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Progress of glutamate chemical exchange saturation transfer imaging in the central nervous system
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Abstract: Glutamate chemical exchange saturation transfer, as a novel magnetic resonance molecular imaging technique,

can quantitatively analyze the distribution and change of glutamate content based on the chemical saturation exchange between

amine protons and free water protons. This paper focuses on the glutamate chemical exchange saturation transfer imaging prin-

ciple and its current application in the nervous system.
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Figure 1~6. T,WI, T,WI, GluCEST images at the basal ganglia area in control group and hypoxic ischemic group. MR images of the
basal ganglia region of the sham surgery control group and hypoxic ischemic group (Figure 1~6: control group, 0~6 h, 6~12h, 12~24 h, 24~48

h, 48~72h), images from left to right: T\WI, T,WI, GluCEST images. It is suggested that compared with the control group, the GluCEST sig-

nal of the experimental group was significantly elevated.
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Progress of research on Alzheimer’s disease based on radiomicrobiomics
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Abstract: Gut dysbiosis is closely associated with the development of Alzheimer’s disease (AD). Accumulating evidence
has revealed the specific changes of the gut microbial compositions and diversity in the whole spectrum of AD. However, the
regulatory mechanisms of the gut microbiota on cognitive function remain unclear. Recently, with the rapid advances of neu-
roimaging techniques, the combination of the gut microbiota and multi-modal neuroimaging techniques may provide an effective
approach for substantially exploring the interactions of the “gut-brain axis”. In this review, we aim to summarize the progress
of radiomicrobiomics in AD.
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