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RCUD: refractory cytopenia with unilineage dysplasia, RA: refractory anemia, RN: refractory neutropenia, RT: refractory
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Case # category PtID age, perpheral blood bone marrow Diagnosis chromosome prognosis
gender[\wBC PMN(%) Blast(%) other(%) Hb PLT IPF(%) morphology|Cellularity Blast% Micromeg %
1 A1l 2339043 59m 3.3 25 0 125 12 55 nor 22 100 RCMD 46XY no change
2 A1 1698549 82m 1.4 22 0 64 9 37 nor 0.3 33 RCMD 46XY progressive
3 Al 1188888 80f 2.4 30 0 8 25 6.9 (+) nor 4.6 24 RCMD 46XX progressive
4 A1l 835305 81f 1.9 47 0 Bas42 62 12 25 nor 0.8 32 RCMD 46XX progressive
5 A1 2622789 94f 0.9 35 0 59 10 38 hypo 0.9 30 RCMD 46XX progressive
6 A1 2524610 69f 2.1 16 0 76 6 32 hypo 0.5 50 RCMD 46XX,del5q,i(17),+8 died
7 A1 2586667 72m 3.5 25 0 76 20 8 nor 0.5 100 RCMD 46XY no change
8 Al 598402 57f 4.1 55 0 61 24 32 hyper 2.4 0 RCMD 46XX improved
9 A1l 2175586 78m 7.3 57 0 104 38 6.8 nor 0.2 30 RCMD 46XY died
10 A1 2308630 72m 3.9 60 0 77 27 62 nor 0.4 nd RCMD 47XY,+8,del(20)(q11.2913.3) no change
11 A1 2411792  75f 2.7 26 0 8 17 47 nor 9.6 nomeg RAEB1 46XX no change
12 A1l 757935 69m 0.4 4 0 8 8 35 nor 18.4 33 RAEB2 46XY died
13 A2 255790 72f 48 61 0 77 11 143 nor 0.7 58 RCMD 46XX no change
14 A2 798020 58m 2.2 34 1 119 18 16 (+) hyper 1.1 12 RCMD 46XY,+1,der(1;7) no change
15 A2 2294940 16m 1.4 14 0 109 13 212 hyper 1.2 12 RCMD 46XY improved
16 A2 2784117 26f 4.4 42 0 117 9 236 (+) hyper 0.8 24 RCMD 46XX improved
17 A2 1166590 77m 2.0 20 0 8 21 358 (+) nor 7.6 16 RAEB1 46XY improved
18 A2 2799474 80m 4.4 6 5 Mon 44 63 19 355 nor 5.8 28 RAEB1 43XY,-3,del(5)(q?)-7,add(12)(p11.2) progressive
-18,-18,+mar 1
19 B1 989611 58m 8.2 68 0 92 360 2 nor 0.2 33 RA 46XY,del(20)(q?) no change
20 B1 1564411 26f 29 78 0 115 60 37 nor 0.9 0 RCMD 46XX no change
21 B1 341602 31m 2.3 17 0 146 52 22 hyper 0.4 4 RCMD 46XY no change
22 B1 2762119 76m 18.3 54 0 58 59 51 hyper 2.4 8 RCMD 46XY died
23 B1 131559 76m 1.5 36 0 10 78 34 nor 0.8 16 RCMD 46XY no change
24 B1 2898474 79m 1.4 57 0 9 53 72 (+) nor 0.3 40 RCMD 46XY no change
25 B1 2894368 72m 7.5 71 0 103 381 1.8 nor 0.8 12 RCMD 46XY no change
26 B2 2768771 86m 6.1 58 0 33 274 1241 (+) nor 0.6 16 RA 45XY,-Y,del(5)(a?) no change
27 B2 2679365 77m 2.3 30 0 Bas20 99 41 185 nor 1.2 24 RCMD 46XY,+1,der(1;7) no change
28 B2 2686527 80f 25 65 1 75 51 222 hyper 2.6 24 RCMD 47XY,+8 no change
29 B2 83498 75 1.4 37 0 62 82 11 (+) nor 42 27 RCMD 46XX,del(1)(p?),del(11)(q23) progressive
30 B2 522902 68m 4.2 37 4 74 107 136 (+) nor 8.6 16 RAEB1 46XY progressive
31 B2 1280470 70f 3.2 21 3 124 98 14.3 (+) hyper 4.2 12 RAEB1 48XX,+8,+15 no change
morphology (+) 1&, FAHIMA 2 TBIEIZ L 5 KE~E KIMVMIOFAE R RT.
40 [
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