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INTRODUCTION

Nuclear receptors have a wide range of biological functions in
the pathology of a variety of diseases, including normal phys-
iology and glomerular disease. The main treatment for many
glomerular disorders is glucocorticoids, which exert immu-
nosuppressive and direct monocyte protective effects via the
glucocorticoid receptor (GR). Chronic kidney disease (CKD) is a
major public health problem, and its prevalence and incidence
are increasing rapidly. Despite decades of research effort, the
cause of CKD remains a fragmented puzzle. It is very import-
ant to understand the cellular and molecular mechanisms that
control the loss of renal function.

DESCRIPTION

Single-cell RNA-seqing and mononuclear RNA-seqing enable
transcriptome profiling of thousands of cells from kidney biop-
sy samples at single-cell resolution. Both methods are prom-
ising tools for elucidating the underlying pathophysiology of
glomerular disease. In the event of nephron loss, glomerular
filtration rate (GFR) is suggested to be maintained by glomer-
ular hypertrophy, but excessive hypertrophy leads to and pro-
gresses to the formation of Patients with glomerular disease
experience symptoms that affect their physical and mental
health, managing treatment, diet, appointments, and monitor-
ing general and specific health indicators and illnesses. | want-
ed to explain the perspectives of patients and their caregivers
regarding self-management of glomerular disease. Mental glo-
merulosclerosis. It is more likely to cause sexual renal damage.

Kidney disease is a serious health problem that puts a strain
on our healthcare system. Determining the exact etiology of
different types of kidney disease is very important in order to
provide accurate treatment guidelines for patients suffering
from these diseases. However, the exact molecular mecha-
nisms underlying these diseases are not yet fully understood.
The destruction of calcium homeostasis in kidney cells plays a
fundamental role in the development of various types of kid-
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ney disease, including: B. Primary glomerular disease, diabetic
nephropathy, acute nephropathy and multiple cystic kidneys
promote cell proliferation, stimulate extracellular matrix ac-
cumulation and podocyte exacerbation damage, disrupt cell
energy and cell survival. And cause dysregulatio of cell death
kinetics.

Complement is an evolutionarily conserved system that is
important for protection against microorganisms and for the
removal of altered and necrotic elements of the body. Com-
plement is activated in a cascade fashion, all steps of activa-
tion and cascade progression are tightly controlled, and many
processes and regulations of the inflammatory mechanism are
linked. Complement system overshoot due to dysregulation
can lead to C3 glomerulopathy and thrombotic micro angiop-
athy, two prototypes of primary complement-mediated renal
disease.

Glomerular injury is characteristic of renal diseases such as dia-
betic nephropathy, IgA nephropathy, or other forms of glomer-
ulonephritis. Glomerular endothelial cells, mesangial cells, glo-
merular epithelial cells (podocytes), and invasive immune cells
in inflammatory situations interact to mediate the glomerular
signaling process. Under physiological conditions, mesangial
cells regulate the production and degradation of extracellular
matrix, synthesize growth factors, and maintain a clear interac-
tion with glomerular podocytes and endothelial cells to main-
tain glomerular structure. It works by adjusting the function.

CONCLUSION

The glomerular filtration rate (GFR) of a single kidney increas-
es after donation of a living kidney due to compensatory over
filtration and structural changes. The effect of interpersonal
variation on this increase in GFR in a single kidney is unknown.
The purpose of this study was to identify the determinants of
GFR increase in a single kidney 3 months after donation and to
investigate the relationship between them and long-term renal
function.
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