+ 1328 -

i E BE 2R R B R 2018 4E5S 34 #5255 9 8] Chin J Med Imaging Technol, 2018, Vol 34,No 9

CHIRMEZEF

Resting-state fMRI observation of abnormal brain
functional connectivity in patients with mild and
moderate Alzheimer disease

LIU Yigiu', SUN Man®, CHEN Yuanyuan®, FU Xiuwei', MA Chunchao's NI Hongyan®*
(1. First Central Clinical College, Tianjin Medical University, Tianjin 300070, China;

2. Department of Radiology, Tianjin Hospital, Tianjin 300211, China; 3. Academy of
Medical Engineering and Translational Medicine, Tianjin University, Tianjin 300072,
China; 4. Department of Neurology, 5. Department of Radiology,

Tianjin First Center Hospital, Tianjin 300192, China)

[Abstract] Objective To explore the changes and differences of brain functional connectivity in patients with mild or
moderate clinical Alzheimer disease ( AD). Methods Totally 25 patients with mild AD (mild AD group). 25 with
moderate AD (moderate AD group) and 25 normal controls (NC group) were enrolled and underwent resting-state {MRI
(rs-fMRI). The whole brain cortex was divided into 116 regions, and the functional connection of each brain region was
calculated. One-way ANOVA was used to analyze the differences of brain functional connectivity among the three groups.
Two sample t-tests were then performed for each two pairs of groups when there was a significant difference. Results
Compared with mild AD group, moderate AD group illustrated decreased functional connectivity within the cerebellum,
etc. and the posterior cingulated cortex (PCC) connection with hippocampus, etc. , and increased functional connectivity
between bilateral hippocampus, as well as between PCC and mid-orbital of frontal gyrus, etc.. Compared with NC group.,
mild AD group illustrated increased functional connectivity in bilateral hippocampus and within the cerebellum vermis,
decreased functional connectivity between PCC and the hippocampus, the middle frontal gyrus and the dorsolateral superior
frontal gyrus, etc.. Moderate AD group illustrated functional connectivity decreased within the cerebellum, between PCC
and hippocampus. the frontal gynecological area, etc. . while the functional connectivity increased in the bilateral
hippocampus, between PCC and mid-orbital of frontal gyrus, etc. (all P<Z0.05). Conclusion There are differences in
brain functional connectivity between patients with moderate and mild AD, including abnormal connections in the
cerebellum and bilateral hippocampus, reduced connections in the posterior cingulate gyrus and weak compensation,
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