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Wilms’ tumor is the most common intra-abdominal solid tumor in children. Most patients
present with an asymptomatic abdominal mass. And some masses are obvious. Treatment of Wilms’
tumor is multidisciplinary programs. The effective application of chemotherapy and development
of NWTS treatment protocol produce satisfying result.

Wilms’ tumor associate with specific congenital anomalies and Wilms’ tumor genes were

detected. Further advance in molecular genetic studies may improve new type of therapy.
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Malignant rhabdoid tumor of kidney
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Stagel  Tumor is limited to kidney and completely excited. The surface of renal capsule is intact. Tumor was
not ruptured before or during removal. There is no residual tumor apparent beyond the margins of excision.
StageII Tumor extends beyond the kidney but is completely excised. There is regional extension of the tumor ,
that is ,penetration through the outer surface of the renal capsule into peritoneal soft tissues. Vessels outside the
kidney substance are infiltrated or contain tumor thrombus. The tumor may have under gone biopsy , or there has
been local spillage of tumor contained to the flank. There is no residual tumor apparent at or beyond the margins of
excision.
Stage III Residual nonhematogenous tumor is confined to abdomen. Any one or more of the following occur:
1. Lymph nodes on biopsy are found to be involved in the hilus , the periaortic chain, or beyond.
2. There has been diffuse peritoneal contamination by tumor ,such as by spillage of tumor beyond the
flank before or during surgery ,or by tumor growth that has penetrated through the peritoneal surface.

3. Implants are found on the peritoneal surfaces.

4. The tumor extends beyond the surgical margins either microscopically or grossly.

5. The tumor is not completely resectable because of local infiltration into vital structure.

Stage IV Hematogenous metastases. Deposits beyond stage 111 , that is , lung, liver, bone and brain.

Stage V

Bilateral renal involvement at diagnosis. An attempt should be made to stage each side according to the

above criteria on the basis of extent of disease before biopsy.
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1.7 actinomycin D iU vincristine [NEIND
&30 stage I : FH 139 anaplastic type ( 1W3gaznan
61@oU ) uAL stage 11 : FH ( Idsgozinan 15 idou)

2.. hidesld postoperative radiotherapy Tu stage
I : FH, anaplastic type % stage II : FH
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vincristine 3081 stage I ( FH ) udnudag postopera-
tive radiation 1000 cGy
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Stage I/ FH Surgery |, EE _—__, A+V (24wk)
/ anaplastic radiotherapy | EE-4 —_, P/1 A+V (15wk)
*P/I= pulse-intensive
regimen
Stage 11/ FH Surgery | LK —, A+V(22-65wk)
radiotherapy |—— K-4 —, P/1 A+V (24-60 wk)
Stage 111/ FH Surgery 1080 ¢cGy | — DD — , A+V+D(26-65 wk)
Stage VI/ FH
CCSK any stage Surgery radiotherapy | L DD-4 — P/l A+V+D(24-52wk)
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