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ABSTRACT

Colour vision deficiency (CVD), also known as colour blindness, is a visual impairment manifesting as decreased or
absent ability to distinguish between colours. It mostly occurs in males since it is an X-linked recessive condition with
different prevalence levels among various ethnic groups. CVD is generally divided into three main forms: protanopia
(deficiency of red), deuteranopia (deficiency of green), and tritanopia (deficiency of blue), each resulting in different
changes in colour perception. The disorder occurs due to photopigment abnormalities in the cone cells of the retina,
which sense colours. While CVD is generally non-progressive and controllable, it may affect daily functioning and
vocational potential, necessitating the use of compensatory strategies and adaptive aids like colour-corrective lenses and
apps. Technological advances in genetics and biomedical technologies hold promising leadouts for future treatments,
possibly allowing for the improvement of colour vision in afflicted individuals. This summary provides an expansive
overview of the etiology, categorization, incidence, consequences, and up-to-date management of CVD and touches on
ongoing scientific research towards new treatments. In addition, cultural attitudes toward colour symbolism, e.g., linking
"blue" to depression or black clothing to bereavement, demonstrate the social importance of colour interpretation
throughout languages and cultures.

Keywords: Colour vision deficiency, colour blindness, protanopia, deuteranopia, tritanopia, cone photopigments, X-
linked inheritance, genetic research, colour-corrective aids, cultural colour symbolism
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Introduction:

Among the primary specific traits of individuals is
their possession of three divided visual channels
that transport color information, each of which is
linked to a varied cone cell. Insufficiency of color
vision, also referred to as CVD, results from an
error during the development of one or more types
of cone cells in the retina. These cone cells are
cautious for perceiving colour in light and passing
on such information to the optic nerve in the brain
[1]. Individuals possess three fundamental types of
qualities: medium  wavelength
sensitivity  (MWS), sensitivity
(LWS), as well as short wavelength sensitivity (SWS)

color vision

long-wavelength

qualities [2,3]. Sometimes, congenital colour vision
deficiency (CVD) can manifest as an autosomal-

recessive trait, a chromosome-linked latent trait,

and an autosomal dominant prevailing
characteristic [4]. Regarding colour vision
deficiency (CVDs), red-green colour vision

deficiency (CVD) shows the most significant
predominance [5].
Protanopia and deuteranopia, the severe types of
red-green color vision deficiency marked by the
inability to perceive reddish and greenish colors,
and protonomaly and deuteranomaly, which are
less severe forms of CVD in which individuals
exhibit an anomalous perception of reddish and
6,7]. In

dichromatic color vision, a type of photoreceptor

greenish colors, are categorized as
cone cells is completely absent but in peculiar
trichromacy, all three unusual types of cone cells
are being used in order to interpret light colors. Be
that as it may, one type of cone cell in unusual
trichromacy seems reduced color immersion
[8].Deuteranopia is rendered by the lack of green

retinal photoreceptors, while protonopia results
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from an entire absence nearly ruddy retinal
photoreceptors. Protanomaly, sometimes referred
to as ruddy deficiency, is defined by the proximity
of normal blue and green sensitive cones to the
side of an abnormal greenlike cone.
Deuteranomaly, further referred to to be green
deficiency, is defined by the proximity of regular
blue and ruddy sensitive cones in addition to an
abnormal red-like cone [9]. Even if they are capable
of viewing colors within the red-green spectrum,
that is, these individuals are diagnosed as abnormal
trichromats based on their diminished color

immersion. Tritanopia may be a type of
cardiovascular disease (CVD) resulting from a
specific hereditary change within the chromosome
7 quality [10]. This quality codes the blue retinal
cone pigmentation, commonly referred to as S.
This deficiency in color separation occurs as it were
in the shortwave range of the spectrum, which
consists of blue and yellow wavelengths. Tritan
color visual deficiency occurs in individuals viewing
blue and violet colors as being indistinct. Tritan
deficiencies arise due to an autosomal dominant
nature and exhibit a break even with impact on
both men and women, except in those who possess
red-green color vision deficiency (CVD) [11].
Tritan absentees are extremely uncommon, and a
frequency range from 1 in 15,000 to 1 in 50,000
individuals [0.002 - 0.007%] in the in general
population [12]. Decrease in visual acuity,
photophobia, and reduction or complete loss of
discrimination based on are features of
achromatopsia, which is another CVD. It is The
genes responsible, which are linked together, are
on chromosomes 1, 8, 10, and 12, and it is an

autosomal recessive inheritance[13].
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Structure of rode and cone cells in human eye

