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ABSTRACT
To a malfunctioning of parts of the brain, medical science is 
inclined to seeking out physical (neural) causes. Hypotheses as 
regards probable causes are made known and all these are within 
the ambience of the physical (empirical) attestation, after all every 
effect has to be proportionate to its cause. This means that if there 
is a physical effect, then it has to arise from a physical cause. We 
can tweak that line to say that no immaterial cause can produce a 
material effect. This is because it goes against the cause and effect 
principle. It is in this line of thought that many brain scientists 
are quick to dismiss any cause that is not as neurally material 
as its effect. But from experience we are certain of the fact that 
sometimes the effect is not sufficiently explained by the cause that 
is being proffered. This is what is seen as regards the brain and its 
functioning on a consciously evident scale. The cause sometimes 
is not robust enough to account for the effect. When this happens, 
what becomes of the integrity of medical science? Departing 
from the aforesaid question, we pose another question: is the Will 
explainable by trends found in medical science? The answer to 
that is already evident, as medical science is empirical (materially 
verifiable), and the will is not materially evident. In this research, 
we want to assert that the will is powerful enough to cause certain 
effects and changes in the functioning of the brain, as will be seen in 
the actions expressed in and by the human person. To make concrete 
the hypothesis proposed by this research, consideration is given to 
the cases of Dyslexia (and dyscalculia). 
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WHAT IS THE HUMAN WILL: A Philosophical Analysis

	 We ought to note above all else that willing or the use of the human will is the essential 
reserve of the human person. Therefore, asserting or regarding the will as the human will might 
appear tautological. Nonetheless for the sake of emphasis, we insist on regarding it as the human 
will.

	 Aristotle in his Nicomachean Ethics, differentiates between a voluntary and an involuntary 
act. He considers the former as having the moving principle in the agent himself, that is internalized 
to and in the agent. But in the latter, he sees the moving principle as that which is external to the 
agent. He notes: 

	 that which is done under compulsion or by reason of ignorance is involuntary, the
	 voluntary would seem to be that of which the moving principle is in the agent himself, he
	 being aware of the particular circumstances of the action (c.340 BCE).

It is involuntary, if the individual has been drawn to act by something that is not in him, but outside 
him. Therefore, when one is compelled to carry out an act, the moving principle is the one or the 
thing that is compelling him to act, and not the actor himself. In other words, there is a spatial 
distinction between the cause of the action and the action itself. Hall, R.H. (1977), outlines this 
Aristotelian stance notes that 

	 Something is involuntary iff (a) it is either an action or a passion, and (b) it takes place
	 either under compulsion or owing to ignorance. Something is voluntary iff (a) it is either
	 an action or a passion, and (b) it takes place neither under compulsion nor owing to
	 ignorance.

He will eventually arrive at a refined position regarding the aforementioned Aristotelian stance 
when he says that 

	 Something is involuntary iff (a) it is either an action or a passion, and(b) the person who 
	 does the action or feels the passion is not in control of the action or passion. Something
	 is voluntary iff (a) it is either an action or a passion, and (b) the person who does the 
	 action or feels the passion, is in control of the action or passion (1977).

	 The difference therefore between that which is voluntary and involuntary is seen in how 
control-laden the action or passion is. We would still insist upon the Aristotelian stance which 
says that the difference lies in the position of the moving principle, be it within or without. This 
implies that the will itself is a moving principle. Let it be said, that Aristotle does not use the term 
will, however, later considerations of the term, Will, have linked it synonymously to that which is 
voluntary (volitionally). To this, we can say that the moving principle is the will. 

	 Thomas Aquinas on his own part, conceives of the will as inherently having the principle 
of motion, as he states that “…it is indeed first of all evident that the will moves its very self” 
(c.1270). Aquinas gives a detailed rendition of what the will does in the human person. On this 
line of thought, we ought to assert that the will is always moved towards the good. This good, 
can be either subjective or absolute. However, that which the will essentially tends towards as its 
end is the absolute good. It is because the will has the capacity to incline itself towards the good, 
that can be subjective (selfishly oriented), that we have individuals engaging in acts against the 
law. Nonetheless, the full richness of this intellectual appetite, is found in the Sunum Bonum. The 
movement of the will is internally orchestrated, but it is triggered from an external source. Aquinas 
insists that 
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	 ...we need to hold that regarding the... movement of the will, something external, at
	 whose instigation the will would begin to will, moves the will of anyone not always
	 actually willing (c.1270).

