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Research Progress on Pathogenesis of Wilms Tumor
ZENG Rui',CHANG Hui-bo', WU Jian-xin'
(Capital Institute of Pediatrics, Beijing 100020, China)

Abstract: Wilms tumor is the most common malignant tumor of urinary tract in children.
It is difficult for early diagnosis,likely to relapse and the prognosis is poor. Studies show
that various factors are involved in the occurrence and development of Wilms tumor,in-
cluding the gene pathways (WT1,WTX,TP53 ,MYCN and gene copy number alterations),
the epigenetic mechanism (imprinting genes and methylation), MicroRNAs, DNA mismatch
repair system and so on. However,it still needs further studies to support these findings.
The pathogenesis of Wilms tumor is complicated,so it is necessary to carry out genetic
counseling and individualized treatment based on the current research progress. This arti-
cle reviews the latest research progress on the pathogenesis of Wilms tumor.
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