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ANOMALOUS DICHROMATISM

ANOMALOUS DICHROMATISM

Primary Disciplinary Field(s): Visual Perception, Ophthalmology, Genetics

1. Core Definition

Anomalous Dichromatism refers to a severe, congenital impairment of color vision where the
individual perceives the world using signals from only two, rather than the standard three,
independent classes of functional cone photoreceptors. Individuals with normal color vision are
known as trichromats, relying on three distinct opsin pigments sensitive to short (S), medium (M),
and long (L) wavelengths. A dichromat, lacking one of these fundamental cone types, experiences
a profound collapse of the visual spectrum, meaning their brain can only map color based on the
ratios of the two remaining cone inputs. This results in a highly restricted color space and an
inability to discriminate along one entire color axis. The use of the term "anomalous" emphasizes
that this state is a deviation from typical human vision and represents a significant physiological
defect compared to the normal trichromatic state.

In the context of standard color vision deficiencies, true dichromatism is classified into three major
types based on the missing cone pigment: Protanopia (lack of L-cones), Deuteranopia (lack of M-
cones), and Tritanopia (lack of S-cones). The source material specifically references perception
limited primarily to blue and yellow, which is highly characteristic of Tritanopia. Tritanopes, lacking
the S-cones responsible for short-wavelength sensitivity, lose the ability to differentiate blue from
yellow hues effectively, often confusing blues and greens. Regardless of the specific type, the
critical functional consequence of anomalous dichromatism is that the individual requires only two
primary colors to match any perceived hue, demonstrating the loss of one dimension of color
perception.

It is essential to distinguish true anomalous dichromatism from the much more common condition,
Anomalous Trichromacy. Anomalous trichromats possess all three cone types, but one of the
cone pigments has a spectral sensitivity curve that is shifted or displaced, resulting in poor
discrimination but not a total loss of the color axis. Dichromatism, conversely, involves the
complete absence or non-functionality of a required cone pigment, leading to zero discrimination
along the corresponding axis. Thus, anomalous dichromatism represents the most severe grade of
inherited color vision deficiency short of total color blindness (monochromacy).

2. Etymology and Historical Context

The scientific understanding of dichromatism emerged from 19th-century advancements in
physiological optics. Prior to precise molecular and genetic understanding, early researchers relied
on psychophysical evidence--the subjective reports and color-matching capabilities of affected
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individuals. The foundation was the Young-Helmholtz Trichromatic Theory, which posited the

existence of three fundamental receptors. This provided the conceptual framework: if three
receptors were normal vision, then two functional receptors must define dichromatic vision. The
systematic classification of color deficiencies followed, distinguishing between protan (red-axis
defects), deutan (green-axis defects), and tritan (blue-axis defects) conditions.

John Dalton, the renowned chemist, provided the first thorough academic description of his own
color deficiency in 1794, recognizing his inability to distinguish red from green. This early
documentation highlighted the hereditary nature and the perceptual limitations of the condition,
leading to the historical association of color blindness with "Daltonism." Subsequent research
refined the categories, establishing that red-green defects (protan and deutan) were
overwhelmingly X-linked, explaining their high prevalence in the male population, while the blue-
yellow defects (tritan) were much rarer and autosomal.

The designation of the condition as "anomalous” reflects the scientific need to categorize defects
that deviate from the standard norm. While the term dichromacy simply describes the two-cone
state, the combination Anomalous Dichromatism emphasizes the pathological nature of the
genetic defect that leads to this reduced sensory capacity. This terminology reflects the evolution
of understanding from simply describing the symptom (the inability to see certain colors) to defining
the underlying mechanism (the absence of a specific photoreceptor protein).

3. Genetic Basis and Molecular Mechanisms

The molecular basis of Anomalous Dichromatism is rooted in defects of the opsin genes. The
genes encoding the L (red-sensitive) and M (green-sensitive) opsin pigments are highly
homologous and situated adjacent to one another on the X chromosome. Because of this
arrangement, they are prone to unequal recombination during meiosis, which can lead to the
deletion of one or both genes. This genetic vulnerability explains why protanopia and deuteranopia
are X-linked recessive disorders, affecting roughly 1% of males each, while being extremely rare in
females.

Protanopia results from the functional absence of the L-cone opsin. This not only eliminates the
red-green color discrimination capacity but also causes a phenomenon known as the Purkinje shift,
resulting in reduced absolute sensitivity to light at the long-wavelength (red) end of the spectrum.
Consequently, red objects appear significantly dimmer to protanopes than to normal trichromats.
Conversely, Deuteranopia results from the absence of the M-cone opsin. While it causes the
same red-green confusion, the overall spectral sensitivity curve is not significantly shifted, meaning
luminance perception remains normal.

Tritanopia, the condition most closely aligned with the blue/yellow limitation described in the
source, arises from mutations or deletions in the gene encoding the S-cone opsin, which is located
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on an autosomal chromosome (chromosome 7). Because its inheritance is not sex-linked, it affects
males and females equally, though it is far rarer than the red-green defects. The absence of S-
cones eliminates the primary input for the blue-yellow opponent channel, causing blues and
yellows to become visually confusing, and the resulting perceptual world is dominated by red-
green/cyan-magenta axes. These three distinct genetic failures account for nearly all congenital
cases of anomalous dichromatism.

