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BAESNS B2, bRLRBICENTH, BB koM
BN RRTEE AN 19 oM IS RTER AR 1 23, I
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DNTIEILRDIMFANLETH D,

2) RNF213 OZE RO Lk

BIEEFTHESN TV LIERD T 7y A V& {112
ALV, ZoRom, JEEMICT IV BEREZMED R
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T5Z ENfEND,
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1. B—BRFRETLOLOREGHT IO BRESNTVIERE

AYEHIoER DFHE 595 EEF
ST FIEE Ras signal Pathway Type I Neurofibromatosis NF/7
Noonan Syndrome BRAF
KRAS
PTPNIT
RAFT
sosi
Castello syndrome HRAS
Notch signal pathway Alagille Syndrome JAGT
NOTCHZ2
Wnt signal pathway ~ Robinow Syndrome ROR2
$EABEER Cell cycle Schimke Immuno—Osteo
HREIHA. DNAISTE dysplasia SWARCALI
MOPDII PCNT
Seckel syndrome ATR
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CEP63
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Protein S Proten S
Protein C Proten C
Thrombotic ADANTS 13

Thrombocytopeic Purpura
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H R H O AN ICHETIR, 1979 FEEICHIEIFEAE &
MmAL” < TADAR? <FEFERI” <— MK % 1E (TIA)
> “TIA BEFH” (1 4 A 2 BILLE) . “Fof o 6 i
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23, 2003 FEEDOH L NT —F X=XV [T X 5T
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— ZIXPB O E T 2 R OREFI AL E o TEY
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Jibd H 1. 190 #5 (19%)
G 61 fil (6%)
T 34 %1 (3%)
A S AR 32 1 (3%)
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5 R S R H 1f 754 i i 7Y
EHEE 58.6% 79.8%*
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AN L, EikbEE, SEROHBERNE L, EHFEEOH
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