	 This does in every way indicate that the movement of the will is very much dependent on the 
interaction that occurs between the human person and the environment in which he or she belongs. 
It should be reiterated that the principle of movement is that of the will, it is found within the human 
person. The deliberation that occurs initially before the finality of choice by the will is arrived at, is 
done by the intellect. It is therefore seen that the choice carried out by the will according to Aquinas, 
is one that is intellectual in nature, fitting the essence of the human person. However, when the 
good that is in consideration is not in dispute, the will inclines towards it without deliberation. As 
Aquinas notes it “Since such an object contains nothing repulsive, the will is naturally and wholly 
attracted to it” (1485). It is therefore brazenly clear that the will can move in and of itself and can 
also be moved by the intellect (all internally, which does not negate the fact that such movement 
starts from without).

	 Scotus, J.D., does not seem to align himself with the above thought of Aquinas, as he notes 
that the faculty of the will contains in it the power of necessary movement, not contingent on any 
other thing except itself. He would however assert that it is only God that had the power to move 
the will. That is to say that it is God and the will itself, that has the power to move the will (Scotus, 
1300-1302) . Even though he will note that the will can either be aligned naturally or deliberately, 
he insists that the will has a free power of volition that is intrinsically (essentially) its own (Scotus, 
1300-1302). Hobbes T. (1651), is of the opinion that deliberation is principally an act that must 
precede the will before it moves. Hobbes aligns himself to the fact that for the will to move, there 
has to be an inclination to which it is geared towards, one that arises from deliberation and that is 
why he refers to the act of willing as the “last appetite in deliberating” (1651). 

Hume, D. (1740), reechoes the just stated sentiment of Hobbes as he states that the power to act or 
not to, is fittingly the reserve of the will. Locke, J., considering the concept of the will notes 

	 I find the will often confounded with several of the affections. Especially desire, and one
	 put for the other. This, I imagine, has been no small occasion of obscurity and mistake
	 in this matter and therefore is, as much as may be, to be avoided. For he that shall then
	 his thoughts inward upon what passes in his mind when he wills, shall see that the will
	 or power of volition is conversant about nothing but that particular determination of the
	 mind whereby, barely by a thought, the mind endeavors to give rise, continuation, or
	 stop to any action which it takes to be in its power (1689). 

	 Locke considers the will to be solely a faculty of volition and nothing else. That is to say that 
the will has a power that is voluntary in nature. Even when it comes about that the will of another 
human has been compelled and forced into action, there is yet a show of the voluntary nature of the 
will, but this time of the one that is forcing the other. This is to say that the will of the other overrides 
the will of the one that is being compelled; which is to say that in any case the show of the will is 
witnessed.

	 Can we then refer to the human will as a faculty? Can it be referred to as a power? Can it 
be referred to as a physical entity or something metaphysical that has its homologue in the brain? 
What we can surmise about the will is that it is a power that has the capacity to and for volitional 
movement that is rational. That is to say that it can freely move itself, thereby moving the individual, 
the human person, who possesses it. It is an entirely metaphysical entity whose effect is felt in all that 
the human person does physically. The human will is itself intellectual faculty that is the principal 
agent in that which pertains to the making of choices either prior to or after sound deliberation. It is 
referred to as intellectual or rational, because its movement is always in line with what the rational 
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human person has deemed to be good. In furtherance, we are asserting that the will, as espoused by 
Aquinas, targets that which is good, be it relative (subjective) or objective.

