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INTRODUCTION

= DLBCL, an aggressive B-cell ymphoma, is the most common type of NHL worldwide'

RESULTS

Table 1. The Correlation Between the Expression and Gene Alteration of PD-L1 and the Clinical Response

CONCLUSIONS

Figure 5. (A) Distribution of COO-Subtype Enriched Mutations in Patients With GCB and Non-GCB

= Approximately one-third of patients are refractory to or relapse after standard therapy? DLBCL and (B) Heatmap of Enriched Gene Mutations and (C) Recurrent DLBCL Gene Mutations in o
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= Inhibition of B-cell and BCR-related signatures and induction of NK signatures were observed in tumor samples
on zanubrutinib treatment
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Patients were treated until progression or unacceptable toxicity

= High mRNA levels of REL were found in nonresponders and were associated with poor clinical outcome after zanubrutinib and tislelizumab
combination therapy

= The frequency of PD-L1+ cells or CD8+ cells in the TME were not changed upon zanubrutinib treatment

2Cohorts 1, 2, and 4 had slots available for up to 10 patients; cohort 3 had slots available for up to 20 patients.
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