated with the NRSS (r=-0.41, p=0.009). 

Conclusion: 

Unselected adult GBS patients show a high incidence of permanent neuropathy one to thirteen years after the acute episode of GBS. The degree of neuropathy correlates to the self-reported physical health status.

Bidrag til Mogens Fog Foredragskonkurrence

Enhanced accuracy during mirror tracing during

rTMS-induced proprioceptive deafferentation

Daniela Balslev 1,2, Lars O.D. Christensen3 , R. Chris Miall3

1 Neurobiology Research Unit, Copenhagen University Hospital, Rigshospitalet, Denmark

2 Danish Centre for Magnetic Resonance, Hvidovre Hospital, Hvidovre, Denmark

3 University Laboratory of Physiology, Oxford, UK

Objective:

To test whether a “virtual lesion” induced in healthy people with repetitive transcranial magnetic stimulation (rTMS) over the primary somatosensory cortex improves performance in a mirror tracing task.

Background:

In novel situations in which the visual feedback is rotated relative to the movement of the hand - e.g. in a mirror - deafferented patients outperform healthy controls (Lajoie et al, Neurol. 42:1104-06, 1992). This suggests that lack of proprioception can be advantageous for motor control when there is a visuoproprioceptive conflict. 

Methods:

Experiment 1

12 healthy volunteers were assigned to 2 intervention groups (real and sham rTMS). The groups were matched for demographic variables. Post-rTMS accuracy during mirror tracing was compared across groups (measure of radial error, Mann-Whitney U-test).

Experiment 2

10 healthy volunteers received both real and sham rTMS on two separate days, 2 days apart. Post-rTMS proprioception was measured using a finger position-matching paradigm and compared across sessions (paired t-test).

Results:

rTMS enhanced movement accuracy during mirror tracing (p<0.05) but reduced proprioception, as measured  by finger position matching accuracy (p<0.05). 

Conclusion:
It is possible to enhance mirror drawing accuracy in healthy people by reducing the excitability of cortical areas that contribute to the sense of hand position.

Bidrag til Mogens Fog Foredragskonkurrence

Epilepsy and risk of suicide 


Jakob Christensen, MD, Ph.D 1,2, Mogens Vestergaard, MD, Ph.D 3, Esben Agerbo, MSc 4, Per Sidenius, MD, DrMedSci 2 and Preben Bo Mortensen, MD, DrMedSci 4. 
1 Centre for Clinical Pharmacology, Department of Pharmacology, University of Aarhus, Aarhus, Denmark, 8000 ; 2 Department of Neurology, Aarhus University Hospital, Aarhus, Denmark, 8000 ; 3 The Danish Epidemiology Science Centre, Department of Epidemiology and Social Medicine, University of Aarhus, Aarhus, Denmark, 8000 and 4 National Centre for Register-Based Research, University of Aarhus, Aarhus, Denmark, 8000 . 

Rationale: 

It is well known that mortality is increased in patients with epilepsy compared to the background population. Overall standard mortality rates (SMR) range between 1.9 and 3.6. One obvious cause of this excess mortality in epileptics is the presence of CNS disease e.g. brain tumors associated with both epilepsy and excess mortality. However, other causes of death play an important role in the excess mortality in epilepsy, such as accidents, sudden unexpected death in epilepsy (SUDEP) and suicide. Suicide accounts for 5-7% of all deaths in persons with epilepsy as compared with only 1-2% in the general US population. However, most of the studies have been small with fewer than 25 cases, and have included patients from selected populations e.g. inpatients.


