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Epstein-Barr Virus and Multiple Sclerosis

Evidence of Association From a Prospective Study With Long-term Follow-up

Gerald M. DelLorenze, PhD; Kassandra L. Munger, MSc; Evelyn T. Lennette, PhD; Norman Orentreich, MD; Joseph H. Yogelman, DEE;
alberto Ascherio, MD, DrPH

Arch Neurol, 2006;63:839-244,




Tetanus — Impfung und MS

Tetanus vaccination and risk of
multiple sclerosis

A systematic review

Miguel A. Hernan, MD; Alvaro Alonso, MD; and Sonia Hernandez-Diaz, MD
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Neurobiology of Disease

Coxsackievirus Targets Proliferating Neuronal Pritor
Cells in the Neonatal CNS

Ralph Feuer, Robb R. Pagarigan, Stephanie Harkins, Fei Liu, Isabelle P. Hunziker, and J. Lindsay Whitton

Department of Neuropharmacology, The Scripps Research Institute, La Jolla, California 92037

Myelinschadigung bei Kindern
Inaktiv in unreifen Zellen
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Ursachen der Multiplen Sklerose

Genetische Veranlagung Umweltfaktoren
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Antimyelin Antibodies as a Predictor
of Clinically Definite Multiple Sclerosis
after a First Demyelinating Event
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Aﬁt - M OG Ty an tl - M B p - doi: 10.1093intimm{dxh056

Anti-MOG autoantibodies in Italian multiple
sclerosis patients: specificity, sensitivity
and clinical association

Anti-MOG+, anti-MBP-

Renato Mantegazza', Piercarlo Cristaldini', Pia Bernasconi', Fulvio Baggi',
Rosetta Pedotti', llaria Piccini', Nerina Mascoli?, Loredana La Mantia?,
Carlo Antozzi', Ornella Simoncini', Ferdinando Cornelio! and Clara Milanese?

Immunology and Muscular Pathology — Neurology IV, 2Multiple Sclerosis Center — Neurology |V,
Istituto Nazionale Neurologico ‘Carlo Besta', Milan, Italy

Keywords: antibody, anitbody index, autoimmunity, multiple sclerosis, myelin oligodendrocyte
glycoprotein

Anti-MOG-, anti-MBP-

Similar low frequency of anti-MOG IgG
and IgM in MS patients and
healthy subjects

- V. Lampasona, BSe; D. Franciotta, MD; R. Furlan, MD; S. Zanaboni, BSe; R. Fazio, MD; E. Bonifacio, PhD;
: I T 1 | G. Cami, MI); and G. Martino, MD

Risk of Clinically Definite Multiple Sclerosis

Abstract—The authors used a liquid-phase radiobinding assay to measure serum anti-myelin oligodendrocyte protein
(MOG) immunoglobulin (Ig) G in 87 patients with multiple selerosis (MS), in 12 patients with encephalomyelitis, and in 47
healthy subjects. Anti-MOG IgM was determined in samples obtained at onset from 40 of 87 patients with MS and in
control subjects. The frequeney of positive samples with low titers of anti-MOG IgG (=5.7%) and IgM (=8.3%) was similar
in all the groups and subgroups. Binding competition experiments showed that these antibodies had low affinity.
Ant1-MOG antibodies are not disease specific.

NEUROLOGY 2004:62:2092-2004
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Kuhle J. et al.: Prognostic relevance of antimyelin antibodies for the progression to multiple sclerosis
after a first demyelinating event: Results of the BENEFIT trial. J Neuroimmunol 2006; 55



Wann beginnen wir mit der Behandlung?
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Immunmodulatorische Stufentherapie
der Multiplen Sklerose

Multiple Sclerosis Therapy Escalating immunotherapy
Consensus Group . .

of multiple sclerosis

New aspects and practical application

Aktuelle Therapieempfehlungen (September 2006)
Multiple Sklerose Therapie Konsensus Gruppe (MSTKG)

Escalating immunomodulatory therapy of

multiple sclerosis
Update (September 2006)




