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[ Abstract ]| Background and purpose: The third generation of aromatase inhibitors (AI) in postmenopausal
hormone receptor-positive patients is the routine treatments in endocrine therapy. The 500 mg fulvestrant showed clini-
cal benefits in patients with previous Al treatment. This study aimed to access the efficacy and safety of 500 mg fulves-
trant in estrogen receptor (ER) positive postmenopausal patients who had previous Al treatments with locally advanced
and metastatic breast cancer. Methods: This study retrospectively analyzed the clinical data from 188 post-Al ER
positive and (or) progesterone receptor (PR)-positive locally advanced and metastatic breast cancer patients treated with
500 mg fulvestrant in Fudan University Shanghai Cancer Center from Jul. 2011 to Dec. 2015. Primary end point was
progression-free survival (PFS). Secondary end points were objective response rate (ORR), clinical benefit rate (CBR)
and safety profile. Results: After the median follow-up of 11.3 months, median PFS was 5.9 months (95%CI: 4.2-7.5),
CBR was 40.0% and ORR was 3.4%. COX proportional hazards regression analysis indicated that PFS was correlated
with the number of metastatic sites (HR=1.92, 95% CI: 1.2-2.9, P =0.002) and previous lines of chemotherapy (HR=1.52,
95%CI:1.0-2.1, P=0.022). Six patients stopped the treatment for intolerable adverse events. Conclusion: The treatment

of 500 mg fulvestrant has a favorable efficacy and safety in treatment of post-Al ER positive postmenopausal patients
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with metastatic breast cancer.
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Tab.1 Patient characteristics

Characteristic Patients
Median age (range)/year 58(31-85)
De novo metastatic disease 15(7.9)
Disease-free interval
Median/year 4.2
Range #/month 0.05-22.7
< 12 n(%) 13(6.9)
12-24 n(%) 29(15.4)
> 24 n(%) 131(69.7)
No. of metastatic sites n(%)
1 48(25.5)
2 70(37.2)
=3 70(37.2)
Metastatic sites n(%)
Visceral 120(63.8)
Lung 87(46.3)
Liver 50(26.6)
Brain 6(3.2)
Non-visceral 68(36.2)
Bone alone 24(12.8)
Previous lines of endocrine therapy for MBC n(%)
0 24(12.8)
=1 164(87.2)
Previous sensitivity to endocrine therapy n(%)
Primary resistance 32(17.0)
Second resistance 77(40.9)
Sensitive 6(3.2)
Not evaluable 1(0.5)
Most recent treatment n(%)
Anti-estrogen 15(8.0)
Al 172(91.5)
Megestrol 1(0.5)
Previous lines of chemotherapy for MBC n(%)
0 76(40.4)
1 47(25.0)
2 30(16.0)
=3 35(18.6)

*: Disease-free interval is defined as the interval between radical
operation to first recurrence or metastasis; MBC: Metastatic breast

cancer
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Fig. 1 Kaplan-Meier curves for progression-free survival
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Tab.2 Evaluation of efficacy

Variable Patients
Progression-free survival
Events n(%) 132(70.2)
Duration #/month
Median 5.9
95%CI 4.2-7.5
Best overall response (%)
CR 0(0.0)
PR 6(3.4)
SD 91(52.0)
Duration of SD =24 weeks 64(36.6)
PD 78(44.5)
Not evaluable 13(6.9)
ORR 6(3.4)

CBR 69(40.0)
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Tab.3 Subgroup analysis

N PFS #/month P value
Agelyear 0.085
<60 109 5.1
=60 79 6.5
No. of metastatic sites 0.000
1 48 12.3
2 70 5.9
=3 70 3.0
Bone metastasis alone 0.055
Yes 24 9.6
No 164 53
Visceral metastases 0.076
Yes 120 4.9
No 68 7.1
Lines of endocrine therapy for MBC 0.390
1 24 7.1
=2 164 5.5
Lines of previous chemotherapy for MBC 0.027
0 76 9.5
1 47 53
2 30 5.1
=3 35 3.5
Sensitivity to previous hormonal therapy 0.598
Primary resistance 32 43
Second resistance 78 5.7
Naive 6 16.7
MBC: Metastatic breast cancer
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Fig.2 Kaplan—-Meier curves for progression-free survival

A: For patients stratified by number of metastatic site; B: For patients stratified by lines of chemotherapy for metastatic breast cancer
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Tab. 4 Cox regression analysis of PFS

Item B value df P value HR 95%ClI
No. of metastatic sites 0.656 1 0.002 1.926 1.273-2.961
Previous chemotherapy for MBC 0.422 1 0.022 1.526 1.064-2.188
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