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Message:
Dear Prof. Chang,

Your manuscript 2013-0660-RSR "Renal dysplasia" has been accepted for publication in an upcoming issue of the Archives
of Pathology & Laboratory Medicine. All accepted manuscripts are subject to copyediting. You will next hear from our
printer, Allen Press, regarding galleys and other issues in processing. The authors are responsible for all statements in this
manuscript, including any changes made by the copy editors.

Congratulations on the acceptance of this manuscript. Thank you for submitting this interesting manuscript to the Archives.

Sincerely,

Philip T. Cagle, MD
Editor in Chief
Archives of Pathology & Laboratory Medicine
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Prof. Han Chang (China Medical University Hospital)
Dr. Chen Rui-Yun

Renal dysplasia is an aberrant developmental disease usually diagnosed during the perinatal and
childhood years. Prevalence is estimated at 0.1% of infants (via ultrasound screening) and 4% of
fetuses and infants (via autopsy study). Occurrences may be combined with abnormalities in the
collecting system or associated with complex syndromes. Histopathology shows primitive tubules
surrounded by a fibromuscular collar. The differential diagnosis includes renal dysplasia, hypoplasia,
and renal atrophy. The paired box genes 2 and 8 (PAX2/8) and Wilms tumor 1 (WT1)
immunohistochemical expression are increased in the primitive ducts and fibromuscular collar,
respectively. Renal dysplasia pathogenesis is not well understood, but may be caused by a nephron-
inductive deficit due to ampullary inactivity or abnormal budding of the ureteric bud from the
mesonephric duct. Either the PAX2 mutation only or cross-talk with the p53 pathway is involved in this
deficit. Nephrectomy is the treatment of choice for symptomatic renal dysplasia.
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