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A case of prenatally ruptured mesoblastic nephroma
with recurrence three months after resection

Akiko YOKOIV, Eiji NISHIJIMA Y, Daiichiro HASEGAWA 2
Yoshiyuki KOSAKA %, Makiko YOSHIDA ®, Toshihiro MURAJI?

1) Department of Pediatric Surgery
2) Department of Hematology and Oncology
3) Department of Pathology
Kobe Children's Hospital
4) Department of Pediatric Surgery, Ibaraki Children's Hospital

Congenital mesoblastic nephroma is rare but the most common neonatal renal tumor. It is
morphologically classified in classic, cellular and mixed types. Although it is usually benign and cured by
complete resection, it, especially the cellular type, is potentially aggressive, and its recurrence was reported
after the incomplete resection for such a ruptured tumor. We present a case of congenital mesoblastic
nephroma that ruptured prenatally and recurred 3 months after the resection of the primary tumor. Since
the recurrent tumor was unresectable and liver metastasis was also identified, chemotherapy, consisting of
actinomycin D, vincristine and adriamycin began. However this regimen failed to reduce the tumor’s size.
Subsequently, she was treated with adriamyecin, vincristine, cyclophosphamide and etoposide. The tumor
responded strikingly to this regimen. Although she remained free of disease for 3 years, severe
neurological sequelae due to perinatal asphyxia developed, suggesting a significant role of prenatal
diagnosis and planning the delivery to avoid a life threatening condition such as tumor rupture.
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