- 520 - 2P SRR A 20204E7 H 20 HES 20555 78 Journal of Neuroscience and Mental Health, July 20, 2020, Vol.20, No.7

- LRIk -

PR IGERTR D F PET G ARHA R R

LR S

210008 % K 5 B 5 B W& stk B Be b 22 Mo
WBAEAES - 4%k, Email: gianlai88@163.com

DOI: 10.3969/j.issn.1009-6574.2020.07.013

(HZ ] BIRSCHEBOR AN PR il P 2R AT PR , FURRIEE A BRSO S SE R AR
IR S 2T 4RG4S . ITLEARR, 731 PETSAAREAR S AR, WIS B 7% i it o 1) g B 7
BT AR Y BAMRZ BB AL T RIBT S B, (HA — SO TRlm IR B2 Z N . Bg:
EITAEARASEHITE, RTTR S ERG I2 W 3 I 201 PET RAAR R BE R A — 251k

(RG] PURSERN; ERTARHBEREAR; Zik

Advances in molecular PET imaging of Alzheimer disease (Qian Lai
Department of Neurology, Affiliated Drum Tower Hospital of Nanjing University Medical School, Nanjing
210008, China
Corresponding author: Qian Lai, Email: qianlai88@163.com

[ Abstract ] Alzheimer disease is the most common neurodegenerative disease in the elderly population,
characterized by amyloid deposition and neurofibrillary tangles. In recent years, molecular PET imaging
technology has made great progress, which provides effective methods to study the pathological process of
Alzheimer disease. Although many imaging techniques are still in the early stages of research, some have been
widely used in clinical practice. In this paper, the progress of the commonly used molecular PET imaging

techniques in Alzheimer disease is reviewed.
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