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Randomization .4 Controlled study &, sl
Well designed cohort study L

Well designed case control L 4 ! o
Cross sectional study L 4

Surveys , descriptive, case series studies I o
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Study Calculation RISkdEf.mItlon by
calculation
. Low risk: < 0.8
BExp 0.0116x (age -43) + 0 .0345x%(spleen size (cm below costal Int\;vrn:e diate risk:
Sokal et al. 1984 margin) - 7.5 cm) + 0.188 ((platelet count+700)2 - 0.563)+ 0,812 '
0887x(blast cells - 2.1
0.0887x(blast cells - 2.1) High risk:> 1.2
Low risk: <780
Euro 0.666 when age>50y + (0.042x spleen) + 1.0956 when platelet count > Int:/rnri q ia;e riske
1500 x 10°L + (0.0584 x blast cells) + 0.20399 when basophils > 3% + '
Hasford et al. 1998 (0.0413 xeosinophils) x 100 781-1480
' P High risk: >1480
EUTOS Low risk: <87
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