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P FGFRL 55 BBE 22 Rk 2 28 iR SRR 8pll - Bk o
LEAAE(EMS) , 2 — T 25 UL 19 42 28 0 i v IR, L3S0 pL
FENENM T Y 8pll 1Y FGFRL LR & AL Wi L HE, 5
AN T2 OB gl A, e 2 FGFRL 1) 16 22 R T i
SR NG, DT B8 A 36 O 200 A A PR AR . 2008 4,
8pll/FGFR1 FHEB A AR F M AT B A WHOBE R 5
WREL UM A3, A, P AMRGE I FGFRL X -3k A
A 15, B WA M AT 13912 19 ZNF198, 1 MYO18A
AR FE 0, PN o A 28 B SRR, I AMIURIE 141, H TG
ST IR BN . B AT 16 t(8;17) (p11;923)/
MYO18A-FGFRL FHM: EMS [, I X Hoaz BRI R kA1 4 <
ol I GE

i il 5 B

BT ,52% . 20154F 7 H IR Z 1 Rl 2 b I e A
I H 7R WBC 62.0x10° /L . HGB 13.9 g/L .PLT 411x10%/L,
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S5 WA L H RS F AN B B T S IR
E LN E RN N SN U N, (= Wi RS
Ii1 L IR T R e, MU 2 3R, Bt h 45, B RE4 - 1
A B R, B 2R 1 0.670, JE A4S R EIE &, W TR 1 ks 40 g
8% , FETR R AN 4% 5 215 17 0.210, el BB 28 R BUE#
WRELA I A7 0.075, 42 5 B A2 > 1004, i/l L rf /1
YOI, . YRR R . 1(8;17) (pl1;924) ., £ PCR £
o 2 20 e U 1 Il Rl 2 A 5 FISH 7R FGFRL X
HEFFE . AR 154 DNA-PCR A T 5] 3 WL 51 Fel Jie 27
T AR s 5 AL P 3R 1(8;17) (p11;23) AR R 52 BRIE [
S99 T 8pll I FGFRL K i T 17g24 | MYO18A;
N I MYO018A & FGFRL ¢ 5 M 51 4 ( L g 51 ¥ - 5-
AGATAGTGAGGAGAGTCAGCG- 3' , F % 5l ¥ . 5-
GTTGTAGCAGTATTCCAGCCC-3") 4T RT-PCR Y14, 1] il
— VBT 4RAl , P IESE A MY O18A-FGFRL fill & J& K 7= )
(L), HWr 2440 8 43 5147 T MYOL8A Ky 31 5 41 it 7
FGFR1M 10 54+ (K1 2) . LR IRIRERI L LI = kA,
¢ i 2008 41 WHO il 2 559k UL 32 g 3 B bR e iI2 W7o “ %
B FGFRIEHEEMS” . AR IkILYT , T TR L
TS (30003 U, BEJE 3YK) , FFARYE 1 40 AT AS LA 1R
FRIMR, WBC (5~ 11)x10°/L, {H BT [B] 45 AS W &k . 2016 4F
9 [ I BRI Wt i i 1M, 52 A B BE R S 12 Wl S Pk T
ML s . T LA VP T & (KB FE+R e ) 175 ST, 1k
IPE R 2 AR A S HEAR M . B PR b B R
KPS, T4 30 H G S8 Tl e
itk — WS MYO18A-FGFR1 Gl & 5 T g, e A1
B CDNA B, & A ES)PHIN 8 X514 (£ 1) it
KOD & {5 EL7i# ( H 75 TOYOBO 23 7= i ) #E A T2 K4 44, 15
F1 84 B [’ oA, 15 2197 04 15 o/L 3 ie i
HEATHLVK , Wi%$ %) 330,828 .1 121 .1 245 .1 2231 184,826 FlI

596 bp i H ) A BE(E 3) , 5B A H BER/h—3 . L84

FBRYIR AW AR, U /M S |9 8E4T PCR Y48 | =47

15 o/L Bl BRI - WLE<f9 21 6 006 bp i H Y &35 (K1 4) ,
bp M 1 2

1500 —

1000 —=

M:DNA Marker; 1: 1E# FH X 5 2: MYO18A- FGFRL fil 3 3 A 4%
S =4 (1048 bp)
E1 RT-PCRK MYO18A-FGFR1 fili A JL A

FGFR1

. ¥ ¥ ¢ B yoEgR NN N R RN
6 T 6 A 266 T 6 c G C

B2 WFFSE MYOL8A Fil FGFRL Y El 4 &4 B4 T MYO18A
131 54h T M FGFR1 1Y 10 S 4h i T

bp M 1 2 3 4 5 6 7 8
2000 =

1000 =
750 =

500 =
250 »

