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Abstract
The kidney, ureters, and urethra make up the renal system. The system as a whole filters 
around 200 litres of fluid each day from renal blood flow, enabling the excretion of toxins, 
metabolic waste products, and excess ions while maintaining the blood’s necessary 
components. By adjusting the blood’s concentration of water, solutes, and electrolytes, 
the kidney controls the plasma osmolarity. It generates erythropoietin, which increases 
the creation of red blood cells, and ensures long-term acid-base equilibrium. Additionally, 
it generates renin to control blood pressure and transforms vitamin D into its active form.  
This article will concentrate on the renal development, the process of producing and 
excreting urine, and the clinical importance of the renal system [1].

Introduction
The study of kidney physiology is known as renal 
physiology (Latin: rns, “kidneys”). This includes 
all kidney functions like maintaining acid-base 
balance, controlling fluid balance, controlling 
sodium, potassium, and other electrolytes, 
eliminating toxins, absorbing glucose, amino 
acids, and other small molecules, controlling 
blood pressure, producing different hormones 
like erythropoietin, and triggering vitamin D.

The nephron, the smallest functional unit of 
the kidney, is the level at which most of renal 
physiology is investigated. The blood entering 
each nephron is first filtered before it enters 
the kidney. Following that, this filtrate travels 
the whole length of the nephron, a tubular 
organ coated with a single layer of specialised 
cells and encircled by capillaries. These lining 
cells’ primary roles include secreting waste 
from the blood into the urine and reabsorbing 
water and small molecules from the filtrate 
into the blood [2].

The kidney needs to receive and appropriately 
filter blood in order to operate properly. 
Many millions of filtration units termed renal 
corpuscles, each of which is made up of a 

glomerulus and a Bowman’s capsule, carry 
out this function at the microscopic level. 
Estimating the rate of filtration, known as the 
glomerular filtration rate, allows for a general 
evaluation of renal function (GFR).

Mechanism
Glomerular Filtration: The first step in the 
generation of urine is glomerular filtration. 
Hydrostatic pressure passively forces fluid 
and solute across a membrane without the 
need for energy. The glomerular capillaries’ 
fenestrated endothelium, which allows 
blood components other than cells to 
pass through, the basement membrane, 
a negatively charged physical barrier that 
prevents proteins from permeating, and the 
foot processes of the glomerular capsule’s 
podocytes, which produce more selective 
filtration, make up the filtration membrane. 
How much water and solutes pass through 
the filtration membrane is determined by the 
outward and inward force of the capillaries [3]. 
The primary filtration force, with a pressure 
of 55mmHg, comes from the glomerular 
capillaries’ hydrostatic pressure. The colloid 
osmotic pressure in the capsular space, which 
is another possible filtration force, is zero since 

albertzyan@gmail.com

mailto:cameronbassanio@yahoo.com


67

Albert Z.Mini Review

J. Interven. Nephro. 5(5)

the capsular space often lacks proteins. The 
filtration force from the hydrostatic pressure 
in the glomerular capillaries is then negated 
by the colloid osmotic pressure in the capsular 
space, resulting in a net filtration pressure that 
significantly affects the glomerular filtration 
rate (GFR). GFR, or the volume of fluid filtered 
in a minute, is determined by the net filtration 
pressure, the total amount of surface area that 
is accessible for filtration, and the permeability 
of the filtration membrane. The GFR ranges 
from 120 to 125 ml/min [4]. To sustain the 
GFR, it is both internally and extrinsically 
controlled. By altering its own blood flow 
resistance through the use of myogenic and 
tubuloglomerular feedback mechanisms, the 
intrinsic control system regulates blood flow. 
The afferent arteriole is constricted by the 
myogenic mechanism to maintain the GFR 
when the vascular smooth muscle expands 
as a result of elevated blood pressure. When 
the pressure inside the afferent arteriole is 
low, it dilates the vascular smooth muscle, 
enabling more blood to pass through. The 
tubuloglomerular feedback system then 
senses the level of NaCl inside the tubule in 
order to maintain the GFR. NaCl is detected 
by macula densa cells at the ascending limb 
of the nephron loop. Because a high GFR 
and high blood pressure both reduce the 
time needed for sodium reabsorption, a high 
sodium concentration in the tubule results. It 
is detected by the macula densa cell, which 
then releases molecules that constrict the 
afferent arteriole and lower blood flow [5]. The 
macula densa do not produce vasoconstricting 
molecules when the pressure is low because Na 
is more readily reabsorbed, resulting in a low 
concentration in the tubule. The sympathetic 
nervous system and the renin-angiotensin-
aldosterone mechanism are used by the 
extrinsic control to maintain both the GFR and 
the systemic blood pressure. Norepinephrine 
and epinephrine are produced and induce 
vasoconstriction when the amount of fluid in 
the extracellular space is drastically reduced. 
This reduces blood flow to the kidneys and 
lowers GFR. Additionally, as the blood pressure 
lowers, the renin-angiotensin-aldosterone axis 
is activated in three different ways. The first 
is the beta-1 adrenergic receptor activation, 
which results in the release of renin from the 
kidney’s granular cells. The second mechanism 
is the granular cells’ release of renin when the 
macula densa cells detect low NaCl content 

