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Karyotype analysis of 283 cases of myelodysplastic syndrome
PAN Han-zhang, CHEN Zhi-mei, LOU Ji-yu, et al (Department of Hematology, The First
Affiliated Hospital ,College of Medicine,Zhejiang University , Hangzhou 310003 ,China)

[ Abstract ]  Objective: To explore the implication of karyotype analysis in diagnosis and
prognosis of myelodysplastic syndrome (MDS). Methods: The chromosomes were prepared with
direct method, brief culture of cells and R-banding techniques,and then the karyotypic analysis
was performed. Results; Seventy-seven out of 283 patients (27.21%) had karyotypic
abnormalities, including the numeral abnormalities of chromosomes and structural alterations.
The most common chromosomal aberrations were +8,-20/20q-,-Y , translocation,-7/7q-, +9,-
5/5q-. The rate of abnormal karotype in refractory anemia with erythroblasts (RAEB) and
refractory anemia erythroblasts-transformation (RAEB-t) was much higher than in refractory
anemia (RA). Patients with abnormal karyotype or higher IPSS scores had a higher risk of
transformation into acute leukemia than patients with normal karyotype or lower IPSS scores (P
<C0. 05). Conclusion: MDS is a highly heterogenous disorder and karyotype analysis is helpful

for its diagnosis and prognosis estimation.
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Table 1 Incidence of cytogenetic abnormali-
ties in MDS
FAB Normal ~ Abnormal Incidence
ubtype Karyotype karyotype Total  of abnormal
Subty ’ karyotype/ %
RA 148 41 189 21.69
RAS 9 4 13 30. 80
RAEB 35 21 56 37.50
RAEB-t 14 11 25 44. 00
2 MDS

Table 2 Complex karyotype of MDS patients
according to FAB subtypes

FAB Normal Simple Complex
subtype /% abnormal/%  abnormal/%
RA 148(52. 30) 33(11.66) 8(2.83)
RAS 9(3.18) 4(1. 41D 0

RAEB 35(12.37)  17(6.01) 4(1.41D)
RAEB-t 14(4.95) 8(2.83) 3(1.06)
Total 206(72.79) 62(21.91) 15(5.30)

X=1.41175,P=0. 84215
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Table 3 Nine cases of MDS with chromo-

some translocation

Karyotype Distribution(n)

t(1;3)(p21;q12)t(3;9)(q29:932)

t(4;15)(q22;922) RACD
t(1;11)(q32:923) RA(D
t(3;5) (p16;931)t(8;21)(q22;922) RAEB(1)
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Table 4 Transformative rate of 78 cases with AML followed-up

Classification and score Subtype () AML transformative rate (%) r
Complex karyotype Normal (43) 5/43(11.63) 0.016
Simple abnormal (24) 10/24(41.67)
Complex abnormal (11) 2/11(18.18)
IPSS score 0 (10) 0/10€0. 00) 0.012
0.5~1.0 (33) 3/33(9.09)
1.5~2.0 (14) 6/14(42.86)
=2.5 (2D 8/21(38.10)
3q-,-5.5q-.+8,-7,7q-.+9,4+21,20q-
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