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Medulloblastoma and Familial Adenomatous Polyposis in a 24-year-old

Female Patient: A Case Report of Turcot Syndrome
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Turcot syndrome is characterized by the concurrence of a primary neuroepithelial brain tumor and multiple
colorectal polyposis. We report a case of a 24-year-old woman diagnosed with Turcot syndrome. At first,
the patient was diagnosed as having a medulloblastoma after a tumorectomy of the 4th ventricle mass.
The patient underwent radiotherapy and chemotherapy. After high-dose chemotherapy, neutropenic fever
and severe mucositis developed. For an evaluation of the persistent hematochezia and diarrhea, a
colonoscopy was performed. It revealed pseudomembranous colitis and multiple polyps in the entire colon.
According to the family history, her father had undergone a total colectomy due to colon cancer and
polyposis of the entire colon. Her brother also was found to have multiple polyps in the colon by a
colonoscopy. The patient was diagnosed with Turcot syndrome. (Korean J Pediatr Gastroenterol Nutr

Key Words: Turcot syndrome, Medulloblastoma, Familial adenomatous polyposis

M =

195940l Turcot 5o g &F53 FFo]

e

20074 84 30¢
LLE 50417

120079 79 319, 54 ¢
Z“°‘ZM HA3E, 135710, AEA] 7T
A Lot

Tel: 02-3410-3539, Fax: 02-3410-0043
E-mail: cyh@smc.samsung.co.kr

206

ek, AR 244 of Aol A
A AEA SE2Z0] 9v ZeE

5t g Bt wholet

L o} 371 °ﬂ



=
244 o127} 2. 2do] Welm FAE F At B4
2 UEsle ¥ 7139 A A0
J

Foko] WAEo(Fig. 1) TU AEE T =7 AAlA
FEAEZF(Medulloblastoma) 0.2 AEHE| ) chFig, 2). *]

Fig. 1. Brain MRI shows heterogeneous enhancing mass in
the 4th ventricle,

Fig. 2. Photomicrograph showing medulloblastoma charac-
terized by densely packed cells with round highly hyper-
chromatic nuclei surrounded by scanty cytoplasm, which
shows positivity for synaptophysin (H&E, x 400, synaptophy-
sin, x400),
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Fig. 3. Multiple variable sized and mainly sessile hyperemic
polypoid lesion,



Fig. 4. (A) Serrated adenoma with serrated glandular pattern and dense eosinophilic cytoplasm (H&E, x400), (B) Tubular adenoma
with stratified spindle nuclei, with findings of pseudomembranous colitis (H&E, x400),
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