Types of colour blindness:

Monochromacy

Dichromacy

Anomalous Trichromacy

Anomalous trichromacy:

The most rare color vision disorder is abnormal
trichromacy. For matching another color, three
primary
trichromats, just like normal individuals with color

different colors are required by
vision. But colors that the average person would
not accept are accepted because of various primary
combinations. But this is the procedure, which was
the origin of the hypothesis that the three-color
contrast can be useful to break the image (see
below). Indeed, although some abnormal or nearly-
normal trichromats have distinct colors, others are
very similar to dichromats (see below) [14].Red
cones (protanomaly), green cones (deuteranomaly),
and blue cones (tritanomaly) are three distinct
subtypes of trichromacy. Dichromacy Dichroism is
the most serious form of color vision deficiency.

Dichromats perceive colors in small quantities.
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You only need two basic colors to equal the other
colors. Dichromacy is broken down into three
types, the same as the reverse trichromacy:
protanopia (red cone not working), deuteranopia
(green cone not working), and tritanopia (blue
cone not working). It has been a longheld
hypothesis that dichroism is a "substitution"
process in which one cone type is substituted by
another cone type. The majority of dichromates are
characterized by this. Advanced optical imaging,
though, suggests a possible "loss" process for some
forms of dichroism in which a class of cones is lost
and the population of cones decreases in tandem.
There is indication that vision loss can be low
because of a 'missing' mechanism (see below)[15].
Monochromacy: The most extreme cases of
congenital color vision deficiencies lead to
monochromacy, the lack of color discrimination.

It is noteworthy that a considerable proportion of

exhibit

discrimination under specific conditions, which is

monochromats  can residual  color
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considered to be facilitated by the interaction
between rods and cones.

These called

"incomplete achromats." Rods, normally serving

monochromats are otherwise
night vision in a normal retina, assume visual
function in rod monochromacy when cones are

While
psychophysical tests establish a residual cone

either absent or very impaired[16].

function, most individuals view autosomal

recessive  insufficient achromatopsia as a

phenotypical variant of rod monochromacy.
Twelve Blue cones and rods are required for blue
cone monochromacy vision, also referred to as X-
linked Notably, some blue monochromats seem to
retain partial red cone function[17].Patients with
such types of monochromacy have akin symptoms
and indicators, including abnormal photopic
electroretinographic responses, a condition called
photophobia, significantly reduced sensitivity to
long wavelength light, and poor visual acuity
(around 6/60)
normally visually acuited monochromats, have

the literature [19]. These

extremely uncommon signs and symptoms are due

[18]."Cone monochromats," or
been reported in
and deuteranopia (red cone

to tritanopia

monochromacy) or protanopia (green cone
monochromacy). By definition, all individuals who
are thought to possess this form of deficiency are
post-receptor deficient [20]. Achromatopsia, or
total color blindness  Clinical presentations of
achromatopsia

Achromatopsia patients present with a range of
signs, including nystagmus, photophobia, and
eccentric fixation obsession [21].

In addition, they possess impoverished vision (with
an esteem of below 0.1), entire misfortune of cone
function, and color vision misfortune.

A significant number of people reported having
refractive problems (22) and hyperopia may be a
perhaps  visit  [23,24].

clutter that's or
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Achromatopsia sufferers, on the other hand, have
pole cells that work accurately and are able to alter
to haziness more quickly than typical members
with the same condition. In spite of the fact that
there have been reports of fundus pigmentation,
minor retinal granularity, and retinal variations
from the norm, the larger part of fundoscopy
ponders have been found to be typical [25,26]. In
any event, there are examples that diverge from this
norm. Our understanding of achromatopsia is
expanding in tandem with the development of
Additionally,
optics filtering laser ophthalmoscopy (AOSLO)

hereditary innovation. adaptable
and optical coherence tomography (OCT) are two
recently developed rebellious and innovations that
provide more significant assistance for the
examination, conclusion, and treatment of ACHM.
These two improvements and equipment have
received a lot of attention in subsequent long
periods. By way of contemplation of the external
hyperreflective groups and which correspond to
various highlights of photoreceptor cells, optical
coherence tomography (OCT) is possible to
examine the life systems of the retina in vivo.
Traditional optical coherence tomography (OCT)
equipment, despite this reality, fails to provide the
horizontal determination that is required to
differentiate among person photoreceptors, i.e., the
pole and cone structures. It is this reason that
OCT as it were provides a general estimation.

