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IF Y O U S T A R T E D P A T I E N T S O N R E Q U I P , 

W O U L D T H E F U T U R E L O O K D I F F E R E N T ? 

Interim 6-month results from a 5 year 
multicentre study show ReQuip demonstrated 
similar efficacy to L-dopa in the control 
of early' Parkinson's disease.1" Yet ReQuip 

Q
r o p i n i r o I e 

IJJT 
Rethinking Parkinson's. 

has demonstrated a low propensity to 
produce dyskinesias.2™ Maybe it's time 
to rethink Parkinson's. And start early 
Parkinson's patients on ReQuip alone. 

t Hoehn and Yohr stages HI t t A 6 month interim analysis of a 57ear, double-blinded, randomized, multicenter study of patients with early Parkinson' disease. N = 268:179 patients received ropinirole and 89 received L-dopa. The mean daily 
dose wos 9.7 mg and 464.0 mg respectively. There was no difference in Clinical Global Improvement scale in patients with Hoehn and Yahr stages HI although L-dopa showed improvement in a greater proportion of patients with more 
severe disease. The proportion or responders was 58% in the L-dopa group and 48% in the ropinirole group: this was not of statistical significance, t t t In early therapy, the respective incidences of dyskinesia in early therapy of patients receiving 
ropinirole was 1.2%, and of patients receiving L-dopa was 11.2%. Meta analysis, n = 1364, 17 months. Nausea (39,1%), somnolence (12.3%) and insomnia (12.3%) were the most common side effects of ReQuip therapy. Six percent 
of ropinirole patients and nine percent of L-dopa patients had at least one psychiatric symptom (confusion, hallucinations, or delusions). 

H (M) 
For brief prescribing information see page A-31 
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NOW ON PROVINCIAL FORMULARIES1 

Once-a-day Aricept 
improves patient function: 

For a more active day, 
a brighter tomorrow.' 
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Q 
Lamotrigine 

Lamictal 
LAMICTAL is the first and only of the newer* 
antiepileptic drugs (AED) indicated as adjunctive 
therapy for pediatric and adult patients with 
Lennox-Gastaut syndrome (LGS).1 LAMICTAL is 
also the first and only of the newer* AEDs indicated 
for monotherapy after polytherapy in adults. 

Significantly superior control over the 
wide range of seizure types associated 
with Lennox-Gastaut syndrome' 

• Add-on LAMICTAL significantly reduced the 
number of all major seizures, all drop attacks, 
and all tonic-clonic seizures in patients with LGS.1 

MEDIAN NUMBER OF 
ALL MAJOR SEIZURES/WEEK 

p=0.013 J Baseline (week 0) 

!
Treatment period 
(Weeks 1-16) 

16.4 

13.5 
1 4 . 2 

9.9 

Lamictal 
(n=78; age 9.6 ± 5.2 years) 

Placebo 
(n=89; age 10.9 ± 5.9 years) 

A double-blind, randomised, placebo-controlled trial in patients from 
3 to 25 years of age 

Low CNS side-effect profile 
maintained in patients with 
Lennox-Gastaut syndrome 
aged 3-25 

• Low withdrawal rate compared to placebo:*1,2 

group taking LAMICTAL 3.8% (mostly due to 
rash§) vs. placebo group 7.8% (mostly due to 
deterioration of seizure control). 

• No significant difference in the incidence of 
adverse events between LAMICTAL and 
placebo except for cold or viral illness 
(LAMICTAL 5% vs placebo 0%; p=0.05).11 

Improved neurological function 
and cognitive skills2 3 

• A greater proportion of LGS patients (age 3 to 
25 years) treated with add-on LAMICTAL (n=79) 
vs add-on placebo (n=90) had a clinically 
significant improvement in neurological 
findings across the 16 week treatment period 
for: behaviour (30.4% vs. 14.4%); speech (11.4% 
vs. 2.2%); and non-verbal communication 
(11.4% vs. 7.8%).*3 

LAMICTAL offers superior control over the seizure 
types associated with LGS and a low CNS side-
effect profile. You may also improve the neurological 
function and cognitive skills of your patients.2-3 

Add LAMICTAL** as soon as the diagnosis of LGS 
is suspected.4 

GlaxoWellcome 
Glaxo Wellcome Inc. 
®Registered trademark of The Wellcome Foundation Limited, Glaxo Wellcome Inc. licensed use. 

