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Immunotherapy-responsive dementias and encephalopathies

Jong Hun Kim, MD, PhD

Department of Neurology, llsan Hospital, National Health Insurance Service

In dementia clinics, it is much important to diagnose treatable dementias. However, it is difficult because the causes are diverse and
each condition is rare. Among treatable dementias, the knowledge on immunotherapy-responsive dementias and encephalopathies
are expanding rapidly. In this talk, | reviewed recent important papers to deal with several questions for immunotherapy-responsive

dementias and encephalopathies.
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