Methods:

From an unselected cohort of people who committed suicide in Denmark during 1980-97 we obtained information from cases, and 20 population-based controls per suicide matched for age, sex and date of suicide (controls). Data was obtained from four Danish longitudinal registries: 1) The Cause of Death Registry, 2) The Danish Psychiatric Central Registry, 3) The Danish Integrated Database for Labour Market Research, and 4) the Danish Civil Registration System. Suicide cases and controls were matched with data from the Danish National Hospital Registry (Landspatientregisteret) to identify patients with a diagnosis of epilepsy. We included both inpatients (1980 
 INCLUDEPICTURE "http://www.marathonmultimedia.com/graphics/alphabet/ndash.jpg" \* MERGEFORMATINET 


1997) and outpatients (1995 1997) according to a Danish version of the International Classification of Diseases (ICD). From 1980 to 1994 we used the diagnosis epilepsy codes: 345 (ICD 8) and from 1995 to 1997 we used the diagnoses G40 and G41 (ICD 10).

Results:

Data was obtained from 21.169 persons who committed suicide (cases) and from 423,128 controls. Among the persons who committed suicide, 492 (2.32%) had a diagnosis of epilepsy as compared with 3,140 (0.71%) among the controls. The odds-ratio for epilepsy in cases versus controls was 3.17 (95%, Confidence interval: 2.88 - 3.50, p < 0.001).

Conclusion:

The frequency of epilepsy in this unselected, nationwide cohort was similar to the frequencies of epilepsy reported in other general populations. We identified a significantly increased frequency of epilepsy among patients who committed suicide. These findings establish suicide as a contributing cause to the increased mortality in patients with epilepsy.

Funding supported by: The Danish Epilepsy Society

Bidrag til Mogens Fog Foredragskonkurrence
Changes in RCBF pattern caused surgery and deep brain stimulation

in Parkinson's Disease 

A. Løkkegaard, M. Nowak, K. Jørgensen, L. Werdelin, L. Friberg

Deep brain stimulation (DBS) in the Subthalamic Nucleus is an efficient treatment in advanced Parkinson’s disease. We have investigated changes in rCBF before and after 

surgery using Tc-99m-HMPAO SPECT.

Twenty-eight patients were evaluated pre-operatively, 3 and 12 months post-operatively. Neurological evaluation (UPDRS) was performed in OFF (no anti-parkinsonian medication and stimulator turned off for 12 hours) and in ON (with medication and stimulation); neuropsychological evaluation in ON. SPECT scans were performed in OFF pre- and post-operatively, and in ON post-operatively after injection of 740 MBq Tc-99m HMPAO.

Images were analyzed with SPM99 using a multiple-subject, conditions and covariates design. Evaluated contrasts were effect of DBS (ON versus OFF) and effect of surgery (pre-operative OFF versus post-operative OFF).

Post-operatively UPDRS improved. Verbal fluency was significantly impaired. An increased incidence of depression was found. DBS reduced relative rCBF in motor and pre-motor cortex bilaterally (BA 4, 6), corrected: p<0.006 and p<0.10. Post-operatively scans in OFF condition show a relative reduction of rCBF bilaterally in the inferior and medial frontal gyrus (BA 47, 44, 9), corrected: p<0.0001.

Both surgery alone and DBS cause changes in rCBF-patterns that support the observed clinical findings: improved motor function, impaired verbal fluency and increased incidence of depression.

Annemette Løkkegaard

Læge, klinisk assistent

Neurologisk afdeling

Bispebjerg hospital

Bispebjerg Bakke 23

2400 København NV

Tlf. 35 31 30 09

Email: alokkegaard@dadlnet.dk

Bidrag til Mogens Fog Foredragskonkurrence
Cell-loss in L5 Dorsal Root Ganglia in axotomised 

and non-axotomised diabetic rats

Kåre Severinsen and Johannes Jakobsen

Department of Neurology Aarhus Kommunehospital

Hypothesis:

Diabetes leads to an accelerated loss of DRG-neurons in STZ treated rats with axotomy of 
L5 and to a reduction of DRG-neuronal cell number and cell volume in intact L5 ganglia.

