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Somatic mosaicism for oncogenic NRAS mutations in
juvenile myelomonocytic leukemia
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FAEMEE BEHEERME A mME  (Juvenile myelomonocytic leukemia ; JIMML)IE, /4 IR
FEAE T2 Mo 7215 Bl T BE e T B 5 B SHE O — R T db 5, JIMML @ 70% O JiE fl
TlX. GM-CSF v 7' F WMRERICHE G T 285 T Th 5 NRAS, KRAS, PTPN11, NF1,
CBL DML RZ2RD 5,

MAMAEY A 7 ) X, —HOZREINCEFEZ b B BRI R 5 MR
N, —fEEOFICHAFEL TV IRELEERSIND, TNLETHBEE 2302 0#E
B EROEMIE S A 7 D kkx REEBTHRE SN TWD 2, JMML IZ381F 5 Al
TV A ZIEG O IL R0,

A a3k 2 13,2 Bl JMML B35 T NRAS {(Kfila €% 1 7 (G12D, G12S) % FiEH L 7=,
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JEB] 11310 » A 5T OIF MR & BEREEIN 2 £ 5 3 i Bk 2% (WBC 72,100/uL, Mon
13,300/uL) THIE L 7=, B HZEKIC NRAS G12D 2R #3872, IFN-a 5 X ' 6-MP
BHEOHTEMIZE ST, P26 10 FLL Efkl LT, /MMijgd 2580, Bl
A& ATV, B RAMEEERE (RStEgm) 2Lz, BFiE, TR os
PFRMESE S K OVERBE ORERE LR O R0 o7, JEf 2 D 10 » A BT, FFMEE
L BRI & £ 5 A ERHI % (WBC 31,800/uL, Mon 6,400/uL) TIJE L7-. &5
FZERIZ NRAS G12S BRZF O -, HIRRICTENH O O LIZHEMIZED | 8 FLL 1
WIRAAEFF L TWD, ZOBEICSH. KGO IFEG S & OV KR O KRR
IEER O TR,

KA ML ds ZOVE ff ok o A ER . D PER IR M, BRI L OUNA 5 genomic
DNA % fiti L. PTPN11, NRAS, KRAS, CBL & #&In DX A V7 by — 27 = v A %AT
ST, RNA v —7 T AEIZI D NRAS AR T U L E&EIZIX., allelic quantitation
software of the PSQ96 system (QIAGEN, Hilden, Germany)% i 7=, F7=. JEH] 1
TIX 254 L7 DNA @ NRAS ex2 PCR FE#¥) % pGEM® -T Easy Vector Systems
(Promega, Madison, WI, USA)ZHHWWCTA /7 r—=>27 L, ¥4 L7 h¥—F xR
AT o T,
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FA VY k— s xy AYEIC X B AT (Table 1, Figure1)T. JFE6l 1 Tk, JMML 35
K OVE B R M E R W OB B B ER © NRAS G12D AR AR 7=, [ DA RN
OFEREBECMCHER SN2, ZRT VLo signal ITEZER LV Ko7, JEH
2 TlE, EREEEER, DFEREE X OVE FINT NRAS G12S BRZFRO -, DR
BB X OEFNOERET U Ao signal IZHEZEK LD bR o7z, WEZF OB L LV
[ O RAY ML R TIXERT U VidRH En o7z,

WA\ Y= T ZEIC KD E B BT (Table 1, Figure1) Tid, MLV £
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JMML #3 Tld GM-CSF Z &K Fii D > 7 F IWARETR T 5 RAS fR I O s 11
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RAS % B s 1 O IR 4 813 . Noonan JEERE R X O Noonan i & I L O
BRI EZHES ESNDM,. NRAS 5L CBL ORHIAZE R 2 > JMML B#H CTH
B e KT ERRE SN TS, Bx ORBR LIEN TiX, HIRTRORERS
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JMML [ — 2, THRAR CHMBMEBHALEL SNDEBETHDL, Ll
AR, BRI K > THRA 2EBIRRBREZ Y 52 2 LR LN R->TET, Fix
MO 7 N —T D5 PTPN11T OEMRARZ > JMML B 1L NRAS B XL O
KRAS ZHZ L DHBFIZHAXTTEREARTHDL Z P WMEIN TS (Pediatr Res.
2009;65(3):334-340, J Clin Oncol. 2010;28(11):1919-1927) ., F 4 OB L 7= NRAS
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