DYSLEXIA 

	 A working definition: Dyslexia is the difficulty in learning to decode (read aloud) and to 
spell (Snowling, Hulme and Nation, 2020). The hypothesis offered is that dyslexia is occasioned by 
problems at the level of phonological representation (Shankweiler et al., 1979; Snowling and Hulme, 
1994; Snowling, Hulme and Nation, 2020). This is based off the research done by Orton (1937) 
and Bannatyne (1974), who surmised that such condition is characterized by auditory sequencing, 
auditory discrimination and associating auditory symbols with sequences of visual symbols (Orton, 
1937; Bannatyne, 1974; Snowling, Hulme and Nation, 2020). Dyslexia is construed as the low 
end of a normal distribution of word reading ability (Rodgers, 1983; Shaywitz et al., 1992). It has 
been considered as a synonymous reality to the concept of reading disability (Fletcher, Lyon, Fuchs 
and Barnes, 2019; Pennington, McGrath and Peterson, 2019), and nothing more. However, it has 
received more consideration in other areas like poor decoding (we can refer to this as the second 
characterization of dyslexia), as Shaywitz and Shaywitz (2003, p.2), notes

	 Dyslexia is a specific learning disability that is neurobiological in origin. It is characterized
	 by difficulties with accurate and/or fluent word recognition and by poor spelling and
	 decoding abilities. These difficulties typically result from a deficit in phonological
	 component of language that is often unexpected in relation to other cognitive abilities
	 and the provision of effective classroom instruction. Secondary consequences may
	 include problems in reading comprehension and reduced reading experience that can
	 impede growth of vocabulary and background knowledge.

More to the above groupings that are linked to the generic name of dyslexia, there is a third group, 
or characterization that see readers who struggle to read, and yet do not fall under the purview of the 
dyslexic as detailed out in the above two (Fuchs, McMaster, Fuchs and Al Otaiba, 2013). This group 
of persons is referred to as dyslexia with “persistent intractability to high quality intervention” 
(Elliot, 2020). As Elliot (2020) puts it

	 …we can only make such a determination post hoc (in reference to the persistent
	 intractability to high quality intervention dyslexia, addition mine) on the basis of response
	 to instruction over time, rather than on the basis of initial performance on a range of
	 cognitive tests (as seen in the first and second characterization of dyslexia, addition 
	 mine).

What is being said here is that this particular group cannot be likened to the group that has reading 
disability or decoding impairment. This is because they have a certain difficulty in reading that 
is not to be compared to the aforementioned. Another grouping to this dyslexia phenomenon is 
that which is referred to as a pervasive neurodiverse disorder that goes beyond reading difficulties 
(Cooke, 2001). That is to say that one can be dyslexic even when one does not struggle with reading 
difficulties (Ryder and Norwich, 2018). To this group, commonly known indicators include difficulties 
with memory (in reference to working memory), processing speed, attention, concentration, time 
management, self-organization and the capacity to express oneself orally (Asghar et al., 2018; 
Asghar, Williams, Denney and Siriwardena, 2019). 

We can therefore outline the four classes that fall under the umbrella case of dyslexia to be:

1.	 Reading disability

2.	 Poor decoding skills
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3.	 Persistent intractability to high quality intervention

4.	 Pervasive neurodiverse disorder that goes beyond reading difficulties.

Amidst the four outlined above, we are certain that the problem with dyslexia is more auditory that 
otherwise. Research carried out by the likes of Snowling and Griffiths, Vellutino et al., at different 
times have narrowed down the issue with the auditory system of the dyslexic to the one affecting 
the phonological structure of speech (2001; 2004). According to Snowling,

		  Problems with phonology lead to difficulty in learning mappings between
		  orthography and phonology and other difficulties which include problems
		  learning new spoken words, poor verbal short-term memory and problems with
		  word retrieval and picture naming (2019).

	 However, it would be too hasty to conclude that every phonologically related issue is 
dyslexia (Pennington, 2006). This is because there are occurrences of those children who have 
not an iota of reading difficulties that define dyslexia, but who have problems with phonological 
awareness (Snowling and Melby-Lervag, 2016; Snowling, Hulme and Nation, 2020). In addition 
to this, there are many individuals with dyslexic deficits that are not subsumed to the phonological 
domains (Saksida et al., 2016; White et al., 2006). Therefore we can assert with Pennington (2006) 
that “Dyslexia is the outcome of multiple risks which accumulate towards a threshold for what is 
usually termed ‘diagnosis’”. We can identify some of these other risks as

1)	 Deficit in semantic knowledge; this is because as regards the aforementioned, children 

	 with a low language show some weakness in learning to read words, especially if those 

	 words are difficult to decode (Nation and Snowling, 1998).