With regard to the ACHM photoreceptor structure.
Regardless, non-contact, cellularly resolved images
of cones and bars can be obtained with AOSLO.
Advances in advancements and equipment have
led to the discovery of signs independent of those
typically associated with harmful changes. Some
studies [27,28] suggest that GNAT?2 alterations
could guard some color vision in ACHM patients.
The correlation between color vision support and

hereditary contrasts that lead to unmistakable
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helpful protein products is evident [28]. While
ACHM is commonly thought to be a chronic
condition, subsequent consider reveals that
individuals with unique forms of CNGA3 can
exhibit varieties in their side effects.

CNGB3 [29,30] and PDE6C [30,31] demonstrate
evidence of ongoing cone cell collaboration, which
also affects bar cells. Support has come from
studies that suggest that PDE6C alterations could
result in the alleviation of cone dystrophy (CD)
and conerod dystrophy (CRD), in addition to the
ACHM[30,32,33].
monochromatic harm [34] and another rare type of

ACHM (GNAT2-ACHM [2]), completeness field
ERG showed excellent disability in the cone system,

Compared to blue cone

despite the fact that there was predominantly
intaglio sensitivity to shortwave light. Ordinary side
with PDE6C
changes include astigmatism and slowly evolving
maculopathy [31]. An estimated 70% of ACHM
individuals with CNGA3 or CNGB3 mutations

exhibited disruptions or cancellation of the tropical

effects observed in individuals

zone (EZ) band, also referred to as the inward
segment/outer fragment (IS/OS) band [35,36].
Additionally, all individuals studied with ATF6-
ACHM so far have exhibited foveal hypoplasia
with limited development of the foveal pit [37,38].
Besides, relevant research indicates that ACHM
due to a mutation within the ATF6, a quality is
associated with an impressive lack of vertebral
structure and a reduced number of targets in cone
quality
achromatopsia into types Currently, a total of 40

treatment  [39].  Classification  of
researchers have identified six specific qualities
which are responsible for causing achromatopsia.
These are the qualities CNGA3, CNGB3, GNAT2,
PDE6C, PDE6H, and ATF6.

The qualities CNGA3, CNGB3, GNAT?2, PDE6C,
and PDE6H are sufficient for encoding proteins

elite to cone cells. Inquiries conducted by many
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researchers, including [41,42,43,44], have emerged
that changes within the CNGA3 and CNGB3
qualities are responsible for over 70% of events
with ACHM. Felden and Georgia provided
evidence that changes in the other four qualities
are possible with fewer than 6%-8% of cases
[40,45]. It is also possible that unidentified
mutations or disease-inducing qualities could have
been overlooked in the remaining 24% of
unexplained cases [33,44] (see Figure 2). Form
2.1.3.  The

achromatopsia The pole and cone cells consist of

pathogenic ~ mechanism  of
four basic and utilitarian places that are necessary:
the external segment, interior fragment, cell body,
and synaptic end (Figure 1B).

The external region consists of tightly packed layer
disks, which are distributed approximately 28 nm
apart.

The disks contain transmembrane or fringe layer
proteins, in addition to other parts incorporated
into transduction, on the side the visual shades
(cone shade within cone cells and rhodopsin
within pole cells). The visible shade is the protein
that is most inexhaustible in the external fragment.
A delightful subtlety between cones and bars is that
cone disks maintain the collapsing of the plasma
layer, while bar disks, except for starting disks at
the bottom of the outer section,fragment) are
completely internalized and physically isolated
from the plasma film. The more extensive surface
range of the open funnel shaped circles enables
efficient exchange of substances between the
interior and exterior of cells. This promotes the
healthy turnover of chromophores for shade
recharging and allows for rapid modification of
calcium components during lightinduced changes
[46]. Artists have stated that pole and cone cells
undergo continuous reestablishment of their outer
segments [47, 48]. The previously formed disk at

