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[ Abstract ] Alcohol dependence causes profound damage to brain. Aleohol dependence is associated
with brain shrinkage, memory and attention deficits, communication disorders and physical disabilities.
Monocyte chemoattractant protein-1 (MCP-1) is one of the key chemokines that regulate the recruitment and
activation of monocytes and microglia. Both MCP-1 and its receptor C-C chemokine receptor type 2 (CCR2) are
involved in various neuro inflammatory disorders. Recent evidence indicates that alcohol exposure increased the
activity of MCP-1/CCR2 in central nervous systems. MCP-1/CCR2 inhibition can alleviate alcohol neurotoxicity
by reducing neuro inflammation in the brain and spinal cord. In this review, we discussed the role of MCP-1/
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CCR2 signaling in alcohol-induced neuro inflammation and brain damage.
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[ Abstract] Cognitive impairment is characterized as an acquired and progressive manifestation of
intellectual impairment. Cognitive impairment includes learning, memory, visual space and other abnormal
abilities, leading to progressive memory decline, daily living ability decline, mental and behavioral
abnormalities and other clinical manifestations. The pathological mechanism of cognitive impairment is complex,
including Alzheimer disease and vascular dementia. Currently, the treatment of multiple targets is the key to
improve the efficacy of pharmacotherapy, and it is also possesses the most significant position in recent years.
Ginkgobiloba has multi-target and multi-channel treatment characteristics. In this review, we will use the main

components of ginkgo biloba lactone, namely ginkgolides A, B, C and bilobalide as the entry point, from its
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