objective memory loss. MRI and SPECT for neuroimaging revealed 5 vascular MCI in 23 MCI patients. A posterior
cingulate lesion shown by 3D-SSP of SPECT had diagnostic value for AD, but had a problem that there were same
decrease of blood flow at posterior cingulate in patients with memory loss for vascular lesions. They included two
groups, a group with ischemic atrophy at watershed area between ACA and PCA, and progress of them was none or
slow. Another group included patients with a parietal subcortical bleeding, who had severe memory loss, and also they
seemed to have brain atrophy including a hippocampus of lesion side. This finding suggests fiber connection from
hippocampus to posterior cingulate cortex, which agrees with the evidences that medial temporal atrophy shown by
morphometry, and dysfunctions of posterior cingulated revealed by functional neuroimaging, but poor pathological
changes in AD. As to PD, memory test revealed that many patients with PD had memory loss, but most of them had
mild, MCI level memory disturbance. We also examined PD with severe memory loss, and most of them seemed to
have a high level of homocysteine compared to PD with less severe memory loss. We plan to examine memory test after
give folate and vitamin B6 to PD with hyperhomocysteinemia to determine whether this treatment is etfective to

prevent progression of memory loss.
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Prospective study of cognitive function in myotonic dystrophy
— a candidate of genetically-influenced mild cognitive impairment{MCI).

Yasufumi MOTOYOSH]I V2
Tomoko SEKIYA?

Department of Neurology" and Rehabilitation medicine?, National Shimoshizu Hospital
ABSTRACT

Myotonic dystrophy (MyD) is an autosomal dominant multisystem disorder involving muscle, brain,
heart, eyes and endocrine organs, and so on. To investigate the intellectual and cognitive impairment in
patients with MyD, we psychologically evaluated five patients (three males, twe females; age ranging from 40
to 54 years) by Wechsler Adult Intelligence Scale Revised (WAIS-R), Mini-Mental State examination (MMSE),
Wechsler Memory Scale Revised (WMS-R) and Rivermead Behavioural Memory Test (RBMT).

While decline of verbal memory was recognized in congenital two cases, all subjects had an visual
memory level below the control. However, with RBMT, only two cases showed impairment in screening
score. RBMT score showed no correlation either with verbal 1Q, performance IQ, or full scale IQ of WAIS-R
or WMS-R. Our result may indicate that cognitive impairment of MyD is related to memory impairment
only in the older subgroup and other factors may contribute to cognitive decline in the younger subgrop of this

disorder..
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Memory examination system in Shizuoka Medical Institute of Neurological Disorders.
Tomokazu Obi

Department of Neurology, Shizuoka Medical Institute of Neurological Disorders

ABSTRACT

“Memory clinic” in Shizuoka Medical Institute of Neurological Disorders (Shizuoka MIND)
progressed to the Memory examination system which unified neuropsychological tests, easy
Z-score Imaging System (eZIS}), MRI, Apo E phenotyping, and assay of biomarkers in cerebrospinal
fluid. Primary and secondary screening can extract patients with mild cognitive impairment {MCI)
now. This system revealed that Parkinson disease was critical in various neurological disorders
diagnosed as MCI. In addition, accurate diagnosis of early Alzheimer disease was made, and the
treatment with cholinesterase inhibitor started in early stage. The memory examination system
plays an important role for precise diagnosis and treatment of the patients suffering from memory

disturbance.
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