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[ Abstract] Wilms tumor (WT) is a malignant embryonal tumor derived from renal blastoid cells. It is
characterized by a difficult early diagnosis, frequent recurrence after treatment and a poor prognosis of some
pathological subtypes. A combination of clinical profiling, pathological examination and molecular genetic test is
indispensable for making an accurate diagnosis, guiding therapy and prognostic prediction. This review summa-

rized the clinicopathologic features, molecular genetics, diagnosis and differential diagnosis of WT as well as its

research advances.
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