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bande all’|IEF

presenza/assenz
d

presenti assenti

(N° centri/totale) (N° centri/totale)
campione A 16/18 2/18
campione B 18/18 0/18
campione C 18/18 0/18
campione D 1/18 17/18
campione E 18/18 0/18

[l campione E (1:5) e il campione A (1:25) derivano da diluizioni
seriali del campione C; il campione A testa il limite di detezione della
metodica
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Antimyelin Antibodies as a Predictor
of Clinically Definite Multiple Sclerosis
atter a First Demyelinating Event
Thomas Berger, M.D., Paul Rubner, M.D., Franz Schautzer, M.,

Robert Egg, M.., Hanno Ulmer, Ph.D., Irmgard Mayringer, M.D,
Erika Dilitz, M.D., Florian Deisenhammer, M.D., and Markus Reindl, Ph.D

PATIENTS
Patients with a first acute neurologic event sugges-
tive of multiple sclerosis were enrolled in the study
after their written informed consent to the proto-
col, as approved by the institutional review board,
had been obtained. All the patients underwent cer-
ebral MRI (T,-weighted and gadolinium-enhanced,
T,-weighted scanning) within two weeks after the
onset of the initial neurologic symptom. Patients
were excluded from the study if they did not have
typical disseminated white-matter lesions accord-
ing to Fazekas and colleagues’ criteria.3! In addi-
tion, initial diagnostic examination of the cerebro-
spinal fluid was performed in all the patients, and
those whose cerebrospinal fluid did not show oligo-
clonal bands were excluded. Patients were also ex-
cluded from the study if they had a history of any
kind of previous neurologic symptoms or signs;
clinical, laboratory, MRI, or cerebrospinal fluid find-
ings suggestive of any diagnosis other than multiple
sclerosis32; or primary progressive multiple sclero-
sis (diagnosed before month 12).
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Figure 1. Kaplan—Meier Estimates of the Risk of Clinically Definite Multiple
Sclerosis, According to Antibody Status.

P<0.001 for the comparison between the patients who were seronegative for
antibodies against both myelin oligodendrocyte glycoprotein (MOG) and my-
elin basic protein (MBP) and the patients who were seropositive only for anti-
MOG antibodies or for both anti-MOG and anti-MBP antibodies. Plus signs
denote seropositive, and minus signs seronegative.




Self-antigen tetramers discriminate between myelin
autoantibodies to native or denatured protein
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Anticorpi a altri autoantigeni
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An N-glucosylated peptide detecting disease-specific
autoantibodies, biomarkers of multiple sclerosis
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