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Genomic profiling in patients with bone metastases
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Figure 1. Precision diagnostics stratifies patients according to their molecular signature
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Fig. 1. Genome sequencing vs “a priori” techniques: comparison and application summary.
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Subtyping of metastatic breast cancer based on

— plasma circulating tumor DNA alterations: An
I'/i lNl observational, multicentre platform study
- " o DEAT
e —— PCT
e hazard ratio = 0.45 (95% CI 0.33-0.62); two-sided p<.0001
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Druggable ctDNA
alteration-guided
treatment can
significantly improve the
PFS of patients with
T 1 I 3 1 & 3+ 7 & 37 ® un =% ctDNA alterations.

PFS Time (months)

0.44

PFS Probabilites (%)

0.2

0.0

Numbers at risk

(numbers censored)

Patients with DDAT 132 (0) 110 (5) 78 (12) 66 (14) 30 (26) 6 (36)
Patients with PCT 91 (0) 74(4) 43 (14) 17 (17) 6(18) 0(19)
Variables Hazard ratios (95% Cl) p-value
N — —
Subtype 1 (ECF) t o { 0.847 (0.33,2.171) 0.73
Subtype 2 (CP) i - i 0.611(0.283,1.322) 0.211
Subtype 3 (NF) — 0.394 (0.238,0.652)  0.0003
Subtype 4 (CSP) —— 0.142(0.094,0.215) <0.0001
[ I | I I | I | |

0.088 0.177 0.354 0.707 1.410
<----—- Favor ctDNA-guided therapy Favor physician chosen therapy --->

Zhe-Yu Hu et al, Lancet 2022



Tumor genomic evolution in metastatic breast cancer poses a significant treatment
challenge at times of progression. Circulating tumor DNA (ctDNA) has emerged as
a promising, noninvasive tool to detect alterations in peripheral blood over time

Potential of ctDNA as a tool for monitoring tumor genetic evolution and detecting
resistance alterations in the setting of progressive disease.
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Circolating tumor DNA (ctDNA) is a promisig

tool for non-invasive monitoring of genomic
alteration.
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Analyzed serial ctDNA to

characterize genomic evolution in

progressive MBC.

J

Patients with Endocrine-Resistant Metastatic Breast Cancer with

only BONE METASTASES.

Identify genomic biomarker associated with progression disease.

Identify druggable ctDNA alteration guided treatment
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INCLUSION CRITERIA
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Patients with Endocrine-Resistant Metastatic Breast
Cancer with only BONE METASTASES.
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Materials and Methods

Peripheral blood samples before starting treatment with iCDK4/6 is
collected.

Response to therapy was evaluated through routine staging with CT or PET-
CT.

Progression is definited as evidence of clinical or radiographic progression
resulting in change of treatment.







“Quando curi una malattia puoi vincere o perdere. Quando ti prendi cura di una
persona vinci sempre.”

Patch Adams
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