Materials and methods:
Thirty one 18 week old inbred male Wistar rats were randomly allocated to a diabetic axotomy group a non-diabetic axotomy group and two control groups with 10, 10, 6 and 5 animals each. Unilateral permanent axotomy of the L5 spinal nerve was performed 1 cm distal to the DRG and regeneration was prevented by ligation of the nerve ends. Diabetes was induced  by intravenous injection of 42,5 mg/kg streptozotocin in a tale vein 3 days prior to axotomy.

The diabetes duration was 12 weeks, and the L5-DRG of the rats were removed after performing transcardiac perfusion with glutaraldehyd (4%). The tissue was processed for subsequent preparation of 30 (m thick sections stained with cresyl violet.

Application of assumption free unbiased stereological techniques at light microscopy using the optical fractionator and the vertical planar rotator provided estimates of neuronal number and mean perikaryal volume. 

Results:

Axotomy produced cell loss and perikaryal volume reduction in the axotomised ganglia compared to the contralateral intact side in the diabetic as well as in the non diabetic animals. There was no signs of an accelerated cell loss in the diabetic group. 

In the intact diabetic ganglia there was a significant reduction in the total DRG neuronal count amounting to 9% (p<0,02). The A-cell-count was reduced by 16% (p<0,02) and the B-cell reduction was not significant (p<0,13). Furthermore there was a significant reduction of the mean perikaryal volume of A-cells amounting to 10% (p<0,05) and of B-cells to 8% (p<0,04) in the diabetic rats. 

Conclusion:

There is no indication of an accelerated L5 DRG-neuronal loss in axotomised diabetic rats. There is, however, a significant reduction in neuron number and perikaryal volume in intact diabetic L5 DRG compared to non-diabetic controls leading to increased optimism concerning the development of a diabetic animal model, with progressive neuronal loss. 

Bidrag til Mogens Fog Foredragskonkurrence

Forearm immobilisation 

- a human model of complex regional pain syndrome ?

Terkelsen AJ, Bach FW, Jensen TS. Department of Neurology and Danish Pain Research Center, Aarhus University Hospital, Aarhus, Denmark. 

Aim: 
To study the effect of forearm immobilisation on pain processing in healthy subjects. 
Long-term perspective is to elucidate pain mechanisms in Complex Regional Pain Syndrome.

Materials and methods: In 30 R-handed males and females, mean age 23 years, left forearm was immobilised in a scaphoid cast for 4 weeks. Thermal quantitative sensory testing was performed randomly in hairy and glabrous skin of both hands before cast (baseline), immediately after, 3 days, and 4 weeks after cast removal. Topical capsaicin (5 %, 30 min) was randomly applied to hairy skin of both hands at baseline and at cast removal. 

Results: 

Immobilisation produced cold hyperalgesia in glabrous skin immediately and 3 days after cast removal (p < 0.05). In hairy skin, immobilisation caused cold and heat hyperalgesia immediately and after 3 days (p < 0.05). All measures were normalised 4 weeks after cast removal. Immobilisation decreased capsaicin induced pain (p < 0.001). 

Conclusion: 
Upper limb immobilisation produces cold hyperalgesia in hairy and glabrous skin. Heat allodynia present in hairy but not in glabrous skin may reflect distinct nociceptor subtypes in these areas. The differential effect of capsaicin and heat suggest that heat allodynia involves additional mechanisms than vanilloid receptor activation.

Acknowledgements: 
Supported by grants from University of Aarhus, Jacob Madsen, Ellen Pedersen, King Chr. 10th, Midtjyske bladfond, Dagmar Marshall, Helga & Peter Korning and Karen Elise Jensen´s foundations. 
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Poster

Complicated hereditary spastic paraplegia associated with a 
new SPG4 gene mutation
    
Jørgen E. Nielsen, Birger Johnsen, Pernille Koefoed, Kristin Scheuer et al.

