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[ Abstract)

Negative symptom is one of the core symptoms of schizophrenia and is a main adverse factor which effects

schizophrenic prognosis, as there is no effective treatment now. According to various biological mechanisms, clinical researches mainly

focus on the effects of used antipsychotics alone as well as combined with antidepressants, anxiolytics, glutamate compounds and

anti — inflammatory drugs on negative symptoms currently. This review summarized the common drug therapies for negative symptoms

and analyzed the effects of different therapies, which may provide references for the clinical treatment of negative symptoms.
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