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Abstract: Methamphetamine is a widely used psychostimulant drug, which makes user feel excitement, euphoria,
and hallucination. These symptoms are related with acute increases of dopamine and serotonin. Long term use of
methamphetamine results in damage to dopamine and serotonin nerve terminal. Methamphetmine toxicity
mechanisms include excitotoxicity, mitochondria damage and oxidative stress, metabolic changes, inflammatory

reaction, which are related with nerve terminals. Subsequent to these acute effects, methamphetamine produces

persistent damage. This paper reviews damage mechanisms of methamphetamine on nerve terminals.
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