Institute of Medical Biochemistry & Genetics, Department of Medical Genetics, 
Section of Neurogenetics, University of Copenhagen. & Department of Neurology, Copenhagen University Hospital, Rigshospitalet, Denmark. 
Objectives:

Complicated forms of Hereditary Spastic Paraplegia (HSP) are rare and usually transmitted in an autosomal recessive pattern. A family of four generations with autosomal dominant hereditary spastic paraplegia (AD-HSP) and a complex phenotype with variably expressed co-existing ataxia, dysarthria, unipolar depression, epilepsy, migraine, and cognitive impairment was investigated.

Methods: 

Genetic linkage analysis and sequencing of the SPG4 gene was performed. Electrophysiological investigations were carried out in 6 individuals and positron emission tomography (PET) in one patient.

Results: 

The disease was linked to the SPG4 locus on chromosome 2p as previously reported for pure HSP. Sequence analysis of the SPG4 (spastin) gene identified a novel 1593 C > T (GLN490Stop) mutation leading to premature termination of exon 12 with ensuing truncation of the encoded protein. The mutation was only identified in those individuals who clinically were affected with HSP, and ataxia as well as dysarthria appeared to co-segregate with these. The other features including epilepsy, cognitive impairment, depression and migraine did not segregate truly with the HSP phenotype or mutation, and therefore the significance of these features to SPG4 is unclear. Electrophysiological investigation showed increased central conduction time at somatosensory evoked potentials measured from the lower limbs as the only abnormal finding in two affected individuals with the SPG4 mutation. Moreover positron emission tomography (PET) of one patient showed significantly relatively decreased regional cerebral blood flow (rCBF) in most of the cerebellum. 

Conclusions:

This kindred demonstrates a considerable overlap between cerebellar ataxia and spastic paraplegia and emphasizes the marked clinical heterogeneity of HSP associated with spastin mutations.    
Correspondence to: Jørgen E. Nielsen.

Institute of Medical Biochemistry & Genetics, Department of Medical Genetics, Section of Neurogenetics. University of Copenhagen, The Panum Institute, Building 24.4, Blegdamsvej 3, DK-2200 Copenhagen N, Denmark. Telephone 0045 3532 7816;

Fax 0045 3539 3373; email jnielsen@imbg.ku.dk
Poster

A patient with dopa-responsive dystonia and juvenile parkinsonism

Hjermind LE1.,2., Johannsen LG3., Wevers R4., Blau N5., Friberg L6., Regeur L2., 
Sørensen SA1.

1 The Panum Institute, University of Copenhagen, Dept. of Med. Genetics, Denmark 

2 Bispebjerg Hospital, University Hospital of Copenhagen, Dept. of Neurology, Denmark

3 University Hospital of Odense, Dept. of Neurology, Denmark

4 University Medical Center Nijmegen, Dept. Of Neurology, the Netherlands

5 University Children's Hospital, Division of Clinical Chemistry and Biochemistry, Zurich

6 Bispebjerg Hospital, University Hospital of Copenhagen, Dept. of Clin. Physiology & Nuclear Med., Denmark

We present a patient with a mutation in the GTP cyclohydrolase I gene (GCH1) which we thought gave the definitive diagnosis: dopa-responsive dystonia (DRD), but further examinations indicated the diagnosis: juvenile parkinsonism (JPD). 


The patient is a 37-year-old Danish man with minor gait problems in childhood and increasing problems using left hand, starting at the age of 28 years. Shortly after his head started bending backward and turning to the right. The course of his gradually generalised, dystonia was very fluctuating, but he always felt sleep benefit.


Treatment with levodopa had excellent effect, but after less than two years he began to have increasing dyskinesia, taking 350mg levodopa a day.


The patient, his oldest, possible-affected brother and his non-affected mother had a not earlier reported point mutation in exon 5 of GCH1, a transition 595 C>T, Pro199Ser. 

The activity of the enzyme GTP cyclohydrolase 1 (GTPCH) was found low by measurement in cultured cytokine-stimulated dermal fibroblasts.