Lamotrigine 

Lamictal 
For & BrifLt<r Future 

A-5 For brief prescribing information see pages A-47 - A-50 
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BETASERON delays disability progression 

Probability of confirmed disability progression* 

year 1 year 2 yearS 

] Placebo (n-358) * SPMS patients 
I BETASERON 8 MIU (n-360) 'Relative reduction 

BETASERON reduces relapse,rate 
in both relapsing-remittihgf and 
secondary progressive MSV 

to 
ec 

I 
I 

Reduction of mean annual 
relapse rate in RR patients12 

r30.Wo*^ 
p-O.0006 

Multicentre, double-blind 
randomised, 5-year study 

3 Placebo fa 123) n o s t a t i s t , c a l »UPrft«n« * 
| BETASERON 8 MIU (n-124) *Relatfve reduction 
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BERLEX CANADA INC. 
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BETASERON 
• f P ^ M P W 

lNTERf»EROH I i ^ k - f % £ ^ ^ 
FromKOnset 'Ommmtdf^-
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FOR BOTH 

RRMS 
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Vincent Van Gogh Joan of Arc 

1 

YESTERDAY, PEOPLE WITH EPILEPSY 
HAD TO BE EXTRAORDINARY TO SUCCEED 

Sir Isaac Newton Charles Dickens 
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EFFICACY ACROSS A BROAD RANGE 
OF SEIZURES. 

TOPAMAX demonstrates efficacy in Partial Onset, Primary Generalized Tonic-Clonic, and Lennox-Gastaut Seizures1 

Desirable seizure-free results were shown in both Adults (19%)* and Children (22%)* with Partial Onset Seizures23 

NO EVIDENCE OF LIFE-THREATENING 
SIDE EFFECTS. 

P • Like most antiepileptics, the most common side effects are CNS related, usually mild to moderate and transient51 

ADULT PATIENTS MAY EXPERIENCE 
WEIGHT LOSS. 

• 73% of patients (n=52) showed a mean weight decrease of 5.97 lb (Interim analysis. Average duration 60 days)4 

• 96% of children in clinical trials (£ one year) who lost weight showed resumption of weight gain in test period"1 

TODAY, THERE'S TOPAMAX 

B I D . DOSING WITH THE 
PATIENT IN MIND. 

• TOPAMAX is initiated and titrated to clinical response regardless of existing anticonvulsant therapy 

• Tablets^a^tableonfor^ulary^t'.• ;;; 

^IN SPRINKLE 
CAPSULES 

TOPAMAX 
opiramate 

NOW INDICATED 

ijtt V f B I MR D n T I V U T C f c l A l C P If n D T II V T II T I D I I If T C 
I j B A b r i N u r M i 1 1 it i a PI A n i« 1*1 u n & u r i n & i n i i i v & a 

r* tapimmatjt Tablets and Sprinkle Capsules; indicated as atgunctfw therapy for tht management of patients (adutts (md/diMm, fm^§iK:^^^M^:r i 
twho are not satisfactorily controlled with Conventional'Oternpy. There is limited information on the tM'eftapMmaWfamiu^ 

» hM, M w * t™Un-iW|it»)i,^fi(iijt dosing was 3MM mj(iij(*»»w?8«*j/iias). 
M kM Criri Ito chiidrer (n-7JJ; t t i ^ S* K S ritontfe, teerage dose 
1 -*~ i» units- SoinTOl«TOiJKlSt<tel»»>»^»)j:»«il* f » » ) i « f (tatas (IMSfe p»*sm*)t stowinj (KM), »ystap» (15.0%), ) M M i (15.0%), MMMMM (1S.«%), iMtattywith comcmfeitiw/lSWtten (t«^J»«3«rt»f»lf" •;= 
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5il.TOP^'t»prairitteiit«ti.»M%iHiAfr^^ 
(Sn>al2):U2S-U6 LHauwilt W t » r t W « H « » t f ^ l a M t o | * » ^ 

EN-OHTHO Ino 

•AU tndcmafk right! used under fcerree • mo JANBBBWS«W«8»i? 

