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The research progress of hyperlipidemia, brain damage and neurotransmitters
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stress damage and inducting the deposition of amyloid in the brain.

1y) by generating (inhibiting) excitability of neurotransmitter and interfering with the balance of the Ca™".

Brain damage

Hyperlipidemia can damage the brain tissue, by stimulating inflammatory response, enhancing oxidative

It can also interfere with the effect of injury (anti-inju-

This review dis-

cusses the relationship between hyperlipidemia, brain damage and neurotransmitters according to the recent reports.
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Figure 1. Schematic diagram of brain cholesterol metabolism
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Figure 2. Schematic diagram of mechanism of NO mediated glutamate neurotoxicity
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