M: DNA Marker; 1~8 2 43 5l 24 51 ¥ FIR1, F2R2, F3R3, F4R4
F5R5.F6R6 .F7R7 .F8R8 " 147
3 i PCRY A Ik,

&1 MYOI8A-FGFRL il 5L N 7 BEy 85 | My i i 1 B 781 B IR S B/

512 Bk (EENLE ) FF51(5—3") IRJGREE(C) Jr B K/ (bp)
F1(1) 3514 : ATGTTTAACCTAATGAAGAAAGACAAGGACA 60 330
R1(330) T #5147 . CTCCTCACCCTTGAGGTCATCG 59
F2(225) -%%514 : CCTGCACCTGACTGACATTGACT 60 828
R2(1052) T4 : TTCTCCGTCTCATTCCAGGCCTC 61
F3(918) 514 : GGTGCAGCCCATTCCAGAG 59 1121
R3(2038) 514 : CTTTGGTGGCTCCCGCA 59
F4(1835) ¥#5 1% : AGCTCCACCTCAACCACTTGG 60 1245
R4(3079) T34 : GCTTCATCTGGATGCACAGTGACT 60
F5(2904) -3%514 : AATCATCAGCAACCTGTTTCTGGG 59 1223
R5(4126) TS5 14 : CATACTTCAGCCGCCACTCG 59
F6(4028) 514 : TGGAAATGGAGGTGATGGAGGC 60 1184
R6(5211) T 7514 : ATACAAGGGACCATCCTGCGTG 60
F7(4766) 355149 : AGATGGAGAGTCGGGATGAGGAG 60 826
R7(5591) T #5147 : GACCACACATCACTCTGGTGGG 60
F8(5411) 5141 : CAGCCAGGAATGTCCTGGTGA 60 596
R8(6006) TS5 14 : TCAGCGGCGTTTGAGTCC 59
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M : DNA Marker; 1: #MU 591 5" # 1) MYO18A-FGFR1 4= K fil & %
PRI S 7= 4 (6 006 bp) 2. %R
B4 MYO18A-FGFR1 4K fil & 3k P =4
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FGFRL B[ & Ak Wi 24 F HERT , {7 B IR P 199 196 20 TR I A 25 4
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UG IZ AN A L-3 AR A K, IR /N BB A AR A
Az EMS Il RFRA

MYOL8A K& [F 5 i T Y (4 4 17g24, £ 109 kb, H: N Bf
H PDZ L5038, iz S5 A e (i 2 1 = RIAH BLAE T, C Br s &
Coiled coil Z5H435, 1T~ S48 (A WA EAE 2 S5 41 £
Wi B ig sh ™. REAEHFST R, MYOL18A JL [H 7 £ F
BB, e 24182 Kk . MYOL8A 1 5 /R 3%
MR s i B B A9 GOLPH3 &5 &, M ifii JE it MYO18A/
GOLPH3E &M, %8 A Wyl A it 2 R B 3 WA THT A8 173D
) Y T 17 200 B ) 5 3, A TE S 6 I MYO18A /GOLPH3 &
G Y eT BN T DNA TR I B ZAE ™ . il BT
/N, MYO18A W] 3 i: 45 45 i /R HEAR 43 WA 1T I 1 1) GOLPH3
PSR R ) R AR, AR BIRSE R B A R R TR T R T
HTRY T4, ARWFSE AT MYO18A-FGFRL il & 3 A 47
SR T M A Hr & B, MYO18A 11 B T PDZ 25k,
FGFRL R B T M 2 MR I g 25 AL dak , AH 38 2Z (W) 9 28 B AR
FHBLH G FEE— A58 b . JEAF R, ) 3 i DNA R EE Iy
B FF4R 7 FH T M3 B3 19 22 35 PG , {ELER EMIS 206 R 11K
ST FGFRL LA AR ) B[] 5 P 1 oA DL A S B0 41 3
Strati 25Xt 7 Filff: FGFRL FHEH M ) EMS R #E1 7RI 5
K, 78% (5/7) [ 55 G P RUNXL IR 5 98728, 2 dpe i L
FA A Bt N 2 A8 AR Z 205 451 JE MY O18A-FGFR1 FHME: £&
G o ARWFFELEA RN UL 51 e I R 2 A8 $4 BH 4, o AL
FlEREIE R
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1% AR TP 3R B B ST A9 . Chase S5 I 1% 24
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e % 35 L A 5O ) B Y ZNFI198-FGFR1 Al BCR-FGFR1
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WA FE 7, /INo3F 1 S 19 SR 11 791) BGJ398 fE A A4
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