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Exp 0.0116x (age - 43) + 0.0345x(spleen size (cm below Low nSk.: <08
Sokal et . Intermediate
costal margin) - 7.5 cm) + 0.188 ((platelet count+700)? - L
al 1984 | § 563)+ 0.0887x(blast cell - 2.1) fisk: 0.8-1.2
' ' ' High risk> 1.2
Euro 0.666 when age>50 y + (0.042x spleen) + 1.0956 when Low risk: <780
Hasford platelet count > 1500 x 10°L + (0.0584 x blast cells) + Intermediate
et al. 0.20399 when basophils > 3% + (0.0413 xeosinophils) x risk: 781-1480
1998 100 High risk: >1480
EUTOS
Hasford : Low risk: <87
leen x 4 + hils x 7 R
et al. Spleen basophis High risk: >87
2011

Age is given in years. Spleen is given in centimeters below the costal margin (maximum
distance). Blast cells, eosinophils, and basophils are given in percent of peripheralblood
differential. All values must be collected before any treatment. To calculate Sokal and Euro
risk score, go to http//www. leukemia-
net.org/content/leukemias/cml/cml_score/index_eng.html. To calculate EUTOS risk score, go
to http://www.leukemia-net.org/content/leukemias/cml/eutos_score/index_eng. html.
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High risk or
NA CCA/Ph+, major NA Oleys glasl 5o/aly
route

BCR-ABL >10 %

BCR-ABL <10 %

Non-CHR and/or n
Ph+ >95% and/or Ph+ 36-95% and/or Ph+ <35%
BCR-ABL>10% BCR-ABL 1-10 % BCR-ABL <1 % s
and/or Ph+ >35% and/or Ph+ 1-35% and/or Ph+ 0
BCR-ABL>1% BCR-ABL >0.1 — o LAY
and/or Ph+ >0 1% BCR-ABL =0.1%

Loss of CHR
Loss of CCYR
Confirmed loss of
MMR*
Mutations
CCA/Ph+

CCA/Ph- (-7,0r 70-)

BCR-ABL <0.1%

S aS Ol o 53 5/ g
woar gl Sels ks
-+ CBCUiff nts

S e 5
AL 4213 O gl

NA: not applicable, MMR: BCR-ABL <0.1 %= MR3 or better, CCA/Ph+: clonal chromosome
abnormalities in Ph+ cells, CHR: complete hematologic response, CCyR: complete cytogenetic
response, MMR: major molecular response
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Afatinib, Antacids, Aripiprazole, BCG, Bosutinib, Cardiac Glycosides (Digoxin —exception
Digitoxin), Carvedilol, Clozapine, Codeine, Colchicine, CYP2C8 Substrates, CYP2C9
Substrates, CYP2D6 Substrates (exception Tamoxifen), CYP3A4 Inducers, CYP3A4
Inhibitors,  DabigatranEtexilate, ~ Dabrafenib, = Dasatinib, = Deferasirox, = Denosumab,
Echinacea, Everolimus, Fesoterodine, H2-Antagonists, Herbs(CYP3A4 Inducers), Highest and
moderate Risk QTc-Prolonging Agents, Ivabradine, Ivacaftor, Leflunomide, Lomitapide,
Metoprolol, Mifepristone, Natalizumab, Nebivolol, P-glycoproteif ABCB1 substrates,
Pimecrolimus, Pomalidomide, Proton Pump Inhibitors, Prucalopride, Rivaroxaban,
Roflumilast, Silodosin, Sipuleucel-T, Tacrolimus (Topical), Thioridazine, Tocilizumab,
Tofacitinib, Topotecan, Tramadol, Trastuzumab, Vaccines, Vincristine(Liposomal), Vitamin K
Antagonists(Warfarin)

Food: Grapefruit

Herb/Nutraceutical: St John’s wort

Vo]0 99 2 5092 g IMatinib 59,410 Cuogomo .

el

PLT<50x10%/L L / 5/L(ANC)<1.0x10° |55 55 s slias (S5 S 56 -

g3+ 400mg/day sy 555 L Imatinib .. [PLT275%10%/L ; ANC21.5x10%/L & Imatinib _s
SANC21.5%10%/L 4 Odene, b 5,15 PLT50X10%/L 1/ s ANC<L.OX10%/L 5ims 3 38 Sy 5oy 3 5o
S b g 300 mg/day sl zals 555 L Imatinib ... .z PLT275%10%/L

PLT<10x10°/L L/ s ANC<0.5x10°/L « Sty 5o oy s 51 -

Sl 55 Gl (il olow 4 lod e smle STeriabails ol b i e snle ol (S0 Olley
300 mg/day b s min ialS bl HlUL atin ¥ S & o gule 455, 50,5 400mg/day b Imatinib
5 PLT220%x10%/L s ANC21.0x10%/L « s, b Imatinih i 5 cble Il azin ¥ oodo & o sule S
AL e aslsl 300 mg/day s L obeys e

35S 1B eslial 3550 pslie s 55 L Oble o3 IMALINID L oS 5 55 Wl 5 AGF) s, 5556 -
o 3505053 0T 5l esli ol FDA Lol o5l o 550 3550 onl 55 sl 4 SO ¥ gam 3 ST -

3
v/ Vo
{
F



(P

O, s Imatinib :5xIULN< s slasle Wl 5 L, Bilirubin>3xIULN -
L Oloys 3dms g5 o3 5 o B 20 2.5XIULN> Lasbgal il 5 g 5 Bilirubin<1.5xIULN 4
5I'L 400mg/day « 600mg/day ;. 300 mg/day « 400mg/day ;I ;s 555 L:als L Imatinib
35 oo pl 600mg/day « 800mg/day

Db o e (She00s S b IMALIND L ols ale s el L ls (50 Cusanns -
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