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E . = : e | ' These findings highlight the importance of TME analysis in predicting

. ' treatment response and MM patients’ outcome in the context of immune-
based therapies. Our integrative multi-omics analysis revealed
comprehensive MM heterogeneity and distinct immune subtypes that could
be of therapeutic interest for personalized therapeutic approaches.

Lo
o

o
w
2

Survival probability (%)

o
oy
o

o
N
L

Clinical outcome
analysis

o

(=}

a
L

T cell regulatory (Tregs)

.

o
2

T cell CD4+ (non-regulatory)
T cell CD8+

o
o
i




