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D835Y [1-3]
D835V [2-6]
ITD-D835Y | [7-10]
ITD-D835V | [7, 8, 11]

References for Figure 1.

mutation domain Ref
5451 extracellular [12]
ITD JMD [13]
Y572 JMD [12]
F590 JMD [14]
Y591 JMD [14]
V592 JMD [12, 14, 15]
F594 JMD [14]
V579 JMD [14]
ITD672 TKD1 [16]
N676 TKD1 [17, 18]
F691 TKD1 [18, 19]
G697 TKD1 [18]
D835 TKD2 [20]
1836 TKD2 [20]
R834 TKD2 [12]
D839 TKD2 [15]
5840 TKD2 [21]
Y842 TKD2 [22]
N841 TKD2 [23]

References for Figure 2.




Protein Feature Ref
FLT3 Y589, Y591,Y599, Y768, Y726, Y793, Y842, Y955 [24]
FLT3 Y842 [25]
SHP1 Y276, Y536, Y564 [25]
SHP2 Y279, Y551, Y584 [25]
SYK Y203 [25]
SYK Y525, Y526 [26]
SYK Y352 [27]
PRKCAB Y69 [25]
PLCG2 Y1217, Y759, Y351 [25]
SHIP Y693, 5423, S971 [27]
PTPN12 Y64 [25]
GAB1 Y659 [25]
GAB2 5141, Y293, Y614, S623, Y643 [27]
CCND3 expression [28]
NFKBp105 5499, S759 [27]
RADb51 expression [29]
RPS6KB1 T444 [27]
RPSA Y139 [25]
RPS10 Y12, Y82 [25]
EIF1B Y30 [25]
PIM1 expression [28, 30]
PIM1 S99 [27]
Pu.l expression [31, 32]
MYC expression [28]
MYC T58, 562, S64 [27]
C/EBPA expression [31, 32]
CEBPA S21 [33]
P27Kipl Y88 [34]
P27Kipl S7, 510, S12 [27]
RAF1 5296 [27]
P38G Y185 [25]
ERK1/2 Y204 [31]
ERK2 Y185, Y187 [25]
JAK2 Y570, Y1007 [25]
JAK2 Y570 [27]
STAT3 Y705 [25]
STAT3 S727 [27]
STAT5A Y694 [25]
STAT5A Y694 [29]
STAT5A Y694, S780, 5128 [27]
STAT5B Y699 [25, 27]
TYK2 Y1054 [25]




PIM2 expression [31, 32]
BcLxL expression [29]
BAD S118, 5134, S99 [27]
BAD 575, S99 [35]
PIK3R1 Y580 [27]
PIK3CD 51039 [27]
BCAP Y570 [25]
PTPRA Y798 [25]
PIK3CA 5244 [27]
AKT 5473 [31]
GSK3A 5278,Y279, S282 [27]
SHP1 expression [36]
Lyn pY [37]
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