Single photon emission tomography (SPECT) of the presynaptic dopamine transporters (DAT receptors) by 123I-FP-CIT and of the postsynaptic dopamine receptors by 123I-iodobenzamide (IBZM) showed a decrease in 123I-FP-CIT binding ratios suggesting the characteristic nigrostriatal dopaminergic degeneration seen in patients with JPD as well as PD in general. The IBZM SPECT scan was normal.


A clarification of the differential diagnoses, DRD and JPD is important for the treatment and prognosis of patients.

Poster

Gender difference in idiopathic generalized epilepsy

Jakob Christensen, MD, PhD 1,2, Marianne Juel Kjeldsen, MD, PhD 3,4, Henning Andersen, MD, PhD, DrMSci 2, Mogens Laue Friis, MD, DrMSci 3 and Per Sidenius, MD, DrMSci 2. 

Introduction:

Epidemiological studies of epilepsy indicate that the overall incidence of epilepsy is slightly higher in males than in females QUOTE "" 
. However, we have been unable to locate any systematic study of epilepsy populations addressing gender differences of epilepsy when classified according to ILAE criteria for epilepsies and epileptic syndromes. The aim of the study was therefore to look at gender differences in unselected populations of patients with epilepsy.

Methods:

At the outpatient clinic at the Department of Neurology, Aarhus University Hospital, information on epilepsy related issues has been registered in a national epilepsy database since 1999 (EpiBase, Langtved Data, Odense, Denmark). For each person, the database has information on the specific epilepsy diagnosis according to ILAE - criteria for epilepsies and epileptic syndromes. 

In addition, we assessed the gender distribution in a twin study comprising data from the population-based Danish Twin Registry. This study evaluated self-reported epilepsy occurring among twins born between 1953 and 1982. 

Results:

Table 1. Gender differences according to ILAE – criteria. Results from EpiBase.

	Type of epilepsy
	Women (%)
	Men (%)
	Total 
	Significance

	Localization-related epilepsy
	780 (50)
	783 (50)
	1,563
	p = 0.960

	Generalized epilepsy
	284 (59)
	201 (41)
	485
	p < 0.001

	Undetermined epilepsy
	60 (41)
	88 (59)
	148
	p = 0.012

	Special syndromes
	10 (28)
	26 (72)
	36
	p = 0.006

	All epilepsies (total)
	1,134 (51)
	1,098 (49)
	2,232
	p = 0.459


Table 2. Gender differences according to ILAE – criteria. Results from the Danish Twin Study.

	Type of epilepsy
	Women (%)
	Men (%)
	Total 
	Significance

	Localization-related epilepsy
	86 (50)
	86 (50)
	172
	P = 1.00

	Generalized epilepsy
	63 (60)
	42 (40)
	105
	P = 0.05

	Undetermined epilepsy
	3 (75)
	1 (25)
	4
	P = 0.25

	Special syndromes
	18 (49)
	19 (51)
	37
	P = 0.26

	All epilepsies 
	170 (53)
	148 (47)
	318
	P = 0.24


Conclusion:

In two population-based studies, we have identified a gender difference for idiopathic generalized epilepsy. In the outpatient study (EpiBase), this difference was due to gender difference in juvenile absence epilepsy and juvenile myoclonic epilepsy.

Poster

A PET study of serotonin 5-HT1A receptors with [carbonyl-11C]-WAY-

100635 in the acute phase of stroke

Mette Møller, Albert Gjedde, Grethe Andersen, Steen Jacobsen, Johannes Jakobsen, 

Paul Cumming

Aarhus University, PET Centre, and Department of Neurology, Aarhus Denmark

To date only two receptor studies have been carried out with PET in stroke patients, both using a serotonin 5-HT2 receptor-ligand, and showing a widespread decrease in receptor availability months after stroke. Clinical studies of post-stroke depression (PSD) and pathological crying (PC) implicate an imbalance of serotonergic systems, which can be treated with Selective Serotonin Reuptake Inhibitors (SSRI). 

