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Supplemental Table 1. Patient diagnosis, myeloid molecular features, cytogenetics, and 
family history.  

Patie
nt ID 

Hematolog
ic 

Diagnosis 

Karyotype 
Findings 

Gene 
with 

Germline 
Mutation 

Variant on 
Bone Marrow 

NGS 

VAF, % Genes 
with 

Somatic 
Mutation 

Somatic 
Mutations 

VAF
, 

History of 
other 

cancers 

Lines of 
Prior 

Chemo-
therapy 

First-degree 
family 

history of 
cancer 

1 t-MDS Not available BRCA1 p.Q1777Pfs*74 48 TP53 p.H193Y 29 Breast 9 Breast, non-
melanoma 
skin cancer 

2 t-AML Not available BRCA1 p.Q1777Pfs*74 48 TP53 
 CHEK2 

p.M237I 
 c.1260-
1G>A, p.? 

18 
 8 

Breast (two 
primaries), 
ovarian 

4 None 

3 t-AML Complex BRCA1 p.V1734* 43 TP53 
 TP53 

p.P177R 
 p.H179P 

41 
 20 

Pancreatic 2 None 

4 t-MDS, 
progresse
d to t-AML 

Complex BRCA1 p.S1217lfs*2 45 (blood) TP53 p.H193L 84 Ovarian 3 None 

5 t-CCUS del(7q) on FISH BRCA2 p.K1381Lfs*8 50 None     Pancreatic, 
prostate 

4 Gastric, 
ovarian 

6 t-AML Complex BRCA2 p.R3128* 47 TP53 c.672+2T>
G, p.? 

22 Breast, 
ovarian 

3 None 

7 t-CCUS 46XX ATR p.D1324Vfs*4 46 DNMT3A p. Q816* 8 Ovarian 5 Bladder, 
prostate 

8 t-
MDS/AML 

Complex RAD51D p.L164P Not on 
NGS 
panel. 
Heterozyg
ous on 
germline 
report 

TP53 p.H193R 69 Ovarian 2 None 

9 t-AML Not available None     TP53 p.V157G 13 Prostate 2 Breast, 
prostate 

10 t-MDS, 
progresse

d to t-
MDS/AML 

Monosomy 7 and 
18, then complex 
on later marrow 

BRCA1 Not 
documented, 
separate BRCA 
assay and  only 
myeloid panel 
sent at OSH 

  TP53 
 RUNX1 
 TET2 

p.R175H 
 p.T148fs 
 p.S271fs 

55 
 20 
 27 

Breast, 
ovarian 

4 Breast, lung, 
pancreatic, 
ovarian 

11 t-MDS, 
progresse
d to t-AML 

Complex None     TP53 p.V218dup 42 Ovarian 2 Bladder, 
lymphoma 

12 t-MDS 46XX,der(1;7)(q10
;p10) 
 
46XX,del(20)(q11.
2q13.3) 

None     Not done     Ovarian 7 Melanoma, 
prostate, 
skin cancer 

13 t-MDS 46XX, 
del(5)(q13q21) 

None     None     Ovarian 4 None 

 



 
Supplemental Table 2: Next-Generation Sequencing Oncoplus Panel: Listed above are the 
151 genes included on the Oncoplus panel. In addition to the listed genes, sequencing data for 
PPM1D was collected but not clinically published. For each patient with t-MN and available 
Oncoplus data no PPM1D mutations were detected.   



 

Supplemental Figure 1: Bone marrow biopsy and aspirate findings for patient with 
spontaneous remission of t-MDS after olaparib discontinuation. A. Bone marrow biopsy 
immediately after olaparib therapy showing erythroid hyperplasia on core biopsy with prominent 
cell drop out and apoptosis with irregular nuclear countours (Hematoxylin & Eosin stain, 400x) 
B. In the same marrow, aspirate smears showing left shifted binucleate (black arrow head) early 
pronormoblasts (Wright-Giemsa, 400x) C. Other areas showing megaloblastoid intermediate 
erythroid precursors (black arrow) with binucleaate late erythroid precursors (white arrowhead & 
inset) D. Bone marrow biopsy after early cessation of olaparib showing striking reduction in 
erythroid atypia after cessation. (H&E, 200x) E.  Aspirate smears after early cessation showing 
normoblastic intermediate erythroid precursors (black arrowhead, Wright-Giemsa, 400x) F.  
Same aspirate smears as panel E showing normoblastic late erythroid precursors G. Bone 
marrow biopsy after late cessation of olaparib showing normalized cellularity with more 
intermingled myeloid precursors (H&E, 200x) H. Aspirate smears at the late time point showing 
normoblastic erythroid precursors (black arrowhead) without any atypia of nuclear contours 
(Wright-Giemsa, 400x) I.  Other areas in the same aspirate smears with normoblastic 
intermediate and late erythroid precursors (Wright-Giemsa, 400x) 