the bottom of the outer section is gradually
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uprooted towards the beat by the sharply shaped
disk in that section. The adjacent retinal shade
epithelial cells (RPE) [49] cover the intersegmental
disk, which is discarded each day and is organized
at the optimal of the sidelong section. The
developing retina maintains a very steady length of
its external fragment because of the almost relative
circle formation and loss rates. The endoplasmic
reticulum (ER) and the Golgi apparatus are very
prolific in the inner section. A rich supply of
mitochondria is essential to meet the elevated
metabolic  vitality demands associated with
phototransduction. All proteins destined for the
outer fragment must transit through the limit
channel that connects the inner and outer
fragments. Bipolar cells and ganglion cells are the
subsequent neurons in the retina that receive
electrical driving forces from the synaptic terminal,
converting light inputs into these electrical forces.
In the absence of light, the division of cations into
the outer portion layer generates a continuous
internal flow of electric current referred to as the
"dull current." The current depolarizes the bar or
cone and maintains an unwavering release of
glutamate from the neural connection. To prevent
the flow of electric current in the absence of light
and trigger a phase of augmented pessimism in the
cell film, the light enhancement inhibits the part of
emphatically charged ions through cGMP-gated
channels, which form a conductance that's
photosensitive. The hyperpolarization slows down
or stops glutamate discharge. Following neurons in
the retina stimulate examine the flag at some point
recently to its passage to the brain's upper location.
Individuals need three specific types of fully
functioning retinal cone photoreceptors in order to
perceive color and daylight. Regardless, cone cells
have other functions beyond color vision. Agreeing
to this request, they also contribute to high

keenness spatial visual perception, achromatic
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black-white vision, and central visual keenness
[50,51]. Affectability for short wavelengths (blue),
medium wavelengths (green), and long wavelengths
(ruddy) are depicted by cone cells known as S-cones,
M-cones, and L-cones, respectively. The cone cells
form cone proteins, as well referred to as visual
shades, that possess maximal ghostly sensibility at
419, 531, and 560 nm, respectively [52]. By the way,
unambiguous cone classes possess sensibility curves
that intersect due to their ability to respond to a
series of light wavelengths. The cone shade is
synthesized by opsin and 11-cis retinal [53]. All the
cone colors in eutherian mammals have the 11-cis
retinal chromophore [54]. The ghostlike properties
of every cone pigment are determined by contrasts
in the amino corrosive structure of the opsins that
bind to the
movement towards longer wavelengths in the
spectrum of the

[54,55,56]. The cone cells exhibit rapid response to

chromophores, resulting in a

assimilation chromophore
modifications in light. The cone's maximum
response to the overlaid burst occurs within a fair
20 milliseconds, even under lightless conditions,
when the response is the most sluggish[57]. With
the increased foundation escalations rises, the
response of below conditions of very light, the
photopic vision system is capable of detecting
flashes whose frequencies are over 100 Hz within
the surrounding retina, owing to the accelerated
speed of the cones [58]. Approximately 95% of the
total cone population in the human retina consists
of L- and M-cones. The cones in the central fovea,
further referred to as foveola, are packed in a
hexagonal pattern. Unlike that of the human fovea,
the S-cone is located in the marginal region of the
retina [59,60]. Accurate maintenance of receptors
once they have been stimulated and the specific
response of cone colors to light of specific
wavelengths are crucial for color perception. Color

vision is defective when the function of one or
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more cone photoreceptors is displaced or altered
by virtue of opsin quality mutations, deletions, or
alterations. Sum up to color visual deficiency, also
referred to as pole monochromatism, can be a rare
autosomal passive retinal disorder due to complete
loss of function of the three cone colors. The genes
CNGA3, CNGB3, GNAT?2, PDE6C, and PDEG6H,
in addition to ATF6 at the side, encode the
structures of cone cells which transform light
impulses into electricity and calcium signals [61]. A
change in any one of these properties can lead to
the the
phototransduction cascade structure. The CNGA3

within entire  paralysis of
quality, located on chromosome 2, is responsible
for encoding the alpha subunit of the cone-specific
CNG channel, also referred to as the Cyclic
Nucleotide Gated Ion Channel' This
depicted in Table 1. The CNGB3 quality, also
referred to as ACHM3 (OMIM605080), is located

