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[Abstract] Objective To investigate the strong expression (S+) of P53 and BCL2 proteins in
MYC/BCL2 double-expression DLBCL (DEL) and whether they can be used for the prognostic evaluation
and stratified diagnosis of DELs. Methods Tissue microarray were made by filed FFPE blocks of 174
DLBCL cases. The translocation of MYC, BCL2 and BCL6 genes were detected by FISH, and the proteins
were detected by IHC. Data of clinicopathologic features and follow up of patients were collected and OS
(overall survival) and PFS (progression free survival) were analyzed by statistics. Results Eight double-
hit lymphomas (DHLs) were identified in all cases, and 45 DELs were selected from 166 remaining cases,
which have no significant difference in OS and PFS compared with non-DEL cases (P =0.668 and P =
0.790). Of 42 DEL-cases with follow up data, 24 cases with P53+ or/and BCL2 (S+ ) are significantly
shorter OS and PFS than others (P =0.003 and P=0.000), in which the cases with P53+/BCL2(S+) co-
expression were the worst prognosis, and P53/BCL2 co-weaker positive DEL cases even have superior OS
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and PFS than those non-DELs. Although statistics showed that the cases of P53+ or/and BCL2(S+) have a
lower OS and PFS in total cases (P =0.063 and P=0.024), it is not the case when the DEL-cases take out
from total cases, that is the cases with P53+ or/and BCL2(S+) are as similar OS and PFS as others in non-
DEL group (P=0.590 and P=0.550). Conclusion The strong expression of P53 and BCL2 proteins can
be used as indicators of stratified diagnosis and poor prognosis of DEL.
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