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[Abstract] Objective

diffuse large B-cell lymphoma (DLBCL) ,and its relationship with prognosis and clinicopathological features. Methods

To investigate the clinical and prognostic significance of forkhead box proteinl (FOXPI]) expression in
Immunohis-
tochemistry was performed to determine the expression of FOXP1 in 40 DLBCL tissues from January 2008 to December 2013 and
analyze its the correlations with clinicopathological features and prognosis (rituximab, cyclophosphamide, doxorubicin, vincristine
and prednisone, R-CHOP). In addition,lymph reactive hyperplasia cases (n=40) were chose as contrl group. Results All of the 40
DLBCL patients,50% (20/40) were showed FOXP1 positive expression, however, which wasl7.5% (7/40) in control group, the
differences between them was statistically significant (3* =6.111,P=0. 013). FOXP1 positive expression in non-germinal center B
cell like (non-GCB) DLBCL (18/24,69.2%) was significantly higher than that in germinal center B cell like (GCB) DLBCL (2/
14,14.3%) ,XZ =10.898,P=0.01. FOXP1 expression was associated with LDH,B symptom,international prognostic index (IPI)
factor score and pathologic types (P<C0. 05). Kaplan-Meier demonstrated that the median progress free survival (PFS) and overall
survival (OS) in FOXP1 positive expression patients were shorter than in FOXP1-negative cases. Univariate analysis showed that
clinical stages,IPI factor scores, pathological type and FOXP1 expression were prognostic factors of PFS and OS. Meanwhile, Multi-
variate regression analysis indicated that clinical stages [ (RR=1.103,95%CI:0.002 to 2. 740, P=0.001),(RR=0. 984,95%CI
0.019 to 2. 666, P=0.002)] and FOXP1 expression [(RR=0. 315,95% CI.0. 035t0 0. 965, P=0. 042) ,RR=0. 385,95%CI .
0.119 to 0. 834, P=10. 020) ] were independent prognosis indicators for PFS and OS. Conclusion Compared to GCB DLBCL,
FOXP1 was more expressed in non-GCB DLBCL. FOXP1 probably is a prognostic factor of PFS and OS for DLBCL,FOXP1 posi-
tive may indicate poor outcome.
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