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Cyclin-dependent kinase 4 and 6 inhibitors (CDK4/6i) have become a
first-line targeted treatment in combination with endocrine therapy
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These data are consistent with previous studies demonstrating that
increasing MammaPrint index is closely associated with Cyclin E
(CCNE1 and CCNE2) and 8g22-24 (CCNE2, MTDH, TSPYL5) genomic

|
]
- UltraLo Lo H1 Luminal H1 Basal H2 Luminal H2 Basal
18(03) { _— ety R o —— 1

e

I

| ]
—

0.4
L
0.4

s - @Q
A2

X
0
Correlation with genes associated CDK4i resistance

Correlation with genes associated CDK4i resistance
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