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TNF—a—1031 T/C polymorphisms is associated with<cognitive dysfunction in chronic schizophrenia TANG Wei, WEN Na, LIU
Jiahong, et al. The 16th Ward, Wenzhou Medical~University Affiliated Kangning Hospital, Wenzhou 325007, China

[ Abstract ] Objective To investigate the association of TNF- a-1031 T/C polymorphisms with the age of onset and
cognitive functions of patients with schizophrenis. Methods Total 486 patients with schizophrenia and 310 age—, sex— and
education level-matched healthy subjects_(Control group) were enrolled in the study. Cognitive functions were measured by
RBANS and symptoms were assessed by PANSS. The TNF- a -1031 T/C polymorphisms were detected by PCR-RFLP. Results
There were no significant differences| jin allelic frequency and genotype frequency in TNF- a«-1031 T/C between patients and
normal controls. However, sthe TNF# o =1031 T/C polymorphisms were significantly associated with the age of onset (P<0.05),
immediate memory, visuospatial, total score of RBANS (P <0.05) in schizophranic patients. The age of onset was related to
attention, immediate memory, delayed memory and total score of RBANS (r=0.179, 0.102, 0.154, 0.134, all P <0.05). It is
significant for the /nediation“analysis for the relationship across TNF- o« —-1031 T/C polymorphism, age of onset and cognitive
functions.  Conclusion\ /The results indicate that TNF- o —1031 T/C polymorphism may be one of the causes for cognitive
impairments, which'may be associated with the age of onset in patients with schizophrenia.
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