A-n For brief prescribing ix^aaMfm-m^^^^^^gB 
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A, 

AS IN 

MS, 
SOME 

THINGS 

RE NOT 

ALWAYS 

BVIOUS. 

a f . i i 
• • 
l r 

ONEX' 
wonbeta-la) IM Injection 

Danger can lurk behind 

the face of an apparently 

healthy MS patient. 
Progressive brain atrophy begins early in the course of MS and is likely 
irreversible.1 Cognitive disturbances begin early in the MS process, but 
are often subtle and easily overlooked by patient and clinician alike.24 

AVONEX® has shown a 55% reduction 
in brain atrophy progression.5 

The use of AVONEX® can help patients with relapsing forms of MS 
maintain both physical AND mental function longer. In a clinical 
trial, patients treated with AVONEX® showed a 55% reduction in 
brain atrophy progression versus placebo, during the second year of 
treatment.*5 AVONEX® is proven to slow the progression of physical 
disability - patients treated with AVONEX® showed a 37% reduction 
in the risk of disability progression and a 32% reduction in annual 
exacerbation rate over two years.t6 AVONEX® also demonstrated a 
significant MRI effect showing an 89% reduction in gadolinium-
enhanced lesions in patients with enhancement at baseline.07 

Change in Brain Parenchymal Fraction5 

(Adapted from Rudick et al.) 

I 
I 

I 

-0.25 

-0.5 

-0.75 

Interferon &-1a 
n = 68 

^^^^^^H 

p=0.03 

Placebo 
n = 72 

^^^^^^H 

Change in brain 
parenchymal fraction 
(BPF) according to 
treatment arm in die 
interferon 6-la clinical 
trial. Significandy 
less brain atrophy in 
interferon fi-la patients 
during the second year. 

\ people with relapsing farms of MS 
get on with their lives. 

Once-a-Week AVONEX® is generally well tolerated.' 
The once-a-week intramuscular dosing regimen with AVONEX®, 
means few opportunities for injection-related side effects to disrupt 
patient's lifestyle.6 The most common side effects associated with 
treatment are flu-like symptoms and usually resolve within 24 hours 
after injection.6,8 Incidence of side effects decrease over time with 
continued treatment for most people.8 Please see product monograph 
for important patient selection and monitoring information. 

* It remains to be determined whether brain atrophy during the relapsing-remltting stage of MS will predict long-term 
disability progression better than clinical features in the majority of patients. Additional prospective studies are needed 
to determine the biologic factors associated with atrophy progression, the clinical significance of BPF change during 
the relapsing-remitting disease stage, and the impact and time course of therapeutic intervention. 

t Kaplan-Meier estimate of percentage progressing at two years for placebo patients: 34.9% (n=143); AVONDC-treated 
patients: 21.9% (n=158);(p=0.02). Placebo annual exacerbation rate: 0.90 (n=87); AVONEX* annual exacerbation rate: 
0.61 (n=85);(p=0.002). 

0 The exact relationship between MRI findings and clinical status is unknown (n=44). ^PAAR1^ 
AVONEX* is indicated for the treatment of relapsing forms of MS. rf\l*Oj 

A-15 For brief prescribing information see pages A-44, A-45, A-50 
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0 
lamotrigine 

Lamictal 
LAMICTAL est le premier et le seul parmi les 
nouveaux antiepileptiques* qui soit indique comme 
traitement d'appoint chez les enfants et les adultes 
atteints du syndrome de Lennox-Gastaut (SLG)1. 
LAMICTAL est egalement le premier et le seul 
parmi les antiepileptiques recents* qui soit indique 
comme monotherapie apres polytherapie chez 
l'adulte. 

