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Stage (INSS) * 1, 2, 4S 3, 4

FELHEA! (Shimada 4738)
N-myc DH41E -

Favorable histology ~ Unfavorable histology

+

DNA ploidy Aneuploid Diploid, Tetraploid
(hyperdiploid)

1p/R% % 7213 LOH - +

17q gain - +

TRK-A D%8 + -

Telomerase i % (i =

M7 =95 <142 ng/ml > 142 ng/ml

IfitH NSE <100 ng/ml >100 ng/ml

* INSS, International Neuroblastoma Staging System.
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FKHR i3 PAX3, PAX7 ®RGIEMEIL F X A ¥ & Rkwn
FKHR O GAEMEAL N & 4 > 2 54 5 %%,

PAX3 BIEF I3 AR B 2 iEREET-C, 4F
CHIRESRI AL DY, BBy, SMICERERE LRI T
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BE, WEGORE, VY2 ATV Y T LR
&9 5 e ARE M {5 B Waardenburg SE R RE O K
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VU DB b B 5 ML & R oAb 2 IRRB L AR
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MyoD #3i5MAL S A FM I OB~ OB B 255G S h
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> & FKHR @ C il O $xzB{E AL ¥ 2 £~ (forkhead
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fETOES2RES L, ZoOEE5EMEIZPAX3® 10-100
75, BMEMESHAETIIZOx X FBETO
EHEICEITM AT, EHAMARD RV, PAX3-FKHR O
EfETI1ZMET T, Z#i3 hepatocyte growth factor
(HGF) @ receptor tyrosine kinase # 2 — N L U &4
B OFEICAN R TH 5. PAX3-FKHR ¥ * 7815 T
ZZOMETEZTORBREZILHEL, £/, MENTF
MyoD, Myogenin, Sixl, Slug% & Oftl, IGF2 &= T,
IGF2 binding protein5 #{=T 7% L kk 4 il (B M
EEETORBAITHET 5. MyoD family proteins
(MyoD, myogenin, myf5, MRF4 7% &) 3 helix-loop-
helix & F1 T 3R AME %2 B AR~ ST 25 DI
BEE L, S5 R 7% myosin % creatine kinase DHx
HRHET LY.
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B3 2 B BB R AU PO IE o 4 4R R RIZ 8%, PAXT7-
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VC})Z) 39,40).
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WSRO 5 AEAETFRIT60%F R TV DA, miEls
B2l b )EMOSEELRITI0ONIIWH 2RV, —
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ARG RIERFZE 7 v — 7 (JRSG) 234k S h, 2004
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DA DN A DRI Z Mk F O 7 v —7
ROBAZ L YT o 72l 2 A7z LaL, BORD
TOV—THEFE L B L, WFZEOFAR A BT R0 A B D B8k
VAT LABREZOBICHALTERERERVEEDH D
ELHEETHL. MAVAZEREELREBREELD I S
BREEHET 5720 EORmCIRRIIZEZ £ L 5
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