CMV seropositivity is associated with improved
responses to CD38 monoclonal antibody therapies
In multiple myeloma: A single-center retrospective
study

CMYV seropositive myeloma
patients respond better to
CD38-targeting monoclonal
antibodies In a single-center
retrospective study.
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Background Results

« CMV serostatus was associated with improved overall response to CD38
mADbs (adjusted OR 2.66, 95% CI 1.02-7.22) after adjusting for the number of

Odds ratio . prior lines of therapy, treatment regimen, age at CD38 mAb exposure, and
(95% Cl) . T myelOma time between transplant and CD38 mAD.
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« CMV serostatus was associated with shorter TTF in a multivariate Cox model
(7.8 vs. 8.8 months in the CMV seropositive vs. CMV seronegative groups,
respectively, hazard ratio 1.98, 95% CIl 1.25-3.12).

« CMV serostatus was not a significant predictor of OS.
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*PR = partial response; ** VPGR = very good partial response
according to International Myeloma Working Group criteria’

Diagnosis of MM and underwent auto-SCT at
UCSF between the dates 01/2014-12/2016 Primary Endpoint:

(N = 281) Overall response rate (ORR)
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Secondary Endpoints: « While unable to be directly examined in this study, we hypothesize that the
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Received regimen containing anti-CD38 mADb
(first exposure to daratumumab, isatuximab)
(N = 140)

Exclude patients who received non-salvage
CD38 mAb or only one dose of CD38 mADb
(N = 136)

CMYV seronegative

CMYV seropositive

Time to treatment failure (TTF)*
Overall survival (OS)**

*Length of time from mADb initiation until:
(1) Progressive disease (IMWG criteria’)
(2) Initiation of new line of treatment
(8) Patient preference (hospice, etc.)
(4) Treatment-related toxicity
(5) Death

**Length of time from mADb initiation until death

improved response rates seen in CMV seropositive patients are related to
these patients having greater proportions of g-NK cells.

* These findings help inform ongoing efforts to develop off-the-shelf g-NK cell
therapies that can be administered with CD38 mAbs in the treatment of MM.

« Limitations of our study include a small sample size and a heterogeneous
variety of treatment combinations.

» Larger, prospective studies which directly assess for g-NK cells are needed
to fully determine the impact of g-NK cells on outcomes related to MM.
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