Une superiorite significative pour 
maitriser les divers types de crises 
liees au syndrome de Lennox-Gastaut* 
• L'adjonction de LAMICTAL reduit, de facon 

significative, le nombre de crises majeures, les 
effondrements epileptiques et les crises tonico-
cloniques chez les patients atteints de SLG1. 

NOMBRE MEDIAN 
DES CRISES MAJEURES/SEMAINE 

p = 0,013 • 
16,4 

I Valeur initiale (semaine 0) 

• Periode de traitement 
I (semaines 1 a 16) 

14,2 

Lamictal 
(n = 78; age 9,6 ± 5,2 ans) 

Placebo 
(n = 89; age 10,9 ± 5,9 ans) 

Essai a double insu, a repartition aleatoire et a controle placebo chez des patients 
de 3 a 25 ans 

Maintien d'unfaible profit d'effets 
indesirables touchant le SNC chez 
les patients de 3 a 25 ans atteints 
du syndrome de Lennox-Gastaut 
• Faible taux d'abandons comparativement au 

placebo*1-2: 3,8 % pour le groupe LAMICTAL 
(principalement relies aux eruptions cutanees§) 
contre 7,8 % pour le groupe placebo (principale­
ment relies a une deterioration de la maitrise 
des crises). 

• Aucune difference significative dans la frequence 
des effets indesirables entre LAMICTAL et le 
placebo, sauf pour le rhume ou des maladies 
virales (LAMICTAL, 5 % contre placebo, 0 %; 
P = cos)11. 

Amelioration de la fonction neuro-
logique et des facultes cognitives23 

• Une plus forte proportion de patients (de 3 a 25 ans) 
atteints de SLG, traites a l'aide de LAMICTAL 
comme traitement d'appoint (n = 79) c. un placebo 
d'appoint (n = 90), ont connu une amelioration 
cliniquement significative des symptomes neu-
rologiques durant la periode de traitement de 
16 semaines : comportement (30,4 % c. 14,4 %), 
parole (11,4 % c. 2,2 %) et communication non 
verbale (11,4 % c. 7,8 %)*3. 

LAMICTAL offre une plus grand maitrise des 
divers types de crises liees au SLG, avec faible profil 
d'effets indesirables touchant le SNC. Vous pouvez 
aussi ameliorer la fonction neurologique et les 
facultes cognitives de vos patients2,3. Ajoutez 
LAMICTAL** des que l'on soupconne un SLG4. 

GlaxoWellcome 
Glaxo Wellcome Inc. 
*Marque dipos^e de The Wellcome Foundation Limited, utilisee sous licence par Glaxo Wellcome Inc. 

lamotrigine 

Lamictal CED 

A-17 Pour documentation voir pages A-47, A-48, A-49 
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BETASERON retarde la progression de I'ineapacite 

Probabflite de la -progression 
confirmee de I'ineapacite* 

0,6r 
0,5 -
0,4 -

0.3 -

0,2 -
0,1 -

0 — 

36,7 %•-> 
D - 0,0032 

030 

J p- 0,0013 

0,47 

r l6 ,1%* 
p.0 ,<»66 

0,56 

1rcannee yannee ^am^e 

* Patients atteints de SEP progressive seeondaire 
* Reduction relative 

BETASERON reduit le taux de poussees 
dans.la SEP remittente2 et dans la 
SEP progressive seeondaire1 

Reduction du taux annuel moyen 
des poussees chez les patients 

atteints de SEP remittente" 

HI 
.v < 
</> 
</> 
3 
O 
Q . 
i/l 
V 

1.2 
1,0 
0,8 
0,6 
0,4 -
0.2 -
0,0 

1 
30.0%* 

1,12 m 
I BETASERON 8 MUt (n - 124) * Reduction relative 

* Etude rrrulticenlnquc controlec. 
a double insu el a repartition alcatoire, 
d'une duree de ^ atn, dunneei sur 
5 ans combtttees, aucune difference 
statistiquernenl Mgnificdtive par rapport 
au placebo au tour; d n annees 3 a 5 