2)	 Deficit in letter position coding (for instance slime and smile, mile and lime etc; Kohnen 

	 et al., 2012).

3)	 Differences in paired-associate learning or statistical learning (Nation and Mark, 2019).

4)	 Pre-school variations amongst 8-9 years old as regards oral language (Hulme et al., 2015)

These four in addition to the phonological problem, will all be needed to really ascertain if the issue 
that one confronts is dyslexia or not. 

DYSCALCULIA (A Dyslexic Co-occurrence)

Co-occurrences in this ambience can also be referred to as comorbidities. Comorbidity 

	 can be found between disorders within the same diagnostic grouping, for instance,
	 reading disorder and mathematics disorder (both learning disorders with shared risk
	 factors) as well as between disorders from different diagnostic groupings, such as 
	 between reading disorder and behavioral and emotional disorders (Angold et al., 1999; 
	 Snowling, Hulme and Nation, 2020).

Comorbidity is the condition of having two or more diseases at the same time (Valderas et al., 2009). 
It could be that one of the diseases occasions the other, or provides the necessary environment 
for the other to thrive. With respect to this, and in the thought pattern of Moll et al., even if the 
comorbidity rate between a certain neurological deficit and another may vary considerably, on an 
average, “it can be asserted that about 40% of children with dyslexia will have another disorder 
accompanying the former” (2020). Therefore, we can list out comorbidities that align themselves 
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with dyslexia, they include:

I.	 Developmental Language Disorder: characterized by persistent difficulties in expressive

	 and/or receptive language (Bishop and Adams, 1990; Catts et al., 2005; Bishop et al., 2017;

	 Snowling, Nash et al., 2019)

II.	 Attentional and Motor Coordination Problems (Rochelle and Talcott, 2006; Gooch et al.,

	 2014)

III.	 Speech sound disorder (Pennington and Bishop, 2009)

IV.	 Socio-emotional and behavioral disorders (Carroll et al., 2005)

V.	 Anxiety and depression (Francis et al., 2019.

What should be considered is that these cannot be viewed as the core features of dyslexia, even 
though they add to it, making it more difficult to arrive at a validly strong prognosis of its occurrence, 
thereby making it difficult for a swift intervention (Rose, 2009; Snowling, Hulme and Nation, 2020). 
Another Comorbidity that I have chosen to itemize separately from the rest is Dyscalculia. 

	 We can term dyscalculia as the dyslexia for all that is quantitative (mathematics). Much 
like reading disorder, dyscalculia is classified as a specific learning disorder in DSM5 (American 
Psychiatric Association, 2013). It co-occurrence with dyslexia according to Snowling, Hulme and 
Nation is in between 30% and 70% of the cases (2020; Landerl and Moll, 2010). According to the 
British Dyslexia Association (BDA), 

	 Dyscalculia is a specific and persistent difficulty in understanding numbers which can 
lead to a diverse range of difficulties with mathematics. It will be unexpected in relation to age, 
level of education and experience and occurs across all ages and abilities. Mathematics difficulties 
are best thought of as a continuum, not a distinct category, and they have many causal factors. 
Dyscalculia falls at one end of the spectrum and will be distinguishable from other math issues due 
to the severity of difficulties with number sense, including subitizing, symbolic and non-symbolic 
magnitude comparison, and ordering. It can occur singly but often co-occurs with other specific 
learning difficulties, mathematics anxiety and medical condition (BDA, 2023). 

