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[Abstract]  Objective  To explore the clinical presentations, imaging features, probable
pathogenesis and therapy of parkinsonism following ventriculoperitoneal shunt (VPS) in hydrocephalus.
Methods and Results There were 3 cases of parkinsonism following VPS in hydrocephalus. Case 1
presented parkinsonism one month after the second ventricular shunt, which was not relieved by another
VPS, and was then treated by levodopa and benserazide. Case 2 developed neck rigidity and bradykinesia
17 years after VPS. Symptoms worsened shortly after taking sulpiride and did not improved with sulpiride
cessation. Bradykinesia and decreased speech occurred 5 months after VPS in Case 3, and parkinsonism
aggravated rapidly on the following day after taking olanzapine. CT and/or MRI of 3 cases showed
fluctuating change (enlarging - shrinking) of lateral ventricles. They were diagnosed as parkinsonism
following VPS, and responded well to levodopa and benserazide. Conclusions Parkinsonism, a rare
complication following VPS in hydrocephalus, may result from interruption of nigrostriatal pathways due to
ventricular fluctuations. Administration of dopamine D2 receptor antagonist may exacerbate the symptoms
of parkinsonism because of "double hit". Most patients are responsive to dopaminergic drugs.
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Parkinsonian disorders
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Figure 1 Head imaging findings Axial CT (November 5, 2013) showed significant volume reduction of bilateral lateral ventricles
(Panel la). Axial CT (December 24, 2013) showed the volume of bilateral lateral ventricles was enlarged (Panel 1b). Axial FLAIR
(January 13, 2014) showed enlargement of bilateral lateral ventricles (Panel 1c¢). Axial T\WI (May 20, 2014) showed enlargement of
bilateral lateral ventricles (Panel 1d). Axial CT (November 27, 2014) showed significant volume reduction of bilateral lateral ventricles
(Panel le). Axial T\WI (December 17, 2014) showed bilateral lateral ventricles was larger than Panel le (Panel 1f). Axial T/WI
(January 21, 2015) showed bilateral lateral ventricles was larger than Panel 1f (Panel 1g). Axial T\WI (March 5, 2015) showed bilateral

lateral ventricles was smaller was larger than Panel 1g (Panel 1h).
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Figure 2 Axial CT findings Axial CT (May 2, 2014) showed enlargement of bilateral lateral ventricles (Panel 2a). Axial CT (June 19,
2015) showed the significant enlargement of bilateral lateral ventricles (Panel 2b). Axial CT (June 24, 2015) showed significant volume

reduction of bilateral lateral ventricles (Panel 2¢). Axial CT (October 8, 2015) showed obvious enlargement of bilateral lateral ventricles

after VPS (Panel 2d).
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The 23rd World Congress of Neurology (WCN 2017) will take place in Kyoto, Japan on September 16-21, 2017, cohosted by
the Japanese Society of Neurology (JSN), Societas Neurologica Japonica, and Asian and Oceanian Association of Neurology
(AOAN). The theme of WCN 2017 will be "Defining the Future of Neurology".

Founded originally in 1902, the JSN has evolved into a large society with 8579 members. Initially a combined neurology and
psychiatry association, the current JSN separated in 1959 and continued to flourish ever since. It was the 12th WCN meeting held
at Kyoto in 1981 that greatly contributed to the development of JSN and AOAN. Therefore, WCN 2017 which is being held at the
very same venue would be a very historic meeting which will again serve as a springboard to strongly advance the Asia Initiative of
World Federation of Neurology (WFN) for worldwide advancement of neurology in both scientific and clinical aspects, thus
"Defining the Future of Neurology". You can participate in very active discussions and cutting-edge lectures by the world’s top
scientists and neurologists including three Nobel laureates as well as hear all the advances of scientific and clinical neurology.
Gene therapy and stem/induced pluripotent stem (iPS) cell medicine are such examples on the one hand and brain - machine -
interface, information technology and robotics in care and rehabilitation on the other. Neurology related to environmental and
disaster medicine will also attract many neurologists particularly in rapidly developing countries.

Abstract topics include: ataxia and cerebellar disorders, autoimmune disorders, autonomic nervous system disorders,
channelopathies, child neurology, central nervous system (CNS) infections, dementia, epilepsy, functional disorders and behavioral
neurology, headache, health economics & outcomes, history of neurology, metabolic and mitochondrial diseases, motor neuron
disease, movement disorders, multiple sclerosis (MS) & demyelinating diseases, neuro - critical care, neuroepidemiology and
environmental, neuroethics, neurogenetics, neuroimaging, neuromuscular disorders, neurooncology, neuroophthalmology,
neurootology/vestibular disorders, neurophysiology, neurorehabilitation, nutritional disorders or intoxications, pain, palliative care,
sleep disorders, sports neurology, stem cells and gene therapy.

The Local Organizing Committee of JSN in close collaboration with the WFN looks forward to welcoming you in Kyoto for

WCN 2017.



