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ABSTRACT Objective: To investigate the prognostic value of B lymphocyte-2 gene (Bcl-2), PIM1 and P53 gene abnormalities in
diffuse large B-cell lymphoma (DLBCL). Methods: A total of 86 patients with DLBCL admitted to our hospital from March 2010 to
March 2014 were enrolled. Interphase fluorescence in situ hybridization was used to detect Bcl-2, PIM1 and P53 genes. The patients were
followed up for 5 years. Logistic multivariate regression analysis was used to analyze the relationship between Bcl-2, PIM1, P53 gene ab-
normalities and prognosis. Results: Among the 86 patients, 29 (33.72%) patients had P53 gene deletion; 27 (31.39%) patients had multi-
ple copies of Bcl-2 gene, and 3 (3.49%) patients had Bcl-2 gene translocation; PIMI gene rearrangement occurred in patients (23.26%).
There were no significant differences in gender, age of onset, invasion site, LDH level and 32-MG level among patients with abnormal
genes (P>0.05). However, the proportion of patients with abnormal genes in stage III~IV was significantly higher than that of I. ~ Phase I-
I, the difference was statistically significant (P<0.05). The proportion of progress free survival(PFS)>1 year and overall survival(OS )>3
years in each abnormal group was significantly lower than that in the normal group, but the international prognostic index(IPI)score was
significantly higher than the normal group, the difference was statistically significant (P<0.05). P53, PIMI and Bcl-2 gene abnormalities
are independent factors affecting patients' FPS and OS. Conclusion: Bcl-2, PIM1 and P53 genes have important clinical value in the prog-
nosis evaluation of patients with DLBCL, and Bcl-2, PIM1 and P53 gene abnormalities are independent influencing factors for poor prog-
nosis.
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Table 1 Comparison of clinical data of patients with various genetic abnormalities

P53 genetic

PIMI genetic

Clinical information P X P
abnormality abnormality
Male 52 16(30.77) 0.513 0.474 14(26.92) 0.683 0.409
Sex
Female 34 13(38.24) 12(35.29)
Age of onset <60 50 20(40.00) 2.107 0.147 18(36.00) 1.884 0.170
(years) 2 60 36 9(25.00) 8(22.22)
Intra-lymph node 53 19(35.85) 0.280 0.597 17(32.08) 0.222 0.637
Invasion site
Extra-lymph node 33 10(30.30) 9(27.27)
[~1I 48 11(22.92) 5.674 0.017 7(14.58) 12.613 <0.001
Clinical stage
I~V 38 18(47.37) 19(50.00)
<300 44 16(36.36) 0.282 0.596 14(31.82) 0.107 0.743
LDH(U/L)
>300 42 13(30.95) 12(28.57)
B2-MG <14 37 12(32.43) 0.048 0.826 11(29.73) 0.008 0.930
(mg/L) 214 49 17(34.69) 15(30.61)

®1 FEESEBRFRAARLR(LE)

Table 1 Comparison of clinical data of patients with various genetic abnormalities (continued)

Bcl-2 genetic

Clinical information abnormality X P

Sex Male 52 19(36.54) 0.159 0.690
Female 34 11(32.35)

Age of onset (years) <60 50 18(36.00) 0.066 0.798
2 60 36 12(33.33)

Invasion site Intra-lymph node 53 16(30.19) 0.186 0.666
Extra-lymph node 33 14(26.42)

Clinical stage [~1I 48 12(25.00) 4.672 0.031
I~V 38 18(47.37)

LDH(U/L) <300 44 17(35.42) 0.014 0.907
>300 4 13(34.21)

B2-MG(mg/L) <14 37 14(37.84) 0.249 0.617
214 49 16(32.65)
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Table 2 Comparison of prognostic indicators of patients with normal and abnormal P53 genes

FPS(years) OS( years)
P53 genes IPI score (scores)
>1 <1 >3 <3
Normal(57) 1.41+ 0.62 45(78.95) 12(21.05) 45(78.95) 12(21.05)
Abnormal(29) 3.15+ 0.54 14(48.28) 15(51.72) 17(58.62) 12(41.38)
X 12.831 8.395 3.947
P <0.001 0.004 0.047
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Table 3 Comparison of prognostic indicators of patients with normal and abnormal PIMI genes

FPS(years) OS(years)
PIMI genes IPI score (scores)
>1 <1 >3 <3
Normal(60) 1.31+ 041 43(76.79) 13(23.21) 46(82.14) 10(17.86)
Abnormal(26) 3.26% 0.62 16(53.33) 14(46.67) 16(53.33) 14(46.67)
Xt 17.225 4.988 8.059
P <0.001 0.026 0.005
%4 Bel2 RRERE 5RE BENHUREMRILE
Table 4 Comparison of prognostic indicators of patients with normal and abnormal Bcl-2 genes
FPS(years) OS(years)
Bcl-2genes IPI score (scores)
>1 <1 >3 <3
Normal(56) 1.63+ 0.37 43(76.79) 13(23.21) 45(80.36) 11(19.64)
Abnormal(30) 3.05+ 0.43 16(53.33) 14(46.67) 17(56.67) 13(43.33)
X 16.021 4.988 5.449
P <0.001 0.026 0.02
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