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Hormone Therapy for Metastatic Breast Cancer

Seok Yun Kang

Department of Hematology-Oncology, Ajou University School of Medicine, Suwon, Korea

The treatment of metastatic breast cancer depends on the patient’s condition, site of metastasis, and molecular subtype of cancer.

Hormone receptor-positive patients, which account for 60-70% of all breast cancer patients, have the advantage of having an effec-

tive, less-toxic, hormone therapy treatment. Hormone therapy should be used actively because it is very useful in terms of the pa-

tient’s quality of life, by increasing the response rate and delaying the progression of cancer. Recently, studies have examined the

mechanism of resistance to hormone therapy. We need to combine various target therapies to overcome resistance. The develop-

ment of therapeutic agents based on molecular biological characteristics should help to improve the survival of patients with meta-

static breast cancer. (Korean J Med 2017;92:251-258)
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SEZ X|=H_2 SRt BAE

= gxoz

= % T8A= o AEZ Al 5=8H(estrogen receptor, ER)2}
2 H| 2 5=8-A|(progesterone receptor) & 7}A| 2 -3}
QL T 7HA] B ok o7 BholE 79 70%2] FhRlof A

# 3
T2 A= e o 5= A4 7 7HA] A=A
H [e]

B71o| wet 2A Al 7= RS 4

Az o 2Bz 8AF B R Aitsto] AA|
(antagonist) 24 9] & =2 #8A|9 stFzde FUT
o 2H FFF IS UEhlle oAt o ~ERAS] A8
= Wofshe oAl AEA oAER 84 2EA
(selective estrogen receptor modulator, SERM)Q1 E}=Z-A]H]

Table 1. Hormone agents for breast cancer

Premenopausal Postmenopausal
Selective estrogen receptor Selective estrogen receptor
modulators modulators
Tamoxifen/toremifene Tamoxifen/toremifene

Estrogen receptor
down-regulators

Fulvestrant

Ovarian ablation Aromatase inhibitors

Luteinizing Anastrozole
hormone-releasing
hormone agonists
Goserelin/leuprolide Letrozole
Oophorectomy Exemestane
Ovarian irradiation
Progestins Progestins
Megestrol acetate Androgens
Medroxyprogesterone High-dose estrogens
acetate
Androgens Diethylstilbestrol/ethynyl
estradiol
Fluoxymesterone

(tamoxifen), raloxifene, toremifene 50| %131, o] A S F
HRolol| 4] B o AEZA 7‘ULX1](estrogen antagonist) &
2 FHS] F ol D fulvestrant= o AE= A
2-go] gl A2ERA 84 5F3F=d A(estrogen receptor
downregulator) 2 SERM¥} 2] AgtA]| 9] &4Jo] §laL, of| &~
E2 gAo] ZAtslo] SURE AMZoA A=A 4
8A Tho] 343 SUHES FoRH, o AERAY
EIE ofAlsls Ao AA UcH6T)

= R o AER0] AL AL whEo s o}
ZolelA] o)A A|(aromatase inhibitor)7} TEZ o[t} o]=
“347“01]/\1 e LR =0l = A O}EEW

AR, 5, 5ol EAshs AAE=A Aol &
220l of=HIEHAIE AT O =N AT 2w F]
o] gt AYE Uehdch ofzulelA] oAA] 7o
Aol wet A& T2 4= e 1, 240 of=nfetA|
AA Q1 aminoglutethimide, formestane W fadrozole-2> H-Al
H A (adrenal insufficiency)®|t} dE=AHE AAS do7|=
So] nargol 9o WAk Hakgo] A T 9ot 3
A7t 2 AgE T
tane©] 2JTHS]. Anastrozole} letrozole2 H|AH|Zo|=A] A

Jz
EI:::

(

12 fomn 4> oz
4

210 anastrozole, letrozole, exemes-

LHRH agonist
Hypothalamus — GnRH pulses V4
v
—
Oophorectomy R EL

Estrone

Estradiol
.

Tamoxifen, Fulvestrant

|
Androstenedione

Figure 1. Female sex-hormone production and hormone
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therapy. In premenopausal women, GnRH secreted from the
hypothalamus stimulates FSH and LH production in the ante-
rior pituitary gland. FSH and LH stimulate follicle growth in
the ovaries. LH also plays a role in the development of ova and
stimulation of estradiol production. In comparison, in post-
menopausal women, estrogen is produced by aromatase in fat,
skin, and muscles. A lightning bolt indicates the site of action
of each hormone therapy. GnRH, gonadotropin-releasing hor-
mone; LHRH, luteinizing hormone-releasing hormone; FSH,
follicle-stimulating hormone; LH, luteinizing hormone.
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=Xl =, megestrol acetate®] H]
5} *ﬂtﬂ OP—"EU}EWI O*Xﬂxﬂﬂ 3 A= vk o
AL 7170 Aol YSHIUAL FAE SHAE 9
o] ZRRIE|ATH19-22]. o]+ 257]€] vlal A, 8,504
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NAEZA 48A a2 Z A2 fulvestrante] A& &
e SISk st ASol AAEAL W F Hol4
S ERE iAo 2 31-8-8R500 me) 2] fulvestrant= ana-
strozoleQITHE a3t ol R3] AE 7|7F SHA ful-
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