
Supplemental Table 1. Series Reported in Table 1.  For each reference, 
number of patients with mutation/number tested (% with mutation) is indicated. 
 
Juvenile Myelomonoctyic Leukemia (JMML): 
 

Reference NRAS KRAS NF1 
(Park et al., 2012) 2/22 (9%) 1/22 (5%) -- 
(Pérez et al., 2010) 11/68 (16%) 12/68 (18%) 3/68 (4%) 
(Yoshida et al., 2009) 11/71 (15%) 2/71 (3%) -- 
(Chen et al., 2006) 4/15 (27%) 1/15 (7%) -- 
(Flotho et al., 1999) 5/36 (14%) 1/36 (3%) -- 
(Miyauchi et al., 1994) 6/20 (30%) -- -- 
(Kalra et al., 1994) 3/11 (27%) 2/11 (18%) -- 
(Padua et al., 1988) 3/20 (15%) 1/20 (5%) 3/20 (15%) 
TOTAL 45/263 (17%) 20/243 (8%) 6/88 (7%) 

 
 
Chronic Myelomonocytic Leukemia (CMML): 
 

Reference NRAS KRAS NF1 
(Jankowska et al., 2011) 1/52 (2%) 4/52 (8%) -- 
(Ricci et al., 2010) 6/18 (33%) 1/18 (6%) -- 
(Kohlmann et al., 2010) 18/81 (22%) 10/81 (12%) -- 
(Tyner et al., 2009) 3/26 (12%) 4/26 (15%) -- 
(Gelsi-Boyer et al., 
2008) 

2/24 (8%) 2/24 (8%) -- 

(Hirsch-Ginsberg et al., 
1990) 

13/30 (43%) 4/30 (13%) -- 

TOTAL 43/231 (19%) 25/231 (11%) -- 
 
 
Acute Myelogenous Leukemia (AML): 
 

Reference NRAS KRAS NF1 
(Berman et al., 2011) 86/825 (10%) 2/183 (1%) -- 
(Parkin et al., 2010) -- -- 7/95 (7%) 
(Bacher et al., 2006) 257/2502 

(10%) 
-- -- 

(Bowen et al., 2005) 126/1106 
(11%) 

39/739 (5%) -- 

(Lee et al., 1995) 10/48 (21%) -- 0/48 (0%) 
(Vogelstein et al., 1990) 24/99 (24%) 13/99 (13%) -- 
(Bartram et al., 1989) 13/57 (23%) 2/57 (4%) -- 
(Senn et al., 1988) 5/18 (28%) -- -- 
(Farr et al., 1988) 14/52 (27%) -- -- 



(Bos et al., 1987) 5/37 (14%) 2/37 (5%) -- 
(Janssen et al., 1987) 4/9 (44%) -- -- 
TOTAL 544/4753 

(11%) 
58/1115 (5%) 7/143 (5%) 

 
 
Myelodysplastic Syndrome (MDS): 
 

Reference NRAS KRAS NF1 
(Kolquist et al., 2011) -- -- 3/35 (9%) 
(Bejar et al., 2011) 16/439 (4%) 4/439 (1%) -- 
(Dicker et al., 2010) 6/163 (4%) -- -- 
(Bacher et al., 2007) 17/272 (6%) -- -- 
(Misawa et al., 1997) 6/70 (9%) -- 0/70 (0%) 
(Janssen et al., 1987) 0/13 (0%) 0/13 (0%) -- 
(Hirai et al., 1987) 3/8 (4%) 0/8 (0%) -- 
TOTAL 48/965 (5%) 4/460 (1%) 3/105 (3%) 

 
 
Acute Lymphocytic Leukemia (ALL): 
 

Reference NRAS KRAS NF1 
(Zhang et al., 2012) 15/106 (14%) 2/106 (2%) 9/106 (8%) 
(Balgobind et al., 2008) - - 3/103 (3%) 

(T-ALL only) 
(Perentesis et al., 2004) 81/870 (9%) 41/870 (5%) - 
(Neri et al., 1988) 6/33 (18%) 0/33 (0%) - 
(Senn et al., 1988) 0/14 (0%) - - 
(Rodenhuis et al., 1986) 2/19 (11%) - - 
TOTAL 104/1042 

(10%) 
43/1009 (4%) 12/209 (6%) 

 
 
Multiple Myeloma (MM): 
 

Reference NRAS KRAS NF1 
(Chng et al., 2008) 74/439 (17%) 28/439 (6%) - 
(Liu et al., 1996) 61/346 (18%) 23/246 (7%) - 
(Neri et al., 1989) 17/56 (30%) 5/56 (9%) - 
TOTAL 152/841 (18%) 56/741 (8%) - 
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