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AUTOIMUNA EPILEPSLIA
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Abstract
BACKGROUND: The objective of this study was to analyze published literature on autoimmune epilepsy and assess predictors of
seizure outcome.

METHODS: From PubMed and EMBASE databases, two reviewers independently identified publications reporting clinical
presentations, management and outcomes of patients with autoimmune epilepsy. A meta-analysis of 46 selected studies was
performed. Demographic/clinical variables (sex, age, clinical presentation, epilepsy focus, magnetic resonance imaging [MRI]
characteristics, time to diagnosis and initiation of immunomodulatory therapy, and type of immunomodulatory therapy) were compared
between two outcome groups (responders and nonresponders). Clinical response was defined as »50% reduction in seizure
frequency. Unstandardized effect sizes were collected for the studies for responder and nonresponder groups. Sample size was used
as the weight in the meta-analysis. The random effects model was used to account for heterogeneity in the studies.

RESULTS: The 46 reports included 186 and 96 patients in responder and nonresponder groups respectively. Mean age of the
responders and nonresponders was 43 and 31 years (p < 0.01). Responders were more likely to have cell-surface antibodies (58%
versus 39%, p < 0.03), particularly voltage-gated potassium channel complex antibodies (p < 0.01). Mean duration from symptom
onset to diagnosis, and symptom onset to initiation of immunomodulation was significantly lower among the responders (75 versus
431 days, p < 0.03, and 80 versus 334, p < 0.01, respectively). There was no outcome difference based on gender, MRI
characteristics, seizure type, type of acute immunomodulatory therapy, or use of chronic immunomodulation.

CONCLUSIONS: Among published cases to date, older age uesence af cellsuface antibodies. early diagnosis and
immunomodulatory treatment are associated with better seizure outcomes among patients with autoimmune epilepsy.




AUTOIMUNA EPILEPSIJA

Autoimunas epilepsijas sindroms

Primara autoimiuina epilepsija Rasmusena encefalits

Imuinterapijas jutiga epilepsija Landau-Kleffner sindroms
West sindroms

Sistemiskas autoimunas slimibas | Lupus

Celiakija

Segréna sindroms
Sklerodermija

Antivielu mediéta epilepsija Antivielas pret virsmas antigenu (VGKC,
NMDA, GAD65, GABA)

Antivielas pret sunu antigénu (Hu, CRMP-5,
seronegativs autoimuns encefalits)
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RASMUSENA ENCEFALITS
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ANTIVIELU MEDIETA EPILEPSUJA
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SISTEMISKAS AUTOIMUNAS SLIMIBAS

The Systems Affected by Lupus

 LUPUS

v' ANA ab

v" dsDNS
v" Antikardiolipina un anti Smith ab

v NMDAR ab CSS

* CELIAKLA

v' Anti TTG AgA ab

v' HLA-DQ2 un/vai HLA-DQS8

v Antigliadins- sinapsins1
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ANTIVIELAS - DIAGNOSTIKA

Neironalo antivielu panelis seruma . ‘
Latvija 210
'Ri, Yo, Hu,CV2/CMPRS5, anti-Ma2, amphiphysin, PSKUS KIC i ‘ 38
‘ EGL | 97
titin, recoverin, Tr (DNER), SOX1, Zic4, GAD65 | ‘
Autoimuna encefalita IgG panelis seruma .
Ilgaunija 2 180
3 (Caur GK Neirokliniku)
NMDA, AMPA1/2, GABA-B, LGI1, CASPR2, DPPX
Autoimuna encefalita IgG panelis likvora z ‘
lgaunija 2 180
: (Caur GK Neirokliniku)
NMDA, AMPA1/2, GABA-B, LGI1, CASPR2, DPPX
; 2 g = Anglija
- + 14
anti-NMDAR seruma-+likvora EandicNaabii 85
: . B Anglija ‘
- - - : )
anti-GABA-B R & anti-AMPAR seruma  (Caur GK Neiroklimiku) | 21




ANTIVIELAS - DIAGNOSTIKA

Latvija " 56
Centrala laboratorija
Anti-VGCC seruma
"""""""""""""""" Anglja .. o
(Caur GK Neirokliniku) £l 70
Latvija 2-10
. ) Centrala laboratorija 56
Igaunija 2 180
: s = Anglija
anti-LGI1 un anti-CASPR2 seruma Gk NSk 21 125
. . o Anglija
anti-GABA-B R & anti-AMPAR seruma o GR Nairslinika) 21 125




MIEGA TRAUCEJUMI

* Narkolepsija- autoimuna slimiba?
 70% katalepsija

* 90% zems oreksina limenis

* 2009./2010.g. — H1N1 vakcinacija
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e lvig?
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Handbook of Clinical Neurology, 2016



MIEGA TRAUCEJUMI UN ANTIVIELAS
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