We claim that PC in stroke is a consequence of serotonin depletion, and hypothesize that 
binding of the serotonin 5-HT1A receptor antagonist [carbonyl-11C]WAY-100635 is down-regulated at presynaptic sites in the raphe nuclei and up-regulated at postsynaptic sites in 
the cerebral sites in the raphe nuclei and up-regulated at postsynaptic sites in the cerebral cortex in PC patients. 

We obtained dynamic PET scan in three patients with acute stroke and PC, and in six age-matched healthy control subjects. Maps of the specific binding potential (pB), an index of receptor availability, were generated for all subjects. 

In agreement with earlier studies in vivo and in vitro, these maps showed highest binding 
in hippocampus, frontal neocortex and raphe nuclei, whereas binding in basal ganglia and cerebellum was negligible. In this small study group the results did not show the hypothesized changes in pB. A larger cohort study is planned including follow-up PET scans of the same group of stroke patients. 

Poster

Association of Apolipoprotein E, multiple sclerosis and acute 

monosymptomatic optic neuritis

Mette Pinholt, medical student; Jette Laustrup Frederiksen, MD; Michael Christiansen, MD; Paaul Andersen, MD.

MS Clinic, Department of Neurology, Glostrup Hospital.

Phone: 33259696, E-mail: m.m.m@mobilixnet.dk

Background: 

Previous studies did not find an association between Apo (4 and increased risk of developing multiple sclerosis (MS). The association between Apo (4 and increasing disease progression is still controversial. 

Methods: 

A case group of 436 patients, 364 with MS and 72 with monosymptomatic optic neuritis (ON), were consecutive recruited from the MS clinic at Glostrup Hospital over a 4 year period (1999-2003). Data were obtained from the medical records and disability was measured prospective (EDSS-score). Blood samples were used for genotyping. The progression index was calculated (PI=EDSS/disease duration).

Results: 

The Apo (4 allele frequency of the MS-patients (0.163) and the ON-patients (0.167) was similar to the general Danish population. The rate of disease progression tended to be faster 
in the Apo (4 group (PI=0.9) than in the non-Apo (4 group (PI=0.6) (p>0.05). The rate of disease progression in patients with a disease duration of 10 years or less was significantly faster in the Apo (4 group (PI=1.33) compared to the non-Apo (4 group (PI=0.87) (p<0.05). 

Conclusion: 

The Apo (4 allele seems to predispose carriers with MS to a higher degree of irreversible

neurological impairment. 

Poster

Insular lesions, ECG abnormalities and outcome in acute stroke
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It has been suggested that lesions to the insula including stroke may cause abnormal ECG and increase the risk of sudden death. We investigated if acute CT-detected insular lesions related to ECG abnormalities and to 3-months mortality.

Patients and methods: 

Acute insular lesions were diagnosed in 43/179 patients with acute stroke (intracerebral haemorrhage in 17 patients) based on CT-scans from 5 – 8 days after stroke onset. ECGs in 12 leads were recorded on admission and ECG telemetry was done in the first 12 – 24 hours after admission.  Information as to dead or alive was obtained in all patients.

Results: 
Based on CT-scans from day 5 – 8 acute insular lesions were found in 43 patients, left insular lesions in 25 patients, right insular lesions in 17 patients, and bilateral lesions in 1 patient. Insular lesions related to sinus tachycardia with HR > 120 (p = 0.001), ectopic beats > 10 % (p = 0.032), and ST-elevation (p = 0.011). Right insular lesions related to atrial fibrillation, 
p = 0.009), atrioventricular block (p = 0.029), ectopic beats > 10 % ( p = 0.016), and inverted 
T-wave (p = 0.040). Right insular lesions in comparison to left or no insular lesions increased the odds of death within 3 months OR 6.2 (95 % CI 1.5 – 25.2) independent of stroke severity, lesion volume and age.

Conclusions: 
Insular lesions, especially right insular lesions related to electrocardiographic changes in acute stroke. Right insular lesions predicted death within 3 months. As the number of patients is relatively small, our findings need confirmation in another population of stroke patients.
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