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Characteristics of study samples Analysis by AR status

* Triple-negalive breast cancer (TNBG) is a halaroganeous diseasa.
* Sludies have classifind TNBCs inlo difarent subgroups based on:

mutational profile

+ patterns of gane exprassion
« pxpression of proteln markors
+ dogree of immung coll infillration

* Although TNBC heterogeneity has been characterized at each of
these levels individually, how variation al one level is associated with

differences at other levels is poorly understood.

« In this study, we performed “multi-omic” profiling on a cohort of
TMBCs in order to determing how various DNA, RNA, protein, and

immunologic paramakers arg corelated,
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55% of umors stained RB-posilive (=50% of tumor calls). 42%
of thasa ware AR+ by IHC. Thera was no association betwaen
RB stalus by IHC and TNBC sublype.

30% of lumors had an RBT alleration. 48% of these stained
positvie for RE (*50% lumor calls),

T0% of Wwmors ware K81 wild-1ype, 60% of these slaingd
positive for RB (>50% of tumor cells).
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Analysis by PD-L1 status

+ Thera was a significant correlation batween stromal TIL
infiiration and fraction of PD-L1+ immune cells in lumors.
{r=0.582, p=<0.001).

= PD-LY status (<1 v >1% immune cells stained did not
comalate with TNBC subtype (by gene axpression),

PO-L1+ (>1% of immuna cells) lumors show
upregulation of multiple immune signatures/genes
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Analysis by genomic alterations

+ PI3K pathway altered lumars (PIKICA, PTEN, AKT1, AKT2,
AKT3) showed significantly higher expression of AR
{p=0.001) and FOXAT (p=0.004*).

+ BRCATBRCAZ mutant fumors (somatic) showed a
significantly highar "lumeos inlammation signature” (TIS)
scora by gena axprassion (p=0.014").

+ RET aiterad tumors showed higher proliferation indices by
gene expression (p=0.088"). (* - unadjusted p values)

Maither RB nor AR status by IHC was associated with TIL
Infitrate or PD-L1 slalus,

RB stalus by IHC did not associate with particular THNBC
sublypes by gane exprassion,

RB IHC is a poor surrogate for RB1 alleration stalus.
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AR-positive lumors ware no more likely to be RB-posilive by
IHC of RBT witd-typa.



