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Expression and Clinical Significance of TIAM]1 in Neuroblastoma

NIE Hong-yan, QIU Yan-li, JIN Yan, CAO Yan-na, YAN Jie, LI Jie, WANG Jing—fu, ZHAO Qiang

(Department of Pediatric Oncology, Cancer Institute and Hospital, Tianjin Medical University, National Clinical Research Center for
Cancer, Tianjin Key Laboratory of Cancer Prevention and Therapy, Tianjin 300060, China)

Abstract Objective: To explore the expression and clinical significance of TIAM1 (T-lymphoma invasion and metastasis 1) in the neu—
roblastoma. Methods: The expression of TIAM1 protein in 61neuroblastoma tissues was detected by immunohistochemical method and its
correlation with the clinicopathological characteristics and prognosis was analyzed. Results: TIAM1, mainly located in the cytoplasm, cou
1d also be expressed in the nucleus. Its expression was related to the degree of differentiation of NB(x?=6.205,P=0.013 )the higher the dif—
ferentiation degree, the stronger the expression. However, the expression was not related to age, INSS stage, tumor location and other fac—
tors. Conclusion: There is a positive correlation between the expression of TTAM1 and the differentiation of NB,which is expected to be a
potential target for NB treatment.
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Fig 1 The expression of TIAM1 in neuroblastoma( THCx200 )
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