Reduction du taux annuel 
moyen des poussees 

chez les patients atteints 
de SEP progressive seeondaire*' 

_ </) " ^ 0 , 7 

Mj, '*» ;Q 0a if 

I 
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35th Meeting of the 
Canadian Congress of Neurological Sciences 

Ottawa, June 13-17, 2000 

PRELIMINARY PROGRAM 
200M 

CCNS-CCSN 

See www.ccns.org for full program details 

Mark your calendar for Ottawa in ]unel 

Tuesday, ]une 13 
• Neurobiology Review Course 2000 

• ALS Symposium 

• Clinical EpilepsyVideo Session (evening) 

• Vascular Dementia (evening) 

Wednesday, )une 14 
• Courses 

1. Evidence-based Neurology (am) 

2. Management of Disorders of the Craniocervical 
Junction (full day) 

3. Current Educational Issues in the Clinical 
Neurosciences (am) 

4. Medical Legal Issues in Child Neurology (am) 

5. Molecular Mechanisms of Epileptic Syndromes (am) 

6. Medical Ethics in Neurology (pm) 

7. Molecular Mechanisms of Neuromuscular Disease (pm) 

8. Case Studies in Neurocritical Care (Neurocritical Care 
Group) (pm) 

9. Epilepsy (pm) 

• Welcome Reception 

For additional information contact: 

The Canadian Congress of Neurological Sciences 

P.O. Box 5456, Station A, 

Calgary, AB Canada T2H 1X8 

Tel: (403) 229-9544 Fax: (403) 229-1661 

Email: brains@ccns.org 

Thursday, ]une 15 
• Meet the Expert Breakfast - Neurosurgery 

• Breakfast/posters/exhibits 

• Plenary Session I: 

The Millenium and the Future of 
Clinical Neuroscience 

• Oral Platform Sessions 

• Lunch/posters/exhibits 

• Plenary Session II: 

Endovascular Horizons in 
Cerebrovascular Disease 

• Social evening 

Friday, ]une 16 
• Meet the Expert Breakfast - Neurology 

• Breakfast/posters/exhibits 

• Plenary Session III: Molecular Genetics and Clinical 
Neuroscience 

• Oral Platform Sessions 

• Lunch/posters/exhibits 

• Debates: Neurosurgery; Neurology 

• Child Neurology Dinner 

Saturday, June 17 
• Courses 

1. Emergent Therapies in Acute Stroke (full day) 

2. Multiple Sclerosis (am) 

3. Migraine 2000: A New Era in Migraine Therapy (pm) 

• Child Neurology Day: Neurobehavioural Disorders 

A-24 
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Introducing 1 
A new option in the treatment of spasticity 

St a rt fro m 
• . • 

osition 
1 

Zanaflex is -effective first-line therapy for patients with 

spasticity associated with disorders and conditions such 

as Multiple Sclerosis, stroke, cerebral palsy, spinal cord 

injury and traumatic brain injury.^23 The dual mechanism 

of action, targeting both the locus ceruleus and 

polysynaptic pathways, reduces hyperactivity of spinal 

motor neurons.24 

Reduces muscle tone. Preserves muscle strength.1 

DRAXIS 
DRAXIS HEALTH INC. 
6870 Goreway Drive, 
Mississauga, Ontario L4V 1P1 

® Zanaflex is a registered trademark of Elan Pharmaceuticals Inc. 