	 Dyscalculia is actually that compound term that represents a difficultly in math, ranging from 
the inability to apply math principles to solve problems to the inability to decipher the meaning of 
numbers; it is can also be known as the blindness of and to numbers otherwise known as acalculia, 
which is manifested in a distorted ability towards arithmetic. (Pandey and Agarwal, 2014). The 
Symptoms of this includes:

A.	 Difficulty working with numbers

B.	 Being confused by math symbols

C.	 Difficulty with basic facts (addition, subtraction, multiplication and division)

D.	 A tendency to reverse or transpose numbers (eg 76:67)

E.	 Difficulty with mental math

F.	 Telling time difficulty

G.	 Difficulty grasping and remembering math concepts

H.	 Reliance on physical supports such as fingers, tally marks
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I.	 Difficulty with estimation and approximation (Pandey and Agarwal, 2014).

We can itemize the types of dyscalculia to include:

a)	 Verbal (interpretation of verbal math terms)

b)	 Operational (performing basic arithmetic operations)

c)	 Lexical (reading written math terms, symbols)

d)	 Graphical (symbol manipulation)

e)	 Ideognostic (mental calculations)

f)	 Practognostic (pictorial representations) (Pandey and Agarwal, 2014).

ASSUMABLE PROGNOSIS

Fig 2. Credited to Marci Peterson: https://www.marcipetersonet.com/what-is-dyslexia.html

	 From the above diagram (Fig 1) we name the Dyslexic reader as A and the Efficient reader 
as B. This prognosis is assumed because we do not certainly know yet what necessitates the 
composition of the brain of the one with dyslexia to differ from the one without it. It is very obvious 
that there is no difference in structure between A and B. However, there are apparent areas that fire 
in the brain of B, which does not fire in A. To outline this area, a look is given to figure 2. In this we 



African Journal of Medical And Health Development

Page 8

can refer to the typical as 1 and the dyslexic as 2. In 1, there are three regions as much as B in figure 
1, that comes alive when the brain of non-dyslexic is engaged in reading and understanding. They 
include the Broca Area, the Inferior gyrus, the parieto-temporal and occipito-temporal areas. It is 
of great value to notice that that of the Broca area (the inferior gyrus) is not as enlarged as it is in 
that of the dyslexic (as seen in 2 of fig 2). What this implies is that the dyslexic involves more effort 
in trying to level up with those that are his or her peers. This would prove to be near impossible 
because the other areas that are supposed to come alive when reading, comprehension and the likes 
are engaged in, are dormant. 

	 An analysis of the above diagram does not furnish us with the requisite prognosis as regards 
why some certain individuals suffer from dyslexia. Many assumable prognosis are of the opinion 
that this has to do with the genes that are responsible for the developmental formation of those areas 
of the brain. However, it is certainly valid to note that the brain of the dyslexic is structurally similar 
to that of a non-dyslexic, the difference only seen when it concerns the areas that come alive when 
reading and its attendant activities are called to play. There is a caveat to the above, this is because 
when using magnetic resonance imaging (MRI), slight differences in the brains of the dyslexic and 
non-dyslexic are noted. According to Richards and Berninger (2008),

	 a significant difference in fMRI connectivity occurred between children with dyslexia
	 and normal reading controls in the left inferior frontal gyrus and its correlations with right
	 and left middle frontal gyrus, right and left supplemental motor area, left precentral gyrus,
	 and right superior frontal gyrus. There were no significant differences for the seed regions
	 placed in the middle frontal gyrus, occipital gyrus or cerebellum. Children with dyslexia 
	 had
	 greater functional connectivity from the left inferior frontal gyrus seed point to the right
	 inferior frontal gyrus than did the children without dyslexia. 

It should be said that “these structural and functional differences between dyslexics and good readers 
are often associated with phonological processing” (The capacity to grasp how words are made up 
of smaller units of sound, also referred to as phonemes, is called phonological processing) (Eckert 
et al., 2003; Eden et al., 2004; Fulbright et al., 1999; Horwitz et al., 1998; Paulesu et al., 1996; Pugh 
2000; Richards et al., 2002; Schulte-Körne et al., 1998; Shaywitz et al., 1998, 2003; Simos et al., 
2000).  In order to give credence to what is being said here, functional connectivity tools were used. 
In a work carried out by Horwitz, Rumsey and Donohue (1998), they opined, after investigating 
the functional connectivity of the angular gyrus and its spatial connections during phonological 
processing, that there is a lack of coherence

	 between measurements in the angular gyrus and parieto-temporal regions, (thereby, addition
	 mine) suggesting functional disconnection between the brain regions involved in the
	 phonological analysis process at the initial stages of phonological decoding.