Immunmodulatorische Stufentherapie der schubformigen MS
Update 2006
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Relation between humoral pathological changes in multiple
sclerosis and response to therapeutic plasma exchange

Mark Keegan, Fatima Konig, Robyn McClelland, Wolfgang Briick, Yazmin Morales, Andreas Bitsch, Hillel Panitch, Hans Lassmann,
Brian Weinshenker, Moses Rodriguez, Joseph Parisi, Claudia F Lucchinetti

Early, active multiple sclerosis lesions show four immunopathological patterns of demyelination. Although these Lancet 2005; 366: 579-82
patterns differ between patients, multiple active lesions from a given patient have an identical pattern, which see comment page 526
suggests pathogenic heterogeneity. Therapeutic plasma exchange (TPE) has been successfully used to treat

fulminant demyelinating attacks unresponsive to steroids. We postulated that patients with pattern II would be more

likely to improve after TPE than those with other patterns since pattern II lesions are distinguished by prominent

immunoglobulin deposition and complement activation. We retrospectively studied 19 patients treated with TPE for

an attack of fulminant CNS inflammatory demyelinating disease. All patients with pattern II (n=10), but none with

pattern I (n=3) or pattern III (n=6), achieved moderate to substantial functional neurological improvement atter TPE

(p<<0-0001). Patients with multiple sclerosis with pattern II pathology are more likely to respond favourably to TPE

than are patients with patterns I or IIL
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Treatment Treatment Total
failure (n=9) success (n=10) (n=19)

Multiple sclerosis pathological pattern [n (%)]
Pattern | 3(33%) 0 (0%) 3(16%)
Pattern Il 0 (0%) | 10 (100%) | 10 (53%)
Pattern |ll 6 (67%) 0 (0%) 6(32%)

Expanded disability status scale [median (range)]t

Pre-TPE 70(30t095 73(40t095) 73(30to95) 063
1 month post-TPE 68(3-0t095) | 40(20t080)| 45(20t095  0.08
Change pre-to-post 0-0(-0-5to 0-0) -2-0(-5-51to 0-0) -0-75 (-5-5to 0-0) <<0-0001

Meurological deficit [n/N]i
Brainstem/cranial nerve 0/5 4/4 g (47%)5% 0-66
Cerebellar 0/3 1/4 7 (37%)5 1-00
Cerebral impairment 0/9 C/6 15 (79%)5 0-09
Motor weakness 0/5 717 12 (63%)5 0-65
Sensory 0/4 4/6 10 (53%)% 0-66




Lesion pathology predicts response to plasma
exchange in secondary progressive MS

UK. Zettl, MD; H.P. Hartung, MD; A. Pahnke, MD;
W. Brueck, MD:; R. Benecke, MD; and J. Pahnke, MD, PhD
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The effect of anti-a4 integrin antibody on
brain lesion activity in MS

R.F
Donoghue, P

Study Group

e ) n A Controlled Trial of Natalizumab
for Relapsing Multiple Sclerosis

Slockade of signaling via the very late antigen (VLA-4)
ind its counterligand vascular cell adhesion molecule-1 (VCAM-1)
rauses increased T cell apoptosis in experimental avtoimmune neuritis

Progressive Multifocal Leukoencephalopathy

) . ‘ -~ A y Progressive Multifocal Leukoencephalopathy
after Natalizumab Therapy for Crohn’s Disease Progressive Multifocal Leukoencephalopathy

Complicating Treatment with Natalizumab

e "-‘H[-‘t_”'EF'- ' ,M.D., Ph.D 1nd Interferon Beta-1a for Multiple Sclerosis
, Ph.D., Béné ) ).,

B.K. Kleinschmidt-DeMasters, M.D., and Kenneth L. Tyler, M.D

Progressive Multifocal Leukoencephalopathy
in a Patient Treated with Natalizumab

Annette Langer-Gould, M.D., Scc \tlas, I Andrey Bollen, M.D.,
aniel Pelletier, M.D
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