DRAXIS HEALTH INC. is the Canadian distributor of Zanaflex. 
rPAAB* 

In multiple-dose, placebo-controlled studies, the most frequently reported adverse events included 
dry mouth (49%), sedation/somnolence (48%), asthenia (weakness, fatigue and/or tiredness) (41%) 
and dizziness (16%).4 The most common adverse events leading to discontinuation of therapy were 
asthenia (3%), somnolence (3%) and dry mouth (3%).5 

Sedation may be additive when Zanaflex is taken in conjunction with drugs or substances that act as 
CNS depressants. Caution is advised when treatment is used in patients who have a history of 
orthostatic hypotension or are receiving concurrent antihypertensive therapy. Monitoring of 
aminotransferase levels is recommended during the first six months of treatment, and periodically 
thereafter, based on clinical status. 

For more information, 
call 1-800-563-7546. 

Relief. Strength. Flexibility. 

A-25 For brief prescribing information see pages A-42, A-43, A-51 
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I M / \ C ^ » « * * ) A A A International Neuro-ophthalmology 
IIMU3 ^ ZUUU Society Meeting 

SEPTEMBER 10-14, 2000 TORONTO, ONTARIO, CANADA 
Deadline for early registration: May 3 1 , 2000 • Abstract submission deadline: April 2 1 , 2000 

Venue West Conference Services Ltd. 

#645 - 375 Water Street, Vancouver, BC, V6B 5C6 Canada 

Tel: (604) 681 -5226 Fax: (604) 681 -2503 

Email: congress@venuewest.com 

Website: www.venuewest.com/inos 2000 

Regsitration and abstracts forms may 
be dowloaded from our website 

Feel free to visit our website: 

www.venuewest.com/inos2000 

dose of Neurontin* should 
stemmed on an individual 

\ basis to optimize response" 
Tbtwabfllty Anrtyslt Bwuto • 

AsthanJo 9(33%) 1 « M M ) 0.01 

^r 
STEPS study highlights 
Neurontin's* improved 

efficacy as add-on therapy 
at higher doses. 

Adapted from STEPS 
Study examined patents with partial seizures wfth or without srandaygmerafeatat i 

STEPS was a prospective open-label, 16-week, multicentre study. 
Doses tngher than 1200 mo/day may Increase the efficacy in some patients; 

howewt. higher dose may also increase the incidence ol advetse events'. 

Babapantht was generally wall talented at dosages >1800 mglday 
(up to 3500 mglday). Patients who tolerated gabapenttn at dosages 

S1800 mglday wan able to tolerate Increased dosages.' 
The maximum racommandad donga Is 2400 mglday.' 

lb help them through the storm -
consider moving patients to a higher 

dosage of Neurontin * 

NEURONTIN 
(tj,?ii,,pfn!in Ktrjsulcs) 

USER FRIENDLY EFFICACY c ^ > 

. * TM Warner-Lambert Company, Parke-Davis Div. 
> ) M R K E - D A M S Warner-Lambert Canada Inc., lie. use Scarborough, 0NT MIL 2N3 

® 

t in previous fixed dosage studies somnolence and ataxia appeared to exhibit a positive dose-response relationship. Patients treated with 1800 mg/day (n=54) experienced approximately a two-fold increase 
as compared to patients on lower doses of 600 to 1200 mg/day in the incidence of nystagmus (20.4%), tremor (14.8%), rhinitis (13%), peripheral edema (7,4%), abnormal coordination, depression and myalgia (all at 5.6%), 

Neurontin is indicated as adjunctive therapy for the management of patients with epilepsy who are not satisfactorily controlled by conventional therapy.' 

A-27 For brief prescribing information see page A-37 
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25 Years Ago in the 
Canadian Journal of Neurological Sciences 