However, in an fMRI study carried out by Pugh et al. (2000), functional disconnections were 
noticed between the angular gyrus and the parietal regions in the left hemisphere of the brain, and 
this region is known for its phonological processing. In another study by Shaywitz et al (2003), they 
found out that 

	 Functional connectivity between the occipitotemporal region and inferior frontal gyrus in
	 the left hemisphere was found to be present in controls under a real-word reading condition.

 
	 Richards and Berninger (2008), reeling off the results from other research note that Poor 
readers, will exhibit functional connections between the left occipitotemporal region and right 
middle and inferior frontal gyri. The eventuality of all that is being said here is that there are three 
regions that fall short in reference to dyslexia, and they include left inferior frontal gyrus, right 
inferior frontal gyrus, and bilateral cerebellum (Eckert et al. 2003; Richards and Berninger 2008). 
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This is already clearly noticeable in the two figures above. 

	 What we can surmise is the fact that there are aspects of the human reality that cannot be 
designed or constructed and to such reality; there is always a desire to understand all that pertains to 
it. In spite of how much we try to understand it, we still do not control how such human biological 
reality is designed or constructed. One certain reality that (which is being discussed now) is the 
brain. To this we can assert that no one has control over how his/her brain is going to look like or 
function. The brain of the dyslexic is microscopically structured differently but this does not in any 
make them less human than the non-dyslexic. What can be said with certainty is that the true cause 
of this issue (this is not an abnormality) is not yet certain. Therefore, till it is empirically attestedly 
certain, we say that it is still uncertain. In line with the aforementioned conclusion, Macchi W. 
(2022), notes that  

	 The specific origin of dyslexia is unknown; however, the disorder is likely to run in families.
	 To that end, dyslexia appears to be a hereditary disorder, with children who have a family
	 history of learning and reading problems being more likely to acquire dyslexia than children
	 who do not have a family history. Other variables that may contribute to the severity of
	 the condition have also been discovered. Six separate genes, for example, have been
	 discovered to potentially raise an individual's chance of dyslexia. Four of these genes are
	 known to be involved in neuronal migration, an early stage of brain formation that leads to
	 the establishment of specialized brain regions… According to brain scans, the etiology
	 of dyslexia is a decreased capacity to interpret words in this manner owing to changes in the
	 development and function of particular areas of the brain.

It is already seen from the above quotation, that a gene explanatory stance is being endorsed as a 
possible cause for dyslexia. It is nonetheless to assert that this is not a disease but a condition that 
the individual is born with. Further research is ongoing to make certainly verifiable this possibility 
of understanding this condition by making reference to the genes.

HOW DOES THE HUMAN WILL MEDIATE THIS CONDITION?

It should be noted that treatment for this sort of condition initially consists of “defining the disorder, 
advising parents, and possibly also advising teachers” (Schulte-Körne G., 2009). According to 
Schulte-Körne G. (2010), 

	 Subsequent treatment depends on the severity of dyslexia and psychological symptoms or
	 concurrent disorders. Drug treatment is not beneficial for dyslexia. Only if a dyslexia
	 sufferer also has attention deficit hyperactivity disorder (ADHD) can drug treatment for
	 ADHD also improve learning abilities inside and outside school.

