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Objective Plain language summary

e o determine real-world outcomes with fulvestrant
monotherapy in patients with HR-positive/HER2-negative B Why did we perform this research? How did we perform this research?

mBC whose disease progressed despite treatment with 28 * CDKA4/6 inhibitors are drugs that block the activity of proteins called e \We collected data from a patient medical records database in
prior Al plus CDK4/6 inhibitor CDK4 and 6, reducing the growth of cancer cells the US to assess real-world outcomes of patients who Poster

i Aromatase inhibitors are a type of hormone therapy that blocks estrogen received fulvestrant monotherapy as a treatment after
COI‘IC| usions receptors on cancer cells or blocks tissue estrogen production, reducing CDK4/6 inhibitors and endocrine therapy
e Patients with HR-positive/HER2-negative mBC whose their growth and spread

disease progressed on prior Al plus CDK4/6 inhibitor have These treatments are often given together to people with breast cancer

poor real-world outcomes when treated with fulvestrant that has spread from its original site (metastatic) and have a type of

monotherapy, consistent with recent clinical trial findings breast cancer where tumour cells have hormone receptors (hormone &’ ° Ourresearch showed that people with HR-positive/HER2-
Median real-world PFS was slightly longer than that receptor-positive) but do not have a protein called HER2 (HER2-negative) negative metastatic breast cancer have poor real-world
reported in patients enrolled in clinical trials, possibly Fulvestrant is a drug that blocks estrogen receptors on cancer cells outcomes when treated with fulvestrant monotherapy after https://bit.lv/3PWdKuz
due to differences in scanning frequencies and reducing their growth and spread, and is often given to people WhO, are treatment with CDK4/6 inhibitors and endocrine therapy Copies of this poster

patient characteristics no longer responding to treatment with CDK4/6 inhibitors and hormone e Our findings indicate a need for improved treatments in - -
. . , : : obtained through this QR
Notably, the real-world patient population reported here therapy (resistant) people with this type of breast cancer i

included a higher proportion of patients with de novo In our study, we wanted to investigate real-world outcomes in people only and may not be

metastatic disease and a relatively lower proportion of who received fulvestrant after treatment with CDK4/6 inhibitors and -

patients with liver metastases than typically included in hormone therapy reproduced without

recent clinical trial populations pfe;mssmr][ from the authors
of this poster.
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e First-line CDK4/6 inhibitors combined with endocrine therapy are the standard-of-care for patients with ¢ \Ve conducted a retrospective cohort study using electronic health record-derived data from the Flatiron Health longitudinal
HR-positive/HER2-negative mBC,"# with multiple trials demonstrating improved PFS compared to endocrine database®’ that comprises de-identified, structured, and unstructured patient-level data, curated via technology-enabled
monotherapy and, in some cases, improved OS abstraction (Figure 1). During the study period,the de-identified data originated from approximately 800 unique sites of care, with

approximately 20% from academic centres, and 80% fromm community practices in the United States of America

e Patients with HR-positive/HER2-negative mBC who experienced disease progression on Al plus CDK4/6 inhibitors between
, , , - . | . - | 1 January, 2011, and 31 January, 2021 were included in this analysis
— Median PFS W!th fulvesltrant monot.her.apy in recent trials in V\,’h'Ch patients with HR-positive/ H3ER2—negat|ve. e |n patients who were initiated on fulvestrant monotherapy, electronic data were collected from the date of fulvestrant initiation (index)
tmheB ghhaas(l rgc&e&/gg EL%KS){U%L?TQQ%Ighéb:;%rn\;\;}assi; .ti;n &?;22 Ig ;[;h EF’?’[Q??Q%YEE%y!CA S 1.2 Memins 1 o All patients were followed until the end of the study, lost to follow-up, died, or the occurrence of other outcome-specific events
’ ' e Patients were followed up from the index date until their date of death, if available, or other outcome-specific events
* However, there is limited real-world evidence regarding the efficacy of fulvestrant monotherapy after progression ¢ Regl-world PFS, OS, TTD and TFST were estimated using Kaplan-Meier methods

on Al plug QDK4/6 inhibitorsl. Understanding the rle.al—vvc?rld efficacy Of. flulvestrant monqtherapy postl-A| plus e |n patients initiated on fulvestrant monotherapy at any time, we also investigated OS by whether disease was de novo or recurrent
CDK4/6 inhibitor could help inform treatment decisions in the HR-positive/HER2-negative mBC setting at time of diagnosis of mMBC

e There is an unmet need for effective treatments in patients following first-line treatment with CDK4/6 inhibitors,
with data indicating that the efficacy of fulvestrant monotherapy is low

aThe time from initiation of fulvestrant after progression on
Al plus CDK4/6 inhibitors for metastatic disease, until

Patients Data ex'trac'ted for anaIySis progression event, death, or censored at the last documented
Exclusion criteria: . o o visit date. PTime from initiation of fulvestrant after progression
Inclusion criteria: | | * Demographm and (.3|I!'1IICa| characteristics for OUtcomeS on Al plus CDK4/6 inhibitors for metastatic disease until death
e >3 [ines of endocrine therapy patients who were initiated on fulvestrant el d PES? or censored at the last documented visit date. °Time from
Diagnosis of HR-DOSitiVG/H ERQ—negative mBC f i : : : ® heal-wor initiation of fulvestrant after progression on Al plus CDK4/6
or advanced disease monotherapy at any time after progression on prior e " -
inhibitors for metastatic disease to start of first subsequent
>18 years of age >2 lines of chemotherapy Al plus CDK4/6 inhibitors * Real-world OS° line of therapy or date of death. For patients with no indication
: T : , Do o 4 of a further line of therapy or death, TFST was censored
Progressed on prior Al plus CDK4/6 inhibitor for advanced disease e Demographic and clinical characteristics for the e Real-world TFST at the last documented visit date. “Time from initiation of
ECOG PS 0/1 within 30 days prior to or 7 days PI3K inhibitor or fulvestrant use subset of pa’uents that was initiated on fulvestrant Real-world TTD¢ fulvestrant after progression on Al plus CDK4/6 inhibitors for

. metastatic disease until the last drug administration date of
monotherapy as a next—llne therapy after fulvestrant or date of death. Patients who were alive and had

progression on prior Al plus CDK4/6 inhibitors not experienced treatment discontinuation were censored at
the last documented visit date. For all assessments, the last
visit was used if it preceded the end date of treatment.

after index, or unknown ECOG PS before the index date

Results

e Of the 2271 patients with HR-positive/HER2-negative mBC that progressed after Al plus CDK4/6 inhibitors, 179 received
fulvestrant monotherapy (Figure 2)

— Of the 179 patients who received fulvestrant, 152 patients were transitioned immediately to fulvestrant monotherapy as next-line

therapy following progression on Al plus CDK4/6 inhibitors PFS TTD -
1.00 3 Fulvestrant monotherapy initiated: 1.00 ¢ Fulvestrant monotherapy initiated:
e Baseline demographics and clinical characteristics were generally well-balanced between groups (Table 1) i Anyime (=179 At . Anvtime (n=179 -
vents 117 3 Vi
e Real-world outcomes are shown in Figure 3 075 Vedian reabworid iy 075 Median reavorid .
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subsequent therapy versus at any time after progression on Al plus CDK4/6 inhibitor 5 50 5 s
o o
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e |n patients who were initiated on fulvestrant monotherapy at any time, there were no significant differences in OS between those with o a
a de novo disease at time of mMBC diagnosis or those with recurrent disease at time of mBC diagnosis (Figure 4) 0.5 | 0.5
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