KINDLING: SECONDARY ELIPTOGENESIS, SLEEP AND CATECHOLAMINES 

Mitsumoto Sato and Toyoji Nakashima 

Summary: Seizure development and transference phenomenon were investigated in hippocampal and amygdaloid kindled 
cats. The behavioral and electrographic findings during the kindling procedures showed that motor seizure development in 
hippocampal seizures occurred with the emergence of independent discharging in the amygdala, globus pallidus and 
contralateral hippocampus. Furthermore, secondary site convulsions developed upon the first stimulation of these structures 
in the hippocampal group but only after over a month of hippocampal stimulation in the amygdaloid group. It was, therefore, 
concluded that role of the amygdala and globus pallidus in hippocampal seizure development was more essential than that of 
hippocampal stimulation in amygdaloid seizure development. The common findings between the hippocampal and 
amygdaloid kindled animals were the systematic progression to seizures, the all-or-nothing nature of the electrical response 
and the relative permanency of the seizure susceptibility. Seizure susceptibility increased during slow wave sleep and 
decreased during REM sleep. These latter findings were examined with preliminary data of brain bioassays of catecholamines. 

Can. J. Neurol. Sci. 1975;2:(Suppl 2):439 

SLEEP, SUBCORTICAL STIMULATION AND KINDLING IN THE CAT 

T. Tanaka, H. Lange and R. Naquet 

Summary: A longitudinal study of the effects of sleep on amygdaloid kindling showed that kindling disrupted normal 
sleep patterns by reducing REM sleep and increasing awake time. Few interictal spike discharges were observed during the 
awake stage, while a marked increase in discharge was observed during the light and deep sleep stages. No discharges were 
observed during REM sleep. During the immediate post-stimulation period the nonstimulated amygdala showed a much 
higher rate of spike discharge. On the other hand, there was an increase in spike discharge in the stimulated amygdala during 
natural sleep without preceding amygdaloid stimulation. Amygdaloid stimulation at the generalized seizure threshold during 
each sleep stage resulted in a generalized convulsion. 

The influence of subcortical electrical stimulation on kindled amygdaloid convulsions was investigated in a second 
experiment. Stimulation of the centre median and the caudate nucleus was without effect on kindled convulsions, while 
stimulation of the mesencephalic reticular formation at high frequency (300Hz) reduced the latency of onset of kindled 
generalized convulsions. Stimulation of the nucleus ventralis lateralis of the thalamus at low frequency (10Hz) prolonged 
the convulsion latency, and at high current levels blocked the induced convulsion. Stimulation in the central gray matter at 
low frequency (10Hz) also blocked kindled amygdaloid convulsions. 

Can. J. Neurol. Sci. 1975;2:(Suppl 2):447 

BEHAVIORAL AND EPILEPTIC DETERMINANTS OF PREDATORY 
ATTACK BEHAVIOR IN THE CAT 

R. Adamec 

Summary: This report presents studies which relate epileptic excitability to behavioral measures of defensive suppression 
of predatory attack in cats. Correlated with heightened defensiveness to environmental stimuli among non-killer cats is a 
heightened amygdaloid epileptic excitability, as well as a heightened conduction of amygdaloid epileptic activity to thalamic 
and hypothalamic substrates of predatory response in the amygdala to the complex visual stimuli presented by rat prey. These 
neurosensory responses correlate well with measures of epileptic excitability. Brain and behavior measures appear related 
since enhancement of excitability in the amygdala and of projection of epileptic activity by repeated electrical stimulation of 
predatory attack. Furthermore, the ventral hippocampus seems capable of antagonizing the behaviorally suppressive effects 
of heightened amygdaloid excitability perhaps at points of convergence of amygdaloid and hippocampal output. 

Can. J. Neurol. Sci. 1975;2:(Suppl 2):457 
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25 Years Ago in the 
Canadian Journal of Neurological Sciences 

GENERALITY OF THE KINDLING PHENOMENON: SOME CLINICAL IMPLICATIONS 

J.P.J. Pinel and P H . van Oot 

Summary: The purpose of the present investigations was to explore the generality of the kindling phenomenon and its 
applicability to clinical situations. Whether local brain stimulation, electroconvulsive shock (ECS), or metrazol the 
consequence of periodic administration of convulsive agents was found to be the same; in each case repeated application of 
the agent resulted in the gradual development and intensification of convulsive symptoms (kindling). Moreover, in each case 
the resulting intensification was not specific to the agent being used and seemed to increase the responsiveness to convulsive 
agents in general. In the present studies this interaction was seen in the form of an intensified alcohol withdrawal syndrome 
observed 18 days after cessation of a series of metrazol injections, amygdaloid stimulations, or ECS. Thus, it appears that 
one of the hazards of the convulsive therapies is that they may induce enduring changes in brain function which leave the 
patient in a state of increased susceptibility to a variety of potentially convulsive agents. 

