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Abstract

Prostate cancer is an important disease that threatens men’s health. However, clinically, different
treatment methods will cause different degrees of drug resistance in the later stage, among which
the overexpression of glucocorticoids is an important form of drug resistance. Therefore, combina-
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tion therapy for androgen receptors and glucocorticoid receptors has gradually become an impor-
tant way to treat prostate cancer. This paper summarises the mechanisms by which glucocorticoid
receptors cause drug resistance in depot-resistant prostate cancer and the dual-target compounds
used for treatment.

Keywords

Prostate Cancer, Glucocorticoid Receptors, Clinical Treatment, Glucocorticoid Inhibitors

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. BRENE

S b, ATA B A S M R I N 2, R ARk RS MR R, 7EIRIE, RTAAR
Joe 7 G PR RE, T R0 A R VR TT BN T 2 R B A A s . A A i I R 2 A
JT[1]. HAIHI BRI TT B 80%~90%, (HEEZEIRIT RN, AR IR 0 ARk, B
PR IR RS2 AR 2 18 S K ST, (A I i3 v 1 T 20 e S M LR (PS A) /KP4 BT, AT T 2
PICPUERTHI MR [2] EEXT L AHRPTTERT 21 M, L & & 2598 21 5 (FDA) T 2012 i1 2013 4[3],
A ) P K 25 ) —— ol LU Rs e R R 2 B i T iR R AP Rl S e, LR LI 1, e AT AT DA
ZAACPUIE TSI B A M )3 A, IR HAE S AR T, AT RE K T 2 AP A S B B 1) AR AR
(] o I PRACHE R B, FROR AT L ARr e A0 B 2% B I/ i ) B L VR 7 AR, (R RIS, A
PP R K L R A AS 5 3@ B 2 R A AR AR Ak, DT Ko T LRy e R BB AR 8 i = A i 2, 33K
FLAHCHUIE T A B 7= AR 24, T i 24 P 25 AP M BT A e 4] . DRI, 8 D) 7 AR R AR v 24
(11 SRS

Abiraterone Enzalutamide
Figure 1. Structure of abiraterone and enzalutamide
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Figure 2. Mechanism of drug resistance in prostate cancer
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Figure 3. Compounds used clinically in combination therapy
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Figure 4. Dual target inhibitors of androgen receptor and glucocorticoid receptor
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