The treatment of this condition would more than needed require bringing in enforcers to the will of 
the dyslexic. That is to say that in defining the condition, there is also the need to fittingly reinforce 
the will of the individual. In defining the disorder, it is necessary to obtain a confirmed diagnostic 
picture of the condition. According to the DITC (Dyslexia in the Classroom) handbook, done by the 
international dyslexia association (2017),   
	 A comprehensive evaluation typically includes intellectual and academic achievement
	 testing, as well as an assessment of the critical underlying language skills that are closely
	 linked to dyslexia. These include receptive (listening) and expressive language skills,
	 phonological skills including phonemic awareness, and also a student’s ability to rapidly
	 name letters and names. A student’s ability to read lists of words in isolation, as well as
	 words in context, should also be assessed. If a profile emerges that is characteristic of
	 readers with dyslexia, an individualized intervention plan should be developed, which
	 should include appropriate accommodations, such as extended time. The testing can be
	 conducted by trained school or outside specialists.	
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Once the above is certified, then thinkers like Schulte-Korne G., holds that the treatment of Dyslexia 
should be moderated and this can be done in two forms: “the treatment of the core problems with 
reading and spelling; and the treatment of any concurrent psychological disorders” (2010). The 
psychological problems that might be linked to dyslexia include ADHD, anxiety or depression to 
this psychotherapy is recommended. In addition to the aforementioned, persons with such condition 
who are suffering from anxiety and depression can be significantly helped by such treatment. If 
a sufferer also has ADHD, drug treatment is also indicated when the disorder is severe (Schulte-
Körne G., 2010).

As it stands a huge responsibility resides on instructors of these dyslexic individuals (by instructors 
we mean, educators: teachers and tutors; Parents and professionals). To fully equip these instructors, 
the DITC handbook (2017) recommends the following, 

a.	 Clarify or simplify written directions. 

b.	 Present a small amount of work. 

c.	 Highlight essential information. 

d.	 Use a placeholder in consumable material. 

e.	 Provide additional practice activities. 

f.	 Provide a glossary in content areas. 

g.	 Develop reading guides. 

h.	 Use an audio recording device. 

i.	 Use of assistive technology. Assistive technology products such as tablets, electronic readers/
dictionaries/ spellers, text to speech programs, audio books, and more can be very useful tools.

From all that has been outlined so far, it is quite obvious where the treatment is directed to in what 
pertains to the dyslexic condition – it is the WILL of the individual. 

It should be aptly noted that the WILL that is being considered here is not that which pertains to the 
moral sphere – free will. Even though the will that is considered takes under its shade the aspect of 
free will, what is being elaborated upon here is not the latter mentioned. 

The human will is a faculty in the human person that falls under the purview of his rationality. That 
is to say that the human person has a rationally composed will in addition to his intellect. The aspect 
of the will has been studied in psychology under the term of volition. According to P. Haggard, one 
can earmark five areas in which volition in the human person is elaborated. They include:

i.	 Internal Generation: Volitional = Not Externally Triggered

ii.	 Decisional Control: Volition = Not Habitual, Not Automatic

iii.	 Goal Directedness: Reasons, Values, Outcomes

iv.	 Spontaneity

v.	 Subjective Experience (Haggard, 2019).

Of above listed, that which relates primarily to what is being espoused here is the subjective 
experience. Haggard notes saying that

	 For an act to be volitional, one must be aware that one is acting and aware of initiating
	 one's
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	 act. For example, someone who sleepwalks is unaware of their walking action and did not
	 choose to initiate it. Someone who makes a reflex action in response to an immediate
	 stimulus,
	 such as a sneeze, is aware of their action but is also aware that they did not choose to
	 initiate
	 it. In general, volitional actions feel entirely different than physically comparable involuntary
	 movements (2019).

The conscious voluntary nature of an action arising from the human specie can be dubbed as wilful 
or volitional. In Wittgenstein perturbed thinking, he would ask, “what is left over if I subtract the 
fact that my arm goes up from the fact that I raise my arm?” (1953, §621). The answer is already 
before us, which is - a conscious volitional impulse. 