on chromosome 8 and is responsible for encoding

fact is

the beta subunit of the cone-specific CNG channel
[62].In North America and Europe, the most
quality responsible for inducing ACHM is CNGB3
[63]. CNG channels consist of heterotetramers
made up of alpha and beta subunits. The
formation of the phototransduction cascade in
cone cells is solely reliant upon them. Subsequent
thought has emerged. CNG channels consist of
heterotetramers made up of alpha and beta
subunits. The formation of the phototransduction
cascade in cone cells is completely reliant upon
them. Subsequently consider has emerged that
ACHM caused by changes in either CNGA3 or
CNGB3 cannot be identified clinically, despite
their significant differences [64]. Former ponders
have emerged that the CNGA3 channel, when

expressed in multiple frameworks, functions

normally and acts as a particle conduction subunit.
The figures 65 and 66. From the findings of the
authors, it is revealed that the CNGB3 cannot
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form utilitarian homologous channels in the

heterologous expression system when it is
generated on its claim [67,65]. Concurring with
Kaupp and schon, alpha subunit is the most
subunit, although beta subunit is accepted to
merely provide some biophysical features of the
CNG channel complex and oversee the function of
the cone CNG channel [68,69]. As per significant
research, the successful type of changes observed in
(70,71,72],
which result in the beneficial dysfunction of the

CNG CNG

maintaining a significant level of cGMP outside the

CNGAA3 are missense alterations

channel. channels function by
photoreceptor, stimulating the entry of cations into
the channel during periods of obscurity. Under
light stimulation, the total amount of cGMP
decreases, leading to the closure of the channel.
The closure inhibits the steady internal current,
leading to a film hyperpolarizing indicator that
the

photoreceptor

glutamate  from

(73].

speculators suggest that the corruption of cone cells

reduces release  of

neural  synapses Some
brought on by uncontrolled activity in CNG
channels could be the leading cause of color visual
impairment [74]. GNAT2 quality, located on
chromosome 1, codes for the cone cell specific
alpha subunit of the heterotrimeric G protein. This
protein is linked to cone cytochrome inside the
external parcel of the cone photoreceptor. The
GNAT?2 quality is at some point referred to as
ACHM4 and also has the OMIM 1D 139340. The
beta and gamma subunits stimulate the conversion
of GTP to GDP by their recognition with
photoactivated photopigments. This conversion in
this manner results in the release of the a-subunit.

When the bound
activated by the dynamic GTP transduction

phosphodiesterase s and

complex, it hydrolyzes cGMP, leading to a decrease

in its concentration within the cell. Consequently,

the layer becomes more negative and the cGMP-
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gated channels shut down [75]). So far, all known
changes in GNAT?2 lead to the premature stop of
interpretation and truncation of the carboxyl end
protein [76,77]. In agreement with a subsequent
research by Felden et al [78] fig 3, the prevalence of
ACHM due to GNAT?2 changes was assessed to be
1.7% in a group of 1,116 isolated ACHM families.
The catalytic alpha subunit of pyramidal
phosphodiesterase is specified by the quality
PDE6C  (also ACHMS5,
OMIM600827). This gene resides on chromosome

10. The PDE protein is made up of four subunits:

referred to  as

two catalytic subunits, & and 8, that have given rise
to action, and two inhibitory subunits, Y, which are
identical. The third element of the vertebrate
phototransduction machinery is referred to by
references 80 and 81. In the absence of light, two y
subunits are inhibitory subunits by official to two
catalytic subunits and looking forward to the
hydrolysis of cGMP. The C ends of the two
catalytic subunits are isoprenylated in arrange to
link PDE to the disk film [82, 82, 84]. Leskov et al.
discovered that PDE* catalyzes cGMP hydrolysis at
a rate that's close to the highest allowed by water
diffusion. The protein has a Km estimate of about
10uM and a Kcat value of 2,200s—1. PDE6C is

activated by  transducing  proteins  upon
conformational changes of their inhibitory Yy
subunit following the initiation of
phototransduction [85]. The last organize of the
cascade comprises the hydrolysis of cGMP by the
dynamic PDE6C protein, occurring with the
closure of the extrapyramidal cation channel.
Therefore,
hyperpolarization [86]. Loss of work change in the
PDE6C gene reduces the ability of cells to

hydrolyze cGMP, resulting in an elevated amount

the photoreceptor layer undergoes

of cGMP. Increases in cGMP levels mainly lead to
intemperate activation of cGMP-gated channels in

