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COMMENTARY

A particular receptor protein, the glucocorticoid receptor, 
mediates glucocorticoid activity in cells. Glucocorticoid receptor 
belongs to the ligand-inducible transcription factor superfamily, 
which regulates a wide range of physiological functions including 
metabolism, development, and reproduction. Unliganded 
glucocorticoid receptor is mostly found in the cytoplasm, but 
after hormone binding, it translocates to the nucleus quickly and 
effectively. The focus of this review will be on the glucocorticoid 
receptor’s intracellular signalling pathway, as well as the 
mechanisms that control its intracellular trafficking, hormone 
binding, and transcriptional regulation. Many receptor-interacting 
proteins are involved in various levels of the glucocorticoid receptor 
signal transduction, each with its own mechanism for regulating 
receptor function and thus giving potential therapeutic targets for 
manipulating glucocorticoid cellular responses [1]. The transfection 
of an H-glucocorticoid receptor expression vector into CV1 cells 
results in the production of human glucocorticoid receptor (H 
glucocorticoid receptor), which is a required and sufficient factor 
for the transcriptional activation of the MTV-CAT fusion gene. 
The amplitude of the induction (500-1000 fold) suggests that 
the H-glucocorticoid receptor may function as a transcriptional 
"switch," activating a quiet promoter carrying a glucocorticoid 
response motif. Human glucocorticoid receptor does not require 
transcriptional factors that are limiting in CV-1 cells to stimulate 
transcription of the MTV-CAT gene fusion. The identification of 
at least four functional domains in 27 H- glucocorticoid receptor 
insertional mutants, two of which correspond to the expected 
DNA- and steroid-binding domains. The other two domains are 
known as tau because of their strong transcriptional effects. This 
raises the notion that other receptor areas are required for full 
transcriptional activation but are unrelated to steroid or DNA 
binding [2]. The glucocorticoid receptor, unlike other closely 
similar nuclear hormone receptors, is not considered an oncogene. 
The oestrogen receptor is responsible for cell development, 
proliferation, and metastasis in breast cancer. In prostate cancer, 
the androgen receptor serves a similar role. As a result, treatment 
for these disorders has centred on inhibiting the production of 
oestrogen or testosterone, or directly inhibiting steroid binding 
to their respective receptors. Glucocorticoids on the other hand, 
work through glucocorticoid receptor to perform a range of tasks 

in lymphocytes, including growth arrest and induction of death. 
Glucocorticoids are so successful in this role that they are the 
cornerstone of treatment for all lymphatic tumours, despite the 
fact that they are frequently impeded by a slew of side effects [3]. 
Glucocorticoids are given to hormone-refractory prostate cancer 
patients because they reduce pituitary function by inhibiting 
adrenal androgen production. Growing evidence suggests that a 
variety of local tissue factors, such as growth factors, angiogenic/
lymphogenic factors, apoptosis-related factors, and cytokines, are 
among the targets of glucocorticoid receptor signalling in the 
change of prostate cancer from androgen dependence to hormone-
refractory status. Despite the fact that glucocorticoids are one 
of a few number of therapy choices for Hormone-Refractory” 
Prostate Cancer (HRPC), the molecular basis of glucocorticoids 
-induced actions in prostate cancer is yet unknown. In this study, 
we look at how glucocorticoids cause effects by regulating specific 
genes involved in cellular/tissue activities such as growth, death, 
inflammation, metastasis, and differentiation via glucocorticoid 
receptor mediated transcriptional regulation [4]. The functional 
significance of glucocorticoid-mediated glucocorticoid receptor 
signalling in the growth of haematological malignancies, as well 
as solid endocrine tumours, such as breast and prostate cancers, 
has been more thoroughly examined, owing to its interaction with 
estrogen receptor and androgen receptor, respectively. Patients with 
haematological malignancy or castration-resistant prostate cancer 
are also administered glucocorticoids, which are promising anti-
tumor drugs. Glucocorticoid treatment, on the other hand, has only 
been tested in preclinical models of urothelial carcinoma. Instead, 
glucocorticoids are frequently given to patients with urothelial 
carcinoma to prevent acute toxicity, notably hyperemesis, during 
chemotherapy or radiotherapy, and to protect normal tissues from 
the genotoxic drugs' long-term effects, as well as to relieve cachectic 

conditions [5].
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