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post-stroke dementia
clinical history and main complaint,
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diagnosis, 113
discussion, 113–115
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follow-up, 113
general history, 112
special studies, 112–113

postural instability, in PSP, 92–93
PPA. See primary progressive aphasia
PPA-A. See non-fluent/agrammatic

PPA
PPA-L. See logopenic PPA
PPAOS. See primary progressive AOS
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prednisolone
for HE, 125–126
for NMDA-receptor antibody positive
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diagnosis, 11
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follow-up, 23
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semantic variant, 71–72, 84–91,
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prion disease
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case history, 49
clinical course, 50–51

clinical examination, 50
diagnosis, 50–52
discussion, 52
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diagnosis, 92–93
diagnostic criteria, 156–159
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93–94
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general history, 92
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PS1 mutations. See presenilin 1
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psychiatric disorders
NMDA-receptor antibody positive
limbic encephalitis compared
with, 120–123

pure alexia. See alexia without agraphia

quetiapine, 109–111

randomized clinical trials (RCT), 15
rasagiline, 110
RCT. See randomized clinical trials
reading, in non-fluent/agrammatic

PPA, 69–70
reading deficits. See alexia without

agraphia
repetition, in non-fluent/agrammatic

PPA, 69
right temporal variant FTD (RtvFTD)
case, 140–141
diagnosis, 140
discussion, 140–144

riluzole, 41
risperidone, 31–32
rivastigmine
for LBD, 97–98
for PD, 110–111
for VCI, 118

RtvFTD. See right temporal variant
FTD

safety MRIs, 26–28
schizophrenic psychosis, 120–123
sCJD. See sporadic CJD

selective serotonin reuptake inhibitors
(SSRIs), for ALS-FTD, 41

semantic PPA (PPA-S), 71–72
clinical history and main complaint,
84

discussion, 86–88
examination, 84–85
neuroimaging findings, 85–86
RtvFTD compared with, 140–144

semantic PPA (PPA-S) with artistic
creativity

clinical history and main complaint,
89

diagnostic workup, 89
discussion, 89–91
examination, 89
follow-up, 89–90

semantic priming effect, 87
sentence comprehension, in non-

fluent/agrammatic PPA, 69–70, 72
shunt operation, 131
simultanagnosia, 62, 66
single photon emission computed

tomography (SPECT), 3–4
CJD, 132
HE, 125
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RtvFTD, 140, 143–144

SLC20A2 mutations, 149–151
small vessel CVD, 116, 118
spastic paresis, AD with, 11–12
SPECT. See single photon emission

computed tomography
speech and language assessment
CJD, 132
logopenic PPA, 75
non-fluent/agrammatic PPA, 68–70
semantic PPA, 84–85

speech apraxia. See apraxia of speech
sporadic CJD (sCJD), 133
SREAT. See steroid-responsive

encephalopathy associated with
autoimmune thyroiditis

SSRIs. See selective serotonin reuptake
inhibitors

steroid-responsive encephalopathy
associated with autoimmune
thyroiditis (SREAT), 125

stroke, dementia following. See post-
stroke dementia

subcortical vascular encephalopathy
(SVE), 129–131

supranuclear gaze palsy, 92–94
SVE. See subcortical vascular

encephalopathy
synucleinopathies
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tap test, 129
TARDBP gene, 33
tau pathology
biomarkers of, 2–5
without clinical manifestation, 18–21
in MAPT mutation, 44–48
in NFTPD and PART, 23–24
in Pick’s disease, 79–80
in RtvFTD, 143
in typical AD, 16

tau PET scan
ARIA in AD, 26–28
cognitive reserve, 18–21
diagnostic workup using, 2, 4
NFTPD and PART, 22–24
typical AD, 15–16

TDP-43. See transactive response DNA
binding protein 43 kDa

telegraphic speech, 69
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