* 524 -

i A L Y 2% 24 7
J Clin Hematol (China)

23|

o BESE AE H SE A IR R AL S
SN NS /T

A ER ABRB RIEE FR FRIR ORaE XK

(HZE] BRI a5 A R W 25 A 1E (MDS) # 4k o 2tk B i iy & e R 2. 733k B 43 B 3%
BE IR 1 101 1) MDS 835 (197 ] 5% 70 8 | I R AR AE | S5 36 58 008 5 I R B9 kL. #5581 101 fil MDS &%
W, 34, 6% (35/101) e Ak 2B J& F MR » 2 % FLERD 7. 5€0. 5~53) AN A L i AR E ] 40, 7(1~8T) AN H
AP 2 BT R H Y 0 AAZ D R D 200 N B B8 4 2 R A S i BB R R A WHO 4 B ETRZ i MDS
BENERFEGY P<0.05), ZHEESTI A, Yo AT A IR WHO 43 B2 MDS [n] 201 H I 5% 5%
RIS fE B R 2 (B P<<0.05) . HHABERAHHHABEWEFDHEHEALANH 45 ~H) . &ig:
MDS S — 2 125 XU ] 2P L0 7 A6 09 05 o ARG A DG e e PR 3R o HL R A7 TS PPAR L BT S S (A4 3R 97 42 AL I
PRARHRE » %ok S0E K £ 25 8 7 F ] B A A7 i TR B A SR B2 3

[XEA]  ERERAEFRHEGEME; AR, 28 A s il £

doi:10. 13201/j. issn. 1004-2806. 2017. 07. 009

[hEHES] R733.7 [xEtirEB] A

Study on high-risk factors affecting the evolution from

myelodysplastic syndrome to acute leukemia
LIU Qiuyan' WANG Yan®* LONG Zhenzhuma® NONG Weixia®
PAN Xin® ZHANG Dagian® ZHANG Hongzia® WU Guangsheng®

('Department of Clinical Medicine, Medical College of Shihezi University, Shihezi, 832000, Chi-
na;’Department of Hematology,the First Hospital Affiliated Shihezi University)
Corresponding author: WU Guangsheng, E-mail ; hematology@126. com

Abstract Objective: To investigate factors affecting the evolution to acute leukemia of patients with myelodys-
plastic syndrome (MDS). Method: Time to leukemic transformation,subtypes of leukemia transformations, clinical
manifestation and laboratory parameters were retrospectively analyzed in 101 MDS patients. Result: Thirty-five ca-
ses transformed to acute myeloid leukemia in 101 MDS patients, the median evolution time was 7. 5(0. 5 to 53)
months, the median survival time was 40. 7(1 to 87) months. Single factor analysis showed that karyotype, marrow
blast,number and extent of cytopenias, pathological hematopoiesis and WHO subtypes all could affect the rate of
MDS evolution to acute leukemia ( P<<0. 05). Multivariate analysis by Cox model showed that WHO subtypes,kar-
yotype and pathological hematopoiesis were independent risk factors affecting the evolution from MDS to acute leu-
kemia ( P<Z0. 05). Conclusion: MDS is one type of disease at high risk of transforming to leukemia. According to
analyzing the related factors,we can provide clinical evidence for individualized treatment stratification,and prolong
the survival time and the evolution time significantly.
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