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[Abstract] This study aims to investigate the clinical manifestations, laboratory and imaging
features, pathological and genetic testing, diagnosis and treatment in 3 children patients with mitochondrial
encephalomyopathy with lactic acidosis and stroke - like episodes (MELAS). Focal refractory epileptic
seizures were the main clinical manifestations of 3 children, at the same time with stroke-like episodes,
exercise intolerance, short stature, paroxysmal headache, vomiting, cognitive impairment, visual impairment,
increased blood lactic acid (LA) level and metabolic acidosis. Head MRI showed the lesions were located
in temporo - parieto - occipital lobes, and EEG showed slow - wave background, bilateral asymmetry and
interictal epileptiform discharges of occiput. Mitochondrial DNA (mtDNA) A3243G mutation was found in
the peripheral blood samples of 2 cases. The mutation was not detected in the other case, however, the
muscle biopsy revealed pathological changes of mitochondrial myopathy. All 3 cases were treated by
antiepileptic drugs (AEDs) including topiramate, levetiracetam and oxcarbazepine, and cocktail therapy.
One case died of status epilepticus (SE) after 46 months of follow-up, one case had stroke-like episodes for
2-3 times per year during the follow-up of 40 months, and one case was lost. The clinical manifestations,
laboratory and imaging characteristics, pathological and genetic testing in children of MELAS have certain
features, which will be helpful for early identification and definite diagnosis, and thus may reduce

misdiagnosis and mistreatment.
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Figure 1 Head MRI findings of Case 1 on September 10,
2011 Axial FLAIR showed high-intensity signal in left temporo-
parietal lobes (arrow indicates), and widening of ventricle, sulci
and cistern (Panel la). Head MRA showed no obvious

abnormalities (Panel 1b).
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Figure 2 Head MRI findings of Case 2 on January 31, 2012
Axial T.WI showed cerebellar atrophy (arrow indicates, Panel
2a). Axial FLAIR demonstrated high - intensity signal and
swelling of left temporo-parieto-occipital cortex (arrow indicates,

Panel 2b).
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Figure 3 Head MRI findings of Case 3 on September 5, 2012

Axial FLAIR showed multiple hyperintense signal in left temporo-
parieto-occipital cortex and subcortex, and right occipital cortex
(arrow indicates, Panel 3a). Axial FLAIR showed multiple
hyperintense signal in left thalamus (arrow indicates, Panel 3b).
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The Molecular Basis of Autism published

The Molecular Basis of Autism (ISBN: 978-1-4939-2189-8, eBook ISBN: 978-1-4939-2190-4) was published by Springer-
Verlag New York in 2015. The editor of this book is S. Hossein Fatemi, Department of Neuroscience and Pharmacology,
University of Minnesota School of Medicine.

This book is a comprehensive overview of the clinical and scientific aspects of Autism from the leading experts in the field.
The clinical section covers everything from epidemiological features to epigenetic regulation to behavioral therapies and much in
between. The basic science section presents the latest knowledge on the underlying causes of the disorder including the role of
various neurotransmitters, neurexins and neuroligins, reelin, and other proteins. Chapters also explore the cognition and motor
control in autism and the connection between oxidative stress and mitochondrial dysfunction and autism. The thorough description
of these underlying causes may help researchers and clinicians find more effective treatments and therapies for the 1 in 68

American children who have been diagnosed with Autism. Visit link.springer.com for more information.

Cellular Therapy for Stroke and CNS Injuries published

Cellular Therapy for Stroke and CNS Injuries (ISBN: 978-3-319-11480-4, eBook ISBN: 978-3-319-11481-1) was published
by Springer International Publishing in 2015. The editors of this book are Li-Ru Zhao (Department of Neurosurgery, State
University of New York Upstate Medical College) and John H. Zhang (Department of Physiology, Loma Linda University School of
Medicine).

Cellular therapy for stroke and neural trauma has gained worldwide attention during the last decade and has shown some
promising results. Various cells, including neural stem cells, bone marrow stem cells, endothelial progenitor cells, and many others
have had protective or regenerative effects in animal models. The proposed book will address recent research on all relevant cell
types. In addition, it will provide information on cell isolation and culture skills, transplantation methods, and neurological

functional evaluations. This is the first book to focus on cellular therapy for stroke and other CNS injuries.

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



