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Approach to primary progressive aphasia: nonfluent/agrammatic

primary progressive aphasia

Yeshin Kim', MD, Duk. L Na, MD, PhD

1Department of Neurology, Kangwon National University Hospital, Kangwon National University
College of Medicine, Chuncheon, Republic of Korea, 2Department of Neurology, Samsung Medical Center, Sungkyunkwan University

School of Medicine, Seoul, Republic of Korea

Primary progressive aphasia (PPA) is a neurodegenerative disease characterized by a gradual deterioration of language function. The
disease starts with language dysfunction and other cognitive functions such as memory and visuospatial function are relatively pre-
served until the disease progressed. There are three variants of PPA are known: nonfluent/agrammatic, semantic, and logopenic PPA.
If a patient complains of poor speech and the cause is suspected to be a neurodegenerative disease, the three variants of PPA should
be distinguished. In this lecture, we review the case of nonfluent/agrammatic PPA and discuss the approach to PPA.
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