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[ Abstract] Objective To investigate chromosome karyotype and immune phenotype distribution in acute
myeloid leukemia and clinical curative effect. Methods 48 cases of acute myeloid leukemia patients were detected
with chromosome karyotype and immune phenotype, and the clinical efficacy after treatment were analysed. Results
There were 32 cases (67% ) of abnormal karyotype, M3 patients were detected with 100% t (15;17), M2
patients with t (8;21), three body 8 is most common in the number of abnormal. There were a total of 13 patients
CD96 positive expression (28.9% ) , 15 cases with CD123  (33.3% ) positive, CD96 and CD123 and
chromosomal abnormalities exist significant correlation (r = 0.376, 0.498, P < 0.05) .In 41 patients complete
remission rate was 46% , the karyotype low-risk group, the moderate and high-risk group for the first time
complete response rate was 58%, 43%, 37% respectively, among which 8 cases of t (15; 17) — M3 patients with
complete response rate was 88%. Conclusion The immune phenotype and chromosome karyotype of patients has
good correlation, the detection of immune phenotype and chromosome karyotype is of great significance for the
diagnosis and prognosis of acute myeloid leukemia assessment.
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Tab. 1 The results of immune phenotype and chromosome karyotype analysis

FABZ M n  IEW S9% My A5 2 A

FHEE (%)

Ml 9 5 4
46,XX,5q-
45 XY dic(14:22)(p1 1;p1 1)

50,XY,+der(1)i(1q).dex(5),+8,+10,+m

45

46,XY,t(1;3)(p34;q25),1(9;22)(q34;q11)

M2 14 3 11
46,XY.i(1q),7q-
48,XX,7q-,+8,+8

47, XY/XX,+8[3]
46,XY/XX,1(15;17)(q24:q21)[9]
46,XX,inv(16)(p13q22)
46,XX,1(11;22)(q23;q11)
46,XX,6p—,t(8;11)(q23;q14)
45,XY,7q-,+8,-16,—17
48,XY,+8,+m

47, XY ,+8

47,XY ,der(2),+8

46,XX,der(5)

M3 9
M4 8 4

M5 5 3 2

M6 3 1 2

46,XY/XX.1(8:21)((22:q22)[4144. XY dup(12)(q12q21),~15,~1847.XY ,+19 78

100
50

40

67

%2 CD9 ¥ CD123 7£ AML & FAB TRy RiLER [n
(%) ]

Tab. 2 Expression of CD96 and CD123 in AML

patients with different FAB subtypes [ n

(%)]

woH n CD96 CD123
Ml 9 2(22.2) 2(22.2)
M2 14 3(21.42) 4(28.57)°
M3 9 1(11.1) 2(222)°
M4 8 3(37.5) 3(37.5)
M5 5 3(60.0) 3(60.0)
M6 3 1(33.3) 1(33.3)

5 CDY6 b, *P<0.05.
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Tab. 3 The first time complete response rate in each

group
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[y 8 3 37.0
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