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Surgical treatment of carcinoid
tumors of the small bowel, appen-
dix, colon and rectum: Rothmund
M, Kisker O (Digestion 55: 86-
91, 1994)
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Accumulation of p53 protein in
and neoplastic
Barrett's oesophagus: Krishnadath
KK, et al (] Pathol 175: 175-180,
1995)
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