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[Abstract] Objective To summarize the clinical manifestations, EEG and head MRI features of
neuronal surface antibody associated encephalitis, and to investigate the role of EEG in determining the
relapse or fluctuation of this disease, characteristics of EEG corresponding to head MRI, and EEG features
in different clinical stages. Methods A total of 23 patients with neuronal surface antibody associated
encephalitis were divided into ascent, climax, descent and recovery stage according to their clinical course.
The relation between EEG background activity, distribution of slow wave, epileptiform discharge, extreme
delta brush (EDB) and relapse or fluctuation of the disease was analyzed. The relation between EEG
features and head MRI abnormalities, and also EEG features in different stages were analyzed. Results
There were 19 anti-N-methyl-D-aspartate (NMDA) receptor encephalitis patients, 3 anti-leucine-rich glioma-
inactivated 1 (LGI1) antibody associated encephalitis and one anti - y - aminobutyric acid B receptor
(GABA;R) antibody associated encephalitis. The frequencies of clinical presentations were psychological or
cognitive dysfunction, epileptic seizure, conscious disturbance, speech dysfunction and movement disorder
in descending order. Within 30.50 d from onset, 6 patients demonstrated slow wave background, of whom 2
relapsed or fluctuated; 5 patients had o rhythm background and none of them relapsed or fluctuated. In
patients with anti-NMDA receptor encephalitis, the difference in first hospital stay (Z =-0.785, P =0.433)
and relapse or fluctuation (Fisher’s exact probability: P = 0.155) between EDB group and non-EDB group
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was not significant. There was no apparent correlation between EEG background activities and head MRI

abnormalities in different stages.

In ascent and climax stage, EEG background activities were

predominantly slow wave, and the distribution of slow wave was relatively broader. EEG background

changed to a rhythm from descent stage and slow wave distribution decreased in recovery stage.

Conclusions

Some presentations of EEG, such as early background activities may be correlated with

disease relapse or fluctuation. The incompatibility of EEG and head MRI suggests the importance of

functional examinations in patients with neuronal surface antibody associated encephalitis. EEG features

vary in different stages.
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Figure 1 A 73 -year-old male patient was
diagnosed as anti-GABAR antibody associated
encephalitis. Head MRI findings In ascent
stage (5 d after onset), axial FLAIR showed
hyperintensity in the left medial temporal lobe
(arrow indicates, Panel la). In descent stage
(more than 2 months after onset), axial FLAIR
showed a decrease of the hyperintensity of left
medial temporal lobe than before (arrow
indicates, Panel 1b).
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Figure 2 A 50-year-old male patient, diagnosed as anti-NMDA
receptor encephalitis, mRS 0 any
neurological deficits after first-line immunotherapy. However, the
disease relapsed 10 months after the first onset. EEG findings
during wakefulness  Climax stage (18 d after onset) showed slow
background and diffuse superimposed & rhythm (Panel 2a).
Descent stage (31 d after onset) showed predominantly irregular a

recovered to without

rhythm in the occipital area, slightly more slow waves in the
forehead, especially the left frontal and central area (Panel 2b).
Recovery stage (5 months after onset) showed predominantly
irregular o rhythm in the occipital area, especially in the left.
Slow background disappeared (Panel 2c¢).
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Systems Biology of Alzheimer’s Disease published

Systems Biology of Alzheimer’s Disease (ISBN: 978-1-4939-2626-8, eBook ISBN: 978-1-4939-2627-5) will be published by
Humana Press in 2016. The editors of this book are Juan I. Castrillo and Stephen G. Oliver, Department of Biochemistry &
Cambridge Systems Biology Centre, University of Cambridge.

Alzheimer’s disease (AD) and many other neurodegenerative disorders are multifactorial in nature, involving a combination of
genomic, epigenomic, network dynamic and environmental factors. A proper investigation requires new integrative Systems Biology
approaches, at both the experimental and computational level. The interplay of disease mechanisms and homeostatic networks will
underlie the time of onset and rate of progression of the disease.

This book addresses such an integrated approach to AD. It aims to present Systems Biology, including both experimental and
computational approaches, as a new strategy for the study of AD and other multifactorial diseases, with the hope that the results
will translate into more effective diagnosis and treatment, as well as improved public health policies.

Written for the highly successful Methods in Molecular Biology series, practical and cutting - edge Systems Biology of
Alzheimer’s Disease is intended for post-graduate students, post-doctoral researchers and experts in different fields with an interest
in comprehensive Systems Biology strategies applicable to AD and other complex multifactorial diseases (including other
neurodegenerative diseases and cancers). This book aims to complement other excellent volumes and monographs on AD that
cover fundamental, physiological or medical aspects of the disease.

The price of eBook is 103.52€, and hardcover is 124.99€. Visit link.springer.com for more information.

Behavioral Neurobiology of Huntington’s Disease and Parkinson’s Disease published

Behavioral Neurobiology of Huntington’s Disease and Parkinson’s Disease (ISBN: 978-3-662-46343-7, eBook ISBN:
978-3-662-46344-4) was published by Springer-Verlag Berlin Heidelberg in May 2015. The editors of this book are Hoa Huu
Phuc Nguyen (Institute of Medical Genetics and Applied Genomics, University of Tuebingen) and M. Angela Cenci (Department of
Experimental Medical Science, Lund University).

Motor dysfunction and cognitive impairment are major symptoms in both Huntington’s disease (HD) and Parkinson’s disease
(PD). A breakthrough in HD research was the identification of the gene that causes this devastating monogenetic illness.
Similarly, several genes were found to cause familial forms of PD. With their identification, a plethora of genetic animal models
has been generated and has revolutionized the understanding of the pathobiology and pathophysiology of these disorders. The
models allow us to study the earliest manifestations of the diseases behaviorally and neuropathologically and help us understand
how they progress over time. Additionally, neurotoxic animal models are still of high interest to the PD field, as they are being
used to study e.g. mitochondrial dysfunction in PD. This book focuses on animal models of both diseases and how they have
helped and will continue to help understand the behavioral neurobiology in these disorders.

The price of eBook is 118.99€, and hardcover is 149.99€. Visit link.springer.com for more information.



