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[ Abstract] Zinc (Zn™) has both neurotoxic and neuroprotective capabilities which is related to the
homeostasis of Zn™ in the brain. Labile Zn™ plays a catalytic role mainly through zinc transporters, zinc finger
proteins and some other proteins, and participates in hundreds of physiological processes including autophagy.
Cerebral ischemic injury induces the pathological release of Zn™*, which may ultimately cause cell death by
inducing excessive neuronal autophagy. The disorder of autophagy also causes abnormal metabolism of Zn>*.
This review aims to discuss the interaction and reciprocal regulation between Zn>* and autophagy during cerebral
ischemia injury.
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[ Abstract] Vestibular migraine is a common benign recurrent vertigo. Its recurrent clinical
characteristics, high incidence rate in the crowd and poor drug response have seriously affected the quality
of life of patients. As a genetic disease, the genetic research of vestibular migraine plays an important role in

revealing its pathogenesis, developing diagnostic markers and new treatment methods. This article reviews the
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