during reduced blood flow to the kidney. 
The third mechanism controls glomerular 
filtration by sensing decreased tension caused 
by reduced blood flow to the kidney and also 
triggering the release of renin. This happens 
near the granular cells [6].

Tubular Reabsorption: Each of the four 
tubular segments’ individual absorptive 
qualities is distinct. The proximal convoluted 
tubule is the first (PCT). The PCT cells have the 
greatest capacity for absorption. In a typical 
situation, the PCT reabsorbs all of the glucose, 
all of the amino acids, 65% of the Na, and all 
of the water. A basolateral Na-K pump allows 
the PCT to reabsorb sodium ions by primary 
active transport. Through secondary active 
transport with Na and passive paracellular 
diffusion driven by an electrochemical 
gradient, it reabsorbs vitamins, amino acids, 
and glucose. Osmosis, which is powered by 
solute reabsorption, is used by the PCT to 
reabsorb water. Additionally, passive diffusion 
that is fueled by the concentration gradient 
produced by the reabsorption of water is used 
to reabsorb lipid-soluble solutes. By means 
of passive paracellular diffusion fueled by a 
chemical gradient, urea is also reabsorbed in 
the PCT [7]. The filtrates that are not reabsorbed 
continue on to the nephron loop from the PCT. 
The nephron loop separates into an ascending 
and a descending limb functionally. Osmosis is 
used by the descending limb to reabsorb water. 
As a result of the prevalence of aquaporins, 
this mechanism is feasible. In this location, 
soluble substances are not reabsorbed. 
Sodium, potassium, and chlorides are 
reabsorbed collectively by a symporter in the 
thick segment of the ascending limb, whereas 
Na travels passively along its concentration 
gradient in the thin portion of the ascending 
limb. By generating an ionic gradient, Na-K 
ATPase maintains this symporter active in 
the basolateral membrane. Additionally, 
the electrochemical gradient-driven passive 
paracellular diffusion of the calcium and 
magnesium ions occurs in the ascending 
limb. There is no resorption of water in the 
ascending limb. The distal convoluted tubule 
is the next tubular segment for reabsorption 
(DCT). Through Na-Cl symporter and channels, 
there is main active sodium transport at the 
basolateral membrane and secondary active 
transport at the apical membrane. At the 
distal end, aldosterone controls this process. 
The parathyroid hormone regulates calcium 
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reabsorption via passive uptake as well. The 
apical Na and K channels as well as the Na-K 
ATPase are synthesised and retained by 
aldosterone-targeted cells in the distal region 
of the DCT. The collecting tubule immediately 
following the DCT is where the last stage of 
reabsorption takes place. Here, reabsorptions 
include passive calcium uptake through PTH-
modulated channels in the apical membrane, 
primary and secondary active sodium 
transport at the basolateral membrane, 
secondary active sodium transport at the 
apical membrane via Na-Cl symporter and 
channels with aldosterone regulation, and 
primary and secondary active transport in the 
basolateral membrane [8].

