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Acquired aplastic anemia developing myelodysplastic syndrome/acute myeloid leukemia: clinical
analysis of nineteen patients and literatures review Ma Li', Li Xingxin, Zhang Jing, Shao Yingqi, Nie
Neng, Huang Zhendong, Ge Meili, Zheng Yizhou, Qu Dongxia, Shi Jun'. "Institute of Hematology & Blood
Diseases Hospital, Chinese Academy of Medical Sciences & Peking Union Medical College, Tianjin
300020, China
Corresponding author: Shi Jun, Email: shijunl973@hotmail.com

[Abstract] Objective To analyze the clinical features of clonal evolution of acquired aplastic
anemia (AA) into myelodysplastic syndrome/acute myeloid leukemia (AML) and review of literatures.
Methods AA developing MDS/AML patients between December 1994 and December 2011 enrolled into
this study to analyze their clinical characteristics. Results During the median follow-up of 49 (15-97)
months, 19 patients evolved to MDS/AML, of whom 10, 8 and 1 were from VSAA, SAA and NSAA
subgroups, respectively. The median G-CSF therapy was 270(29-510) days. There were monosomy 7 in 11
(57.9% ) of 19 patients with AA evolved to MDS/AML. The median AA evolved to MDS/AML was 33
(11-88) months. The median MDS/AML transformation in responders (54.2 months) was significantly
longer than of non-responders (25.7 months, P<0.01). Conclusion AA patients could evolved into MDS/
AML concomitant with abnormal karotype and worse prognosis.

[Key words] Anemia, aplastic; Clonal evolution; Myelodysplastic syndrome; Leukemia,
myeloid, acute; Clinical characteristics
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1l ?; % Aé WL AA T SN G-C§Fiﬁﬁ Lﬁﬁ Mffjxm ﬁ@ﬁMDS/AML Mffj& . ig

5 () Pl i Ptz () R Ko PG 8 (4 8 D) )

1 9 Y SAA  46XY[2] ATG+CsA+G-CSF+ 90 Joa MDS-RCMD  45XY,-7[51/46,XY 11 BT 30
MR (2]

2 11 % VSAA 46XY[81/46,XY, ATG+CsA+G-CSF+ 100 FAK  MDS-RAEB  46,XY,[91/A] L% 53 T 59

csb(5q23)[7]  MEBCR b I8 EZ AT

3 12 B VSAA 46,XY[8] ATG+CsA+G-CSF+ 360 Jos MDS-RCMD  45,XY,-7(12]/46, 21 BT 49
R XY[3]

4 8 B VSAA 46,XY[10] ATG+CsA+G-CSF+ 270 Jos MDS-RA 46,XY[8] 39 i )
HEHER AT

5 17 W SAA  46XY[15] ATG+CsA+G-CSF+ 450 ZZff  MDS-RCMD  46,XY[15] 30 BT 60
MR

6 24 1 VSAA - ATG+CsA+G-CSF+ 139 Jea MDS-RCMD  45,XX, - 7[14] 22 T 51
HEER

7 14 4 SAA  46,XX[5] ATG+CsA+G-CSF+ 510 BlE  MDS-RA 45 XX, - 7[4]/46, XX 34 W 97
i3 e bl (6] HAE

8 42 4 VSAA 46XX[1] ATG+CsA+G-CSF+ 150 B MDS-RCMD 45XX,-7[3] 36 AR 82
MR A AT
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3. AETEIE ML AR E 20144F 4 H 30 H, 19 il R 3%
o FIBET S, 8 il R A A . R MDS/AML Jii
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F ;{HJE Socie I NAEI K T 45 % 5 G-CSF i
FEFRI AT 180 d S IST i AA KA v MR AR (K &
B2, 2R R S G-CSFIRYY K 1300 d &
i RV AR R A SR R 2 . ARFSEFRATT IR & 3
19 5% k5 MDS/AML i) AA #.34  , G-CSF i35
Bf ) KT 180 d A7 12 f41], Herbr K7 300 d A5 8 4], 1]
X 12 5] 55 10 03A T TR, BV SR 7 A A i
FHRK AN H G-CSF. 4 J5 Al BE 7 22 31 R AEAS (1) i
s AT X BT 5 SR WA 4 17 FH G-CSF /2 e ik AA
JR N )

H AT A A KN FH G-CSF 5 - 7w & 4
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Jia, - h A 25 3855 & 7 G-CSF, & B G-CSF L 1%
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B 63.6% 1697 G — 7 valE LB N R R IR
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Bf 2 S AEE -7 5. A4 19 6 &2 W
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o 11 1 B 2 % ] G-CSE FR a2 i [] 320(90~510)d,
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