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High-risk cytogenetic abnormalities (HRCAs) are associated with poor CEPHEUS is a randomized, open-label, multicenter, phase 3 trial (Figure 1)
survival outcomes in patients with multiple myeloma’
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Figure 2: Overall and sustained MRD-negative (10-%) 2CR
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revised cytogenetic standard risk had fewer opportunities to achieve or be tested for MRD negativity Figure 4: PFS in cytoge netic risk subgroups

A. PFS in protocol-defined cytogenetic risk groups B. PFS in revised cytogenetic risk groups C. PFS in MRD (10-5)-negative 2CR protocol-defined
cytogenetic high-risk groups

— Higher overall MRD-negative 2CR rates with DVRd vs VRd in the 1 revised HRCA, isolated 1007 1007
amp(1q), and isolated gain/amp(1q) groups (Figure 3A)

Higher 212-month sustained MRD-negative 2CR rates at 10-¢ with DVRd vs VRd in the
isolated gain/amp(1q) group (Figure 3B)
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. . . . * Results at 10-° were similar to those at 10-° except (Figure 3):
Consistent with associations between HRCAs and worse prognoses,' g )

MRD and PFS outcomes trended lower in high- vs standard-risk groups
in both treatment arms

In the protocol-defined high-risk group, despite comparable MRD-negative

>CR rates with DVRd vs VRd, PFS trended toward improvement with DVRd, PFS

supporting use of DVRd for TIE or TD NDMM across cytogenetic risk groups *In protocol-defined and revised standard-risk groups, DVRd reduced the risk of PD/death vs
VRd by 39% and 46%, respectively; PFS trended to favor DVRd vs VRd in the protocol-
defined and revised cytoge netic high-risk groups (Figure 4A, 4B)
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