4. Perceptual Consequences and Key Characteristics

Loss of Color Axis: The primary characteristic is the complete loss of one axis of color
discrimination. For protanopes and deuteranopes, the red-green axis is collapsed, making all hues
along this axis indistinguishable; for tritanopes, the blue-yellow axis is lost. This simplification of the
color palette means that the entire visual spectrum is compressed into the remaining, functioning
opponent channel.

Neutral Points and Confusion Lines: Dichromats perceive specific wavelengths of light as
achromatic (colorless). These spectral regions are known as neutral points. When viewing colors,
they confuse all hues that lie along a single confusion line radiating from the neutral point on a
chromaticity diagram. These confusion lines demonstrate the limit of their color discrimination
capabilities.

Dependence on Luminance Cues: To differentiate objects that are indistinguishable based on
color alone, dichromats heavily rely on non-color visual cues, particularly differences in luminance
(brightness) and texture. This compensatory strategy is highly effective in daily life but often fails
when luminance is held constant, such as in laboratory testing or specific industrial environments.

Reduced Wavelength Discrimination: The ability to detect subtle changes in wavelength is
severely impaired across the entire spectrum, especially near the lost axis. While a normal
trichromat can distinguish wavelength differences of 1 to 2 nanometers in critical regions, a
dichromat's sensitivity is significantly lower, necessitating much larger wavelength shifts for
discrimination.

5. Diagnosis and Clinical Assessment

The accurate clinical assessment of Anomalous Dichromatism requires a combination of
screening and detailed diagnostic tools to confirm the specific type of deficiency and its severity.
Initial screening typically involves the use of Ishihara plates, which are effective for rapidly

detecting the presence of X-linked (red-green) deficiencies, but are insufficient for diagnosing
tritanopia or definitively distinguishing between true dichromatism and severe anomalous
trichromacy.
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For comprehensive diagnosis, clinicians employ arrangement tests, such as the Farnsworth D-15

and the Farnsworth-Munsell 100 Hue test. These tests require the patient to sequentially arrange a
series of colored caps. Dichromats typically make errors along a specific axis of confusion (e.g.,
horizontal for protan/deutan, or vertical for tritan), clearly identifying the axis of their deficiency and
demonstrating the reduced discrimination capacity.

The definitive instrument for confirming dichromatism and classifying it precisely is the
Anomaloscope. This device allows for the precise measurement of color matching. Specifically,
the Rayleigh match (used for red-green defects) requires the patient to mix a red light and a green
light until the mixture matches a fixed yellow test light. A true dichromat will accept an extremely
wide range of red-green ratios as a match for yellow, indicating zero ability to discriminate those
hues. This level of precision is necessary to differentiate the total absence of a cone pigment
(dichromatism) from a mere spectral shift (anomalous trichromacy).

6. Functional Impact and Societal Significance

The impact of Anomalous Dichromatism is pervasive, affecting critical aspects of daily life,
education, and occupational choices. Professions relying on unambiguous color coding--including
aviation, military service, medicine (histology, clinical chemistry), and electrical engineering--often
exclude individuals with severe dichromatism due to inherent safety risks. The inability to rapidly
interpret signals or data based on color can compromise performance in high-stakes environments.

Socially and cognitively, dichromats must develop sophisticated compensatory strategies. They
learn to identify hues based on context, texture, and especially brightness differences, often
performing surprisingly well in natural environments where luminance varies widely. However, in
controlled or artificial settings, these strategies can fail. The study of dichromats is scientifically
significant as it provides a valuable insight into the principles of neural coding. By examining a
visual system operating with reduced input channels, researchers gain a deeper understanding of
how the brain processes and constructs the complex experience of color from fundamental
sensory components.

7. Current Research and Future Treatments

For decades, anomalous dichromatism was regarded as an immutable condition. However,
breakthroughs in molecular genetics and ophthalmology have introduced the possibility of genetic
correction. The most promising current research involves targeted gene therapy. This treatment
focuses on using adeno-associated virus (AAV) vectors to deliver the missing functional opsin
gene directly into the affected cone photoreceptors of the retina.

Successful experiments in animal models, particularly dichromatic primates, have demonstrated
that the introduction of the missing L or M opsin gene can lead to the formation of a third functional
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cone type, effectively converting the adult dichromat into a functional trichromat. While the clinical
translation of these findings to humans is complex due to safety concerns and the necessary long-
term stability of gene expression, these studies represent the leading edge of regenerative
medicine for inherited visual deficits. Furthermore, researchers are exploring the development of
specialized filtering technology and adaptive software that can dynamically adjust color contrasts to
maximize the limited perceptual capacity of dichromatic individuals.

8. Further Reading

Color blindness (Wikipedia)
Young-Helmholtz Trichromatic Theory (Wikipedia)

Gene therapy (Wikipedia)
Ishihara test (Wikipedia)
Anomalous trichromacy (Wikipedia)
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