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INTRODUCTION OBJECTIVE METHODS CONCLUSIONS

* Diffuse large B-cell lymphoma (DLBCL) is the most common aggressive non-Hodgkin lymphoma * Quantify SPM risk in DLBCL survivors against the age-, sex-, race- and calendar-year—matched U.S. Desigh — Retrospective population-based cohort * DLBCL survivors carry a significant excess of second cancers: SIR 1.29 (95% CI 1.27-1.32) — 2,338 more
e general population. Source — SEER 17 Research Incidence Database, 2000-2022 (April 2025 release; November 2024 than expected.

* Rituximab-based chemoimmunotherapy has markedly improved survival, producing a large and * Identify which cancer sites drive the excess. submission) * Hematologic SPMs dominate: lymphatic/hematopoietic 2.67, Hodgkin lymphoma 8.20, acute monocytic 6.42,
growing survivor population. * Determine whether the excess attenuates or persists with longer follow-up. Cohort — Adults =18y, histologically confirmed first primary DLBCL (ICD-O-3 9680/3) AM_L >97 | | | | |

* Treatment genotoxicity and disease- and therapy-induced immune dysregulation both predispose to * Characterise variation by age, race and sex. Analysis — SIR = observed / expected; expected from general-population rates matched on age, sex, . fcélgdlt(ﬂ?]zl;rlegieffn'g ?rggd — salvary 2.69, fhyrold 2:59, anus 250, fver 1,70, oral cavily 1.53, stomach

second primary malignancies (SPMs). race and calendar year; Poisson 95% Cls; SIRs whose CI excludes 1.00 are significant

* Male genital cancers were significantly BELOW expectation (0.90, 0.85-0.96), likely reduced PSA screening

* The magnitude, site distribution and timing of SPM risk after DLBCL remain incompletely defined. in survivorship.
* Risk never returns to baseline — all-site SIR 1.27 beyond 10 years; AML remains 2.80.
* Steep inverse age gradient: all-site SIR 2.31 if <60 y vs 1.29 if >75 y; AML 25.48 in survivors <60 Y.

SEER 17 registries - 2000-2022

>

Adults 218 y with first primary DLBCL
PRIMARY ENDPOINT >

Which cancers, in whom, and for how long after DLBCL? Standardized incidence ratio (SIR) — second primary malignancies observed + expected, with Survived >2 months after diagnosis
Poisson 95% ClI. $

SPMs by SEER multiple-primary rules . SIR=0/E

DLBCL survivors - SEER 17 reqistries - 2000-2022 - SIR with 95% CI
RESULTS g

1 2 9 overall SIR (95% CI 1.27-1.32) 2 3 3 8 excess second cancers beyond 5 9 7 SIR for acute myeloid leukemia 2 3 1 all-site SIR in survivors < 60 y
0 10,391 observed vs 8,053 expected I ’ population expectation 0 (5.42-6.56) — 25.48 ifaged <60y 0 vs 1.29 in those > 75y
Figure 1. Site-specific SIRs for second primary malighancies after DLBCL Table 1. Observed, expected and SIR by cancer site Figure 2. SIR by latency since DLBCL diagnosis
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