the extrapyramidal area, enabling unlimited section
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of Ca2+ into the cell. The CGMP channel is a non-
selective cation channel with a member to the
CNC channel family [87]. The channel occurs on
the plasma layer of photoreceptor cells and is the
handle of

proximity of

final member in the enactment

phototransduction. The several
micromoles of GMP at its typical levels activates a
limited number of CNG channels in the absence
of light (Yau, 1994). According to Karpen, the
channel rapidly close down with less than a

in cGMP
content when exposed to light [88]. Ask for has

millisecond delay upon reduction

emerged that cone passing can occur when there
are uncontrollable tall concentrations of Cal2+
particles and ¢cGMP cytoplasmic. In a subsequent
ask for by Weisscheh et al., it was concluded that
from a collection of 1,074 divided families affected
by ACHM, the incidence of PDE6C changes was
2.4% [90]. Thiadens et al. discovered that out of a
group of 5 patients with PDE6C, 20% presented
with dynamic ACHM, as reported in their ponder
[91]. Research on ACHM coming about from
PDEG6C changes have yielded uncertain discoveries.
In any case, Hirji et al. found that ACHM is
generally an dormant condition in their
examination, with fair one individual (2%) having
the PDE6C variation [92]. Further examination is
required almost this issue. PDE6H, too known as
ACHM6 (OMIM601190), may be a gene found on
chromosome 12. It is mindful for encoding the y
subunit of the pyramidal cell phosphodiesterase
inhibitory complex [93]. The PDE6H change leads
to a constant increment in PDE activity, a drop in
cGMP levels within the outer cone fragment, and
the tireless closure of cGMP gated channels. This
change functions in a comparative way to
changeless light incitement.

Pathology of red green colour blindness:
mechanism  of color

Pathological red-green

blindness Red-green color blindness is an X-linked
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recessive genetic disorder caused by mutations in
two genes OPNIMW (Opsin lintermediate
wavelength gene, OMIM300821) and OPNILW
(Opsin 1Longwavelength) gene , OMIM300822,
caused by the absence of longwavelength light-
sensitive opsin protein and medium-light-sensitive
opsin protein (In humans, the OPNIMW and
OPNILW genes are X chromosomes are linked
head-to-head). -tail arrangement [94] . OPNI1LW
and OPNIMW genes have 6 exons [95]. A
nucleotide sequence similarity of 98%. By analogy,
the Land M opsin genes are subject to unusual
homologous recombination, which has important

consequences for visual function [96]. Exons 1 and

Volume 4, Issue 5, 2026

6 are highly conserved and do not differ [97]. Exon
5 codes for amino acid differences that distinguish
L and M motifs [98]. Exons 2, 3 and 4 differ
between the L-opsin (red)and M-opsin (green)
genes. The selective expression of OPNI1Lwand
OPNIMW is determined by specific promoters
and an upstream regulatory region (LCR), which
ensures that only one ops gene is expressed per
photoreceptor cone [100, 101]. Currently, the four
pathological conditions of red-green blindness are:
the first is the partial or complete elimination of
the control region, and the transcription of the

opsin gene In addition, it is sometimes associated

with cone dystrophy [102, 103].
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Genes responsible for achromatopsia and how they interact
chemicals inside and outside of the cells

Zihao Yangl,2t, Lin Yanl,2{, Wenliang Zhang1,2, Jia Qil,2,Wenjing An1,2 and Kai Yaol
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Red Deficiency
Protanomaly

Red-Blindness
Protanopia

Normal Colour Vision

Simpler way to identify colour blindness in
population:

Here I explained just one of the very common and
simplest way to identify colour blindness in
population which is coloured images which have
different colours if a person able to distinguish
between them they would be normal person but if
the person unable to see and distinguish between

them so this shows person have colour blindness

https://rinmsreview.com
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Anomalous Trichromacy: Trichromatic view

Green-Deficiency
Deuteranomaly

Blue-Deficiency
Tritanomaly

Dichromacy: Dichromatic view

Green-Blindness
Deuteranopia

Blue-Blindness
Tritanopia

Monochromacy: Monochromatic view

Blue-cone
Monochromacy

but remember colour blindness have different types
s0, you should analyze person have which types of
colour blindness for instance one the most
common colour blindness occur in population
which is red green colorblindness in which a
person which is suffering from a Colour blindness
they can’t distinguish between Red and Greer
colous. It’s also analyze by plates which is known as

Ishihara test.
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