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Introduction Objectives
* T cell engager (TcE) therapies can direct T cells to attack tumor cells, * To gain a better understanding of CRS and to foster quantitative
thereby creating an immunological synapse that results in the elimination of approaches and tools to optimize TcE therapies.

: 1
tumor cells {Figure 1).  To develop a population pharmacokinetic/pharmacodynamic (PK/PD)

* The downstream signaling of the T cell receptor in these therapies triggers model for the TcE Bl 764532 that can describe the incidence of different
the release of pro-inflammatory cytokines, potentially causing Cytokine CRS event grades (according to Common Terminology Criteria for Adverse
Release Syndrome (CRS).2 Events vb.0) over the time course of TcE treatment.

* The predictability and management of CRS incidence pose significant * To build a framework to enable investigation of predictors of CRS events
challenges associated with the on-target activity of TcE therapies.? and to simulate CRS event rates in different settings.
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Key findings and conclusions

© The integration of an exposure-response relationship improved the base proportional odds model and led to adequate description of the
Incidence of ordered categorical CRS event data from 107 patients.

2 The model could be used to further investigate predictors of CRS events as well as to simulate CRS event rates in different settings.

= This model may help to support the clinical development program of Bl 764532 and other TcEs.
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