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Application progresses of 7. 0T small animal
MRI in Alzheimer disease

ZHANG Zhinan, ZHENG Yang, WANG Xiaoming"
(Department of Radiology, Shengjing Hospital of
China Medical University, Shenyang 110004, China)

[Abstract] Alzheimer disease (AD) is the most common degenerative disease of central nervous system. Animal models
can simulate the pathological changes of early AD. MRI is an important method for the diagnosis of AD. 7. 0T small animal
MRI promotes the study of AD. Multimodal imaging provides help for the diagnosis of early AD. The application of 7. 0T
small animal MRI technologies in AD research were reviewed in this paper.
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