Can. J. Neurol. Sci. 1975;2:(Suppl 2):467 
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consider moving patients to a higher 

dosage of Neurontin* 
Cumulative > 50% 

T 
™ 

«, 
• 

50- » ss 

as 
-; s i 1 
•:LJL I i 

.... _ 
S i l l 

^ sg s i 
=K =n ^ 
^ js ff 
11 S H 
M 8 s 

* Sj^f * * -no/day) 

Cumulative % Seizure Free 
(n=1055)' 

Adapted Trum STEPS Adapted from STEPS 

ffJSJZj 

STEPS study highlights 
Neurontin's* improved 

efficacy as add-on therapy 
at higher doses. 

Study examined patients with partial seizures with or without secondary generalizations. STEPS was a 
prospective, open-label, 16-week, multicentre study. 

Doses higher than 1200 mg/day may increase the 
efficacy in some patients1; however, higher doses 

may also increase the incidence of adverse events.' 
The maximum recommended dose is 2400 mg/day.3 
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t in previous fixed dosage studies somnolence and ataxia appeared to exhibit a positive dose-response relationship. Patients treated with 1800 mg/day (n=54) experienced approximately a two-fold increase 
as compared to patients on lower doses of 600 to 1200 mg/day in the incidence of nystagmus (20.4%), tremor (14.8%), rhinitis (13%), peripheral edema (7.4%), abnormal coordination, depression and myalgia (all at 5.6%). 

Neurontin is indicated as adjunctive therapy for the management of patients with epilepsy who are not satisfactorily controlled by conventional therapy.3 
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the beauty of relief. 
Zomig* provides consistent relief. 
• Rapid relief within one hour.1 

• Significant headache response* after a single 2.5 mg dose. 

• Consistent efficacy across multiple attacks.2"4 

• Effective in a wide variety of migraine subtypes.11 

• Effective when taken at any time during a migraine attack.2 

• Treats associated symptoms of photophobia, phonophobia and nausea.1 

• Proven safety profile in over 5,500 patients treating more than 89,000 attacks.5,6* 

JT- v* 

Improvement from severe or moderate headache to mild or no pain at two noun, 

t Zomig* is indicated for the acute treatment of migraine with or without aura. 

Zomig* is not intended for use prophylactically or in hemiplegic, basilar or ophthalmoplegic migraine. Safety and efficacy have not been 
established for duster headache, which is present in an older predominantiy male population, 

ft/The most common side effects reported with Zomig* compared to placebo were nausea (9% vs. 3.7%), head/face sensations (8.6SB vs. 1.736), 
dizziness (8.4% vs. 4%) and neck/throat/jaw sensations ( 7 * vs. 3%). 

Zomig* is contraindicated in patients with history, symptoms, or signs of ischemic cardiac, cerebrovascular or peripheral vascular syndromes, valvular heart 
disease or cardiac arrhythmias (especially tachycardias). In addition, patients with other signfant underlying cardiovascular disease should not receive Zomig*. 
Zomig* is also contraindicated in patients with uncontrolled or severe hypertension. 

Please see Product Monograph. 

For more information about Zomig* please contact AstraZeneca Customer Relations by phone at I -800-668-6000 or fax at (905) 896-4745. 

The AstraZeneca logo is a trademark of AstraZeneca PLC and is used under license by Astra Pharma ire and Zeneca Pharma Inc. 
Zomig* (zotmttriptan) is a registered trademark of the AstraZeneca group of companies. 

AstraZeneca 

EZomie 
zolmitriptan tablets 2.5 mg c - ^ 
Consistent migraine relief. 
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