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FFgER R OMEEL (337) : To establish novel prognostic markers for advanced hepatoblastoma
patients, we examined the methylation status of candidate tumor suppressor genes located
in the shortest overlap region of deletion found in hepatoblastoma tumors detected by
SNPs array analysis. Hypermethylation of a candidate gene was found in hepatoblastoma
cell lines, although hepatoblastoma tumor samples did not show any aberration of the
methylation status.
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4q34. 3-q35. 2 FE

NM_002199. 3 IRF2
interferon regulatory factor 2

NM_004346. 3 CASP3

caspase 3, apoptosis—related cysteine
peptidase
NM_024629. 3 MLF1IP

MLF1 interacting protein

NM_031953. 2 SNX25
sorting nexin 25

NM_005958. 3 MTNRIA
melatonin receptor 1A

NM_004477. 2 FRG1
FSHD region gene 1

16923. 1-qter fEK

NM_016373. 2 WWoX
WW domain containing
oxidoreductase
NM_004933. 2 CDH15
cadherin 15, type 1, M-cadherin
(myotubule)
NM_144601. 3 CMTM3

CKLF-1ike MARVEL transmembrane domain
containing 3
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