WIS 2019 G5 4155 10 8

® [l R R

FI3ISLEBARREEFNERIEE
Eﬁﬁ:ﬁ‘: AR PR AF M A

XE BRTT LiF LR HKew

([BE] BH SHFESISEEERENEEEARESESME(MDS)EEMNIERIEL. Hik BERM4S4F 28346 MDS &
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BREBENTGER. £ER 283 HlEETHISLBAREHNE 13 6 4.59%),EEP MDS-EB-2 #1410 f|, MDS-EB-1 & 1
%, MDS-MLD % 1 f],MDS-U # 1 5, 3 SEEERE EEFF del(39)4 %1;t(3q)4 B, H o 1(3;3)5 4L 1 61;der(3q)3 #i;
pFE26. ¥ I SLEUREEESHAMECRRE %’lﬁ%u 1 . ANC Hb .PLT Lt B = RHTLITFER X (I P >0.05);
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Clinical features of myelodysplastic syndrome with chromosome 3-abnormality GAO Panpan, CHEN Ying, WU Ying, et al. Medical
College, Ningbo University ,Ningbo 315000, China

[ Abstract ] Objective To analyze the clinical features’ofimyelodysplastic syndrome(MDS) with chromosome 3 abnormality.
Methods The clinical data of 283 MDS patients were retrospectively reviewed. The clinical characteristics of MDS patients with
chromosome 3 abnormality were compare with those-~of MDS patients with other chromosome abnormality. Meanwhile, the
prognosis of MDS patients with chromosome. 3 rabnormality, complex karyotype and monomer karyotype was compared.
Results Of 283 cases of patients with MDS, chromosome 3 aberration was detected in 13(4.59%) cases. Among them, 10 cases
were MDS-EB-2, 1 case was MDS-EB-1, 1 case was MDS-MLD and 1 case was MDS-U. Del(3q) was found in 4 cases, and t
(89) was also found in 4 cases including 1 case of t(3;3). Besides, there were 3 cases of der(3q) and 2 cases of 3p anomaly.
There was no significant difference .inngender, age, ANC, Hb, PLT between MDS patients with chromosome 3 abnormality and
MDS patients with other chromosome. abnormality(all P >0.05). The proportion of bone marrow primitive cells, complex karyotype
and monomer karyotype in” MDS_ patients with chromosome 3 abnormality was higher than that in MDS patients with other
chromosome abnormality(all P<<0.05). Among 13 patients with MDS with chromosome 3 abnormality, 5 patients were converted to
acute myeloid leukemia(AML), with median bleaching time of 3.7 months and median survival time of 8.0 months. The 1-year
survival rate of-patients with MDS with chromosome 3 abnormality and complex karyotype and monomer karyotype was 46.15%,
53.57% and 58.67% , respectively. There was no significant difference in the survival time between patients with MDS with
chromosome’3 abnormality and those with complex karyotype MDS and monomer karyotype MDS(P =>0.05).  Conclusion
Chromosome 3 aberration is not rare in MDS, the MDS-EB-2 subtype is most common and tends to accompany with monosomal
karyotype or complex karyotype. The risk of AML transfer is increased significantly and the prognosis is poor.
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1 5 58 MDS-EB-2 44,XY,del(3)(q21),add@)(p15),-5,der(7), der(8),-21[9] 1.47 2.07 10.5

2 B’y 52 MDS-U  47,XX,-5,+8,+der(10)(q21),-20,-21,+marl,+mar2[11]/47,XX,del(3)(p14),+8,add - 50* 75
(11)(q24),+marl . +mar2[2]/47 idem,der(1)(p22)[1]

3 5 56 MDS-EB-2  46,XY,1(3:12)(q22;q23),del((5)(q31),t(4;6)(q21;q23),del(7)(q21)[4]/46,XY[7] - 2.57 9.5

4 5 65 MDS-EB-2  46,XY,inv(9)(p11,q12)[5]/46,idem,t(3;5)(q25;q34)[6] 1.87 16 10.5

5 B 78 MDS-MLD  46.XY.der(3)t(3;6)(q22:p10),der(6)(p10),+8,-20,add(21)(p10)[3]/46.XY ,add(7)(q35). - 40 8
+del(8)(p22),del(15)(q22),-20,add(21)(p10) [1]/ 46.XY[7]

6 5 57 MDS-EB-1 44,XY,-3,der(5)t(3;5)(q25;q12),-7[7)/46,XY[3] 12 19 9.5

7 5 39 MDS-EB-2  46,XY,(3;3)(q21;q26)[18]/45,XY ,t(3;3)(q21;26),-19[2] - 8 6.5

8 5 78 MDS-EB-2  47.XY,add(3)(p24),del(d)(p15).der(6)(q22),del(7)(q11q21),del(7)(q11),+8,-9,der(10) 2.67 2.83 9
(q23),del(11)(q22),-12,del(13)(q21),del(15)(q12),-17,del(20)(q1 1),+mar1-3[10]

9 5 36 MDS-EB-2  43.XY,der(3)t(3;20)(q13;q12),del(15)(q13),der(7)(q21),add(12)(q24),der(13)(q21), 0.67 4 10.5
-15,del(17)(q22),~18,del(20)(q12),-22[9)/46,XY[1]

10 5 56 MDS-EB-2  46,XY,del(5)(q10),+8,der(9)t(9;11)(p21;q12),—12,add(17)(p53)[3)/46,idem,del(3) - 3.77 9.5

(q13q23).der(11)t(11:12)(p10:q10)[61/47.idem,del(3)(q13¢23),+6[41/46,idem,del
3)(q13q23).del(11)(q14)2]

11 % 79 MDS-EB-2  43,XX,-2,del(3)(q21).der(5)(q14),~7.der(12)(p10),~13,-16,~17,der(20)(p12),+22, - 5.2 115
+mar111/46,XX[3]

12 U2 68 MDS-EB-2  46,XY,del(1)(p22p31),~11,+mar[2)/46,idem,del(9)q3 1)[4/46.idem,del(3)(q 10)[1] - 12¢ 8
/46, XY[2]

13 5 35 MDS-EB-2 45 XY,der(3)(q22),-16,der(17)t(16;17)(q10:q10)[ 11145 idem,i(11q)(q10)[5]/45,XY, - 12! 8

der(3)(q22),- 16,der(17)t(16;17)(q 1 0;q10),der(13)(q2 1)[2)/46,X Y[ 1]
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Hh(g/L) 7.8 +1.34 810239  —1.964 0.061 0.
PLT( x 10%L) 49(24,96) 57(37,103)  —0.427 0.669
B AN ] (%) 12:0(9.5,19.0)  7.0(3.5,11.0)  -2.934 0.003 0.0
HAMHn(%)] 11(84.62) 28(24.56)  19.778 0.000 000 1000 20.00 30.00 40.00 50.00
FARAZ (% )] 11(84.62) 22(19.30)  25.886 0.000 HEAERFEICH )
Lo/ prE— B2 {3 TP aiksa S miigal BE A fF i g
— 3 S akR
031 3 it
e o , N
ﬁ 0.61 AWFSE 283 5] MDS 835 hAf e oK 0 1Y 127
= B, i 44.88% , 5 SCHRIGEARAFY; 2eAa th A 3 5 4L gk
‘ S 13 B, 5 4.59% 5 B del (3q) t(3;v) (der
02 (3).3p, 5 CHRRIE FaA—F, tLah, 78 13 filfE 3 5
oo e PR SR I T AT 1 B 1(3:5)(q25:q34), T
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