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ABSTRACT Objective: To study the correlation between BCR-ABL fusion gene and immunophenotype by retrospectively analyz-
ing the results of immunophenotyping and fusion gene expression in acute lymphoblastic leukemia. Methods: Using SPSS23.0 software
and flow analysis software KALUZA, the positive rate and fluorescence intensity of immunophenotype antibody in BCR-ABL positive
and negative cases were classified and compared, and the relationship between immunophenotype and age was also analyzed. Results: In
the comparison of positive rate, CD10, CD34, CD25, TDT, CD38, IgM, CD45, CD303 and immunoglobulin light chain P<0.05, there
was statistical significance. In BCR-ABL negative cases, immunophenotyping of four different subtypes in three age groups divided by
18 and 40 years, comparison of <18 and =40 in Pre-B-ALL and Common B-ALL There is difference, P<0.05, there is statistical signifi-
cance; 18-39 and =40 have differences in Common B-ALL, P<0.05, there is statistical significance. The fluorescence intensities of
CD10, CD34 and CD45 were significantly different between BCR-ABL positive and negative cases. Conclusion: There is a correlation
between BCR-ABL and immunophenotype. BCR-ABL positive acute lymphoblastic leukemia immunophenotypes are more inclined to
express immature cell antibodies, such as CD10 and CD34, and BCR-ABL-negative cases are in the immunophenotype. Mainly mature
B-ALL, more inclined to express mature antibodies such as membrane immunoglobulin KAPPA, LAMBDA. CD45 fluorescence intensity
was stronger in BCR-ABL negative cases than in positive cases.
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Table 1 Comparison of antibody expression between ber-abl positive and negative cases

BCR-ABL+ BCR-ABL- P
cases 57 59
CD10 55 35 0
CDI19 57 57 0.161
CD20 19 19 0.897
CD34 55 31 0
CD22 27 23 0.362
CD79 57 58 0.324
CD7 1 3 0.317
CD2 0 4 0.045
CD56 2 2 0.976
CDIA 0 0
CD33 15 13 0.59
CD13 5 6 0.797
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CD117 1 2 0.579
CD25 9 1 0.007
CD15 0 4 0.045
TDT 49 38 0.007

HLA-DR 3 10 0.046
CD38 40 59 0

CD123 22 18 0.395

CD303 25 7 0

CD304 3 5 0.511

IgM 1 11 0.003
CD45 35 53 0
K/L* 2 20 0.004

Note: *KAPPA/LAMBDA.
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Table 2 Correlation between immunophenotypic subtypes and ber-abl in acute B-lymphoblastic leukemia

Pro-B-ALL Com-B-ALL Pre-B-ALL B-ALL
+ 2 53 2 0
BCR-ABL+
- 55 4 55 57
+ 13 18 17 11
BCR-ABL-
- 46 4 42 48
P 0.003 0 0 0.001

Pro-B-ALL {{ % . §f B- ALL (CD19+CD10-CD34+  (CDI19+CDI10+/-CD34-CylgMp+SIgMu-); B-ALL {8 % i
CylgMp-SIgMp-);Com-B-ALL {{ % i B- ALL (CDI19+ B-ALL (CDI19+CDI10+/-CD34-SIgMp+), P fi N 7 4 i 2%
CD10+CD34+CylgMp-SIgMp-); Pre-B-ALL {8 % fii B-ALL % 5.

%3 CD45 B3R E {5 BCR-ABL 314 b

Table 3 Correlation between median fluorescence intensity of CD45 and ber-abl

CD45 MFT* CD34 MFI CD10 MFI
x s x s x s
BCR-ABL+ 4.016 5.128 43.654 32.984 11.986 9.744
BCR-ABL- 21.934 29.906 22.483 31.788 5.759 8.539
P 0 0.001 0

Note: *mean fluorescence intensities; x: mean value; s:variance.

IR N POCHUATE R AT bk 2 i FH B ) ,CD10 Hl CD34 221 B itk 40
T8, CD45 e S BT A 1 S el {8 SS 4L BRI PR g HELN M AR
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Table 4 Comparison of immunotyping subtypes of BCR-ABL negative cases at different ages

Pro-B-ALL Com-B-ALL Pre-B-ALL B-ALL
<18 4/13 7/18 2/17 1/11
18-39 4/13 8/18 717 2/11
>40* 5/13 3/18 8/17 8/11

Note:* cases age.
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