Tubular Secretion: The purpose of tubular 
secretion is to get rid of things like medicines 
and metabolites that attach to plasma proteins. 
Additionally, urea and uric acids that were 
passively reabsorbed are removed by tubular 
secretion. One of the functions of tubular 
secretion is the elimination of extra potassium 
through aldosterone hormone control at the 
collecting duct and distal DCT. When the blood 
pH falls outside of the usual range, hydrogen 
ions are eliminated. Then, when bicarbonate 
acid is expelled, chloride ions are reabsorption 
when the blood pH rises over the usual level. 
Creatinine, ammonia, as well as several other 
organic acids and bases, are secreted [9].

Storage of Urine: Pee passes via the ureter, a 
structure, when urine production is finished 
and is then sent to the bladder for storage. 
A human body has two ureters, one on 
each side, left and right. They are thin tubes 
with three layers: the adventitia, a fibrous 
connective tissue that covers the outside of 
the ureter, the muscularis, which consists 
of the internal longitudinal layer and the 
exterior circular layer, and the mucosa, which 
comprises a transitional epithelial tissue. The 
smooth muscle of the ureters stretches when 
pee passes through them, causing peristaltic 
contractile waves that aid in moving the urine 
into the bladder. Urine backflow is prevented 
by the ureter’s oblique insertion at the 
posterior bladder wall. Once the pee is within 
the bladder, the particular structure of the 
bladder enables effective urine storage [10].

Micturition Process: The detrusor muscle 
contracts during the micturition process, while 
the internal and external urethral sphincters 
relax. Depending on the age, the method 

varies somewhat. The spinal reflex controls 
the micturition process in children under the 
age of three. Beginning with pee buildup in 
the bladder, which strains the detrusor muscle 
and activates stretch receptors, the condition 
develops. The visceral afferent carries the 
feeling of stretching to the spinal cord’s sacral 
region, where it synapses with an interneuron 
that stimulates parasympathetic neurons and 
inhibits sympathetic neurons. The somatic 
efferent, which ordinarily keeps the external 
urethral sphincter closed and permits reflexive 
urine production, fires less often in response 
to the visceral afferent impulse. After the age 
of 3, however, there is a conscious override 
of reflexive urination when the external 
urethral sphincter is controlled. High bladder 
volume stimulates the pontine micturition 
centre, which stimulates the parasympathetic 
nervous system and inhibits the sympathetic 
nervous system as well as causing awareness 
of a full bladder. As a result, the internal 
sphincter relaxes and the external urethral 
sphincter can be relaxed when the bladder is 
ready to be emptied. A low bladder capacity 
causes the pontine storage centre to become 
active, which in turn causes the sympathetic 
nervous system to become active and the 
parasympathetic nervous system to become 
inhibited. This causes urine to accumulate in 
the bladder.

Conclusion
In both health and sickness, the cardiovascular 
system depends on the renal system. Patients 
with maintained renal function who do not 
see significant decreases in the presence of 
AHF and who experience HF benefit from 
optimum outcomes and positive responses 
to diuretics. There are higher incidence of 
in-hospital complications, such as volume 
overload, hyperkalemia, and mortality, in 
patients with CKD at baseline who develop 
AKI while being treated for HF. They also had 
higher readmission rates and longer survival 
rates, including pump failure and arrhythmic 
death. Given the tight connections between 
the cardiovascular and renal organ systems, 
future research into new diagnostic and 
therapeutic targets is anticipated to result in 
advancements in the field of HF. The primary 
job of the renal system is to filter the blood 
in circulation. Blood passes through the 
glomerular basement membrane during 
filtration, and as a result, blood nanoparticles 
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do as well. Size, charge, and form are a few 
variables that influence how well particles 
clear. Smaller than 6 nm particles indicate 
renal clearance. Cationic particles are easily 
removed since the basement where the 
filtering takes place is negatively charged. As 
the circulation of optimally sized particles 
should occur together with their clearance to 
minimise the negative effects induced by an 
enhanced circulation time of nanoparticles 
in the blood, a patient’s renal inadequacies 
should be taken into consideration.
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