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First line efficacy of endocrine + targeted agents
Phase III trial
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Quality of life in MBC as a chronic disease
Special article

Annals of Oncology

SECTION I Continued
GUIDELINE STATEMENT
Strong consideration should be given to the use of validated PROMs (patient-reported outcome measures) for patients to record the symptoms of disease and side effects of treatment experienced as a regular part of clinical
care. These PROMs should be simple, and user-friendly to facilitate their use in clinical practice, and thought
needs to be given to the easiest collection platform, e.g. tablets or smartphones. Systematic monitoring would
facilitate communication between patients and their treatment teams by better characterizing the toxicities of
all anticancer therapies. This would permit early intervention of supportive care services enhancing quality of
life
As survival is improving in many patients with ABC, consideration of survivorship issues should be part of the routine care of these patients. Health professionals should therefore be ready to change and adapt treatment strategies to disease status, treatment adverse effects and quality of life, patients’ priorities and life plans.
Attention to chronic needs for home and family care, job and social requirements, should be incorporated in the
treatment planning and periodically updated.
ABC patients who desire to work or need to work for financial reasons should have the opportunity to do so, with
needed and reasonable flexibility in their working schedules to accommodate continuous treatment and hospital visits.
ABC patients with stable disease, being treated as a ‘chronic condition’, should have the option to undergo breast
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Voters: 39
Yes: 87.1% (34)
Abstain: 5.1% (2)

Expert opinion

Voters: 40
Yes: 95% (38)
Abstain: 5% (2)

Expert opinion

Voters: 42
Yes: 100%

Expert opinion

Voters: 39

METRONOMIC CHEMOTHERAPY FOR ADVANCED BREAST
CANCER PATIENTS IN THE REAL WORLD PRACTICE: FINAL
RESULTS OF THE VICTOR-6 STUDY
Table 1 – Patients and tumour characteristics at mCHT start
Characteristic
N
____________________________________________________________
Median age (range), years
65 (30-98)

(%)

PS (frequency missing=2)
0
1
2
3

345 (59.3)
190 (32.6)
42 (7.2)
5 (0.9)

HR status
ER+/PgR+
ER+/PgRTNBC

374 (64.0)
113 (19.3)
97 (16.6)

Metastatic sites
- Bone
- Liver
- Lung
- Soft tissue
- CNS
- Other
Number of metastatic sites (frequency missing=10)
- ≥3
- 2
- 1
Number of treatments before mCHT*
- 0
- 1
- 2
- ≥3
Typology of treatments prior to mCHT
- No CHT, and NO ET (naive)
- ET only (1st line)
- CHT only
- CHT and ET
Key prior CHT
- Taxane-based
- Anthra-based
- VRL-CAPE based
Key prior endocrine treatments
AIs
TAM
Everolimus

396 (67.8)
229 (39.2)
182 (31.2)
110 (18.7)
24 (4.1)
192 (32.9)
130 (22.1)
238 (40.7)
206 (35.3)
111 (19.0)
117 (20.0)
123 (21.1)
233 (40.0)
111 (19.0)
143 (24.3)
106 (18.2)
224 (38.4)
218 (37.3)
103 (17.5)
133 (22.8)
307 (52.3)
51 (8.7)
49 (8.3)

mCHT=metronomic chemotherapy; ET= Endocrine therapy; CHT= Chemo therapy;VRL=Vinorelbine; CAPE=capecitabine;
AIs=aromatase inhibitors; TAM=tamoxifen
* both ET and CHT

Cazzaniga ME et Al, submitted
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Overall Response Rate according to the line of treatment
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METRONOMIC CHEMOTHERAPY FOR ADVANCED BREAST
CANCER PATIENTS IN THE REAL WORLD PRACTICE: FINAL
RESULTS OF THE VICTOR-6 STUDY
PFS according to the line of treatment

PFS according to the type of mCHT

Median SPP was 12.0 months (95% CI: 10.4 – 15.4)
Cazzaniga ME et Al, submitted

OS is no longer and End
Point required by FDA
OS is a mix of prolongation
of life & drug safety
Richard Pazdur, director of the FDA's Oncology Center of
Excellence (OCE), which leverages the combined skills of
the FDA's regulatory scientists and reviewers with
expertise in drugs, biologics and devices to expedite the
development of novel cancer products
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