
cas, EEG y esqueléticas. Las manifestaciones son menos severas y más variables en
las mujeres. 

Etiología: herencia ligada al cromosoma X.

Genes y localización: gen BFLS en Xq26-q27.

+ Síndromes Urban-Roger, Camera y Vázquez.

7. BIBLIOGRAFÍA

BUTLER, M.G., PALMER, C.G.: “Parental origen of cromosome 15 deletion in Prader-Willi
syndrome”, Lancet I: 1285-1286, 1983.

DONLON, T.A.: “Similar molecular deletions in chromosome 15q11.2 are encountered in
both the Prader-Willi and Angelman syndrome”, Hum. Genet 80: 322-328, 1988.

HOLM, V. A., CASSIDY, S.B., BUTLER, M.G., HANCHETT, J.M., GREENSWAG, L.R.,WHITMAN,
B.Y., GREENVERG, F.: “Prader-Willi syndrome: consensus diagnostic criteria”, Pediatrics
91: 398-402, 1993. 

KENNERKNECHT, I.: “A genetic model for the Prader-Willi syndrome and its implication for
Angelman Syndrome”, Hum. Genet. 90: 91-98, 1992.

KOUSSEFF, B.G., DIAMOND, T., ESSIG, Y., MILLER, K., TEDESCO, T.: “Unique mosaicism in
Prader-Labhart-Willi syndrome, a contiguous gene or aneuploidy syndrome”, Am. J.
Med. Genet. 28: 803-811, 1987.

LEDBETTER, D.H., RICCARDI, V.M., AIRHART, S.D., STROBEL, R.J., KENNAN, B.S., CRAWFORD, J.D.:
“Deletions of chromosome 15 as a cause of the Prader-Willi syndrome”, New Eng. J.
Med. 304: 325-329, 1981.

NICHOLLS, R.D., KNOLL, J.H.M., BUTLER, M.G., KORUM, S., SHOOK, D., GLATT, K., LALANDE,
M.: “Uniparental disomy for chromosome 15 in the Prader-Willi syndrome”, Am. J.
Hum. Genet. 45 (suppl.): A209 only, 1989.

REIK, W., COLLICK, A., NORRIS, M.L., BARTON, S.C, SURANI, M.A.: “Genomic imprinting
determines methylation of parental alleles in transgenic mice”, Nature 328: 248-251,
1987.

43


