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Molecular typing markers of Wilms tumor in children: a research progress

ZHU Ya-sheng, ZHAO Lin, HOU Jian-guo, SUN Ying-hao”
Department of Urology, Changhai Hospital, Second Military Medical University, Shanghai 200433, China

[Abstract] Wilms tumor (nephroblastoma) is the most common malignant renal tumors of childhood. With the
development of various medical skills, the survival rate has been greatly improved for Wilms tumor children. Researches
have shown that patients with Wilms tumor have different outcomes due to diverse histological classification. Deepening
the understanding of tumor molecular typing may help to understand the biological characteristics of tumor better and

distinguish different tumors, contributing to treatment and prognosis prediction of children with Wilms tumor. In this

review, we summarized the progress of molecular typing markers in pediatric Wilms tumor.
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