	 The preSMA and the remote areas connected to it (for instance the prefrontal cortex) has been 
considered neuroscientifically as the brain arena in which volition is triggered. The earlier concept 
of volition as based of a channeling from the soul to the brain is rejected by modern neuroscience. 
The volition is neurally based is what is being accepted today. As regards the preSMA, Haggard 
says that 

	 when Fried and colleagues stimulated the preSMA, patients reported ‘an urge’ to move
	 a specific part of the contralateral body. As they had not yet actually moved, this could
	 not be a retrospective intervention. When more-intense stimulation was applied through
	 the same electrodes, the corresponding part of the patient’s body indeed moved on five of
	 the six stimulations that were reported as producing both urge and movement. It is unclear
	 whether the urge reported by the patients resembled the normal conscious experience of
	 intending to act. Moreover, the experience evoked by stimulation might arise not in the
	 preSMA itself, but in remote areas connected to it, such as the parietal cortex. However,
	 such studies do at least suggest that a conscious experience akin to intention is part of the
	 normal neural preparation for voluntary movement (2008). 

What has been stated above, opens us up to a consideration as to whether a stimulation of the 
preSMA is fitting enough to pass as a conscious voluntary action or not. As an addendum Haggard 
notes that

	 Future investigations should focus on decisions to inhibit voluntary action, and the
	 contribution of predictive monitoring; these decisions involve a medial prefrontal area,
	 anterior to the classical preSMA (2008).

	 It can be opined that the subjects did not have the desire, the willing desire, to engage in 
those consciously voluntary actions but they got this when a current got to their brains. Seeing 
the electrodes attached to the prefrontal region of the brain, leading to actions occasioned by the 
passing of an electric current, it can be said that they were induced into such actions or such desire 
to act was induced. In such wise, can it be said that those electrode mode trigger can pass for a 
subjective experience? In whatever way that we think of it, every volitional act must have a trigger, 
be it from without or within (from persons or from things). For thinkers like Otto Rank, the will 
has the capacity to organize the human self and inhibit instinctual drives (Rank, 1968). The will is 
individually composed, that is to say that it distinguishes one person from another (Hafstein, 1978). 
Therefore even if one is to have electrodes sending electric currents to the prefrontal area of the 
brain, it does not in anyway ensure that the force of the will is carried out. That is to say that there 
might be an impulse (albeit a desire) to act, but there is always the will, which is either inhibits or 
aligns itself with that impulse or desire. The will is that powerful. It should be, strengthening-wise, 
focused on the objective to be executed.
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CONCLUSION: The Focusing Power of the Will

	 It is necessary not to lose sight of where we are, namely the power of the will as regards 
dyslexia.The reference element here is dyslexia even though the umbrella element is brain functions. 
It is necessary to recall a statement that was earlier asserted, which is that The earlier concept of 
volition as based of a channeling from the soul to the brain is rejected by modern neuroscience. The 
volition is neurally based is what is being accepted today. What if neuroscience is viewing this from 
one side? I mean if electric current flowing to the prefrontal area of the brain can elicit volitional 
acts, who is to say that volitional acts arising from within do no map themselves out on areas of the 
brain? Can electrode inducing volitional acts be endorsed in not to simple acts (like the raising of 
one’s hand or the eating of a fruit in front of one)? Can such be used in complicated cases of choices 
made for instance in settling down with a partner or in the making of future bound choices etc. 
Complex choices might find the electric current electrode induction falling flat on its face. Using 
Ockham’s razor, it would be safe to say that the will, the power of volition which is trigger based, 
be it internal or external, has a fine connection to the biological-ness of the brain, as its activity is 
mapped neurally on the brain, whenever a volitional trigger is initiated. The volitional activity is a 
human activity and it is represented neurally in the brain, once it is about to be carried out and when 
it is carried out, and even after it is carried out. 

	 In reference to the dyslexic situation, it is necessary to note that reinforcement via specific 
channeling and focusing of the mind to the activity that is to be carried out is necessary to producing 
a positive outcome. It should be stated that dyslexia is not an illness, it is a condition that can be 
dealt with by primarily a steering of the will of the dyslexic. Multitasking is not what is required, 
but mono-tasking that is able to yield the necessary result. Patient tutoring and guidance will enable 
the dyslexic to come to terms with his or her condition, leading him or her to adopt certain means 
(one that has been taught already to him or her) that will occasion the needed results for him or 
her in life. Willfully tailoring the dyslexic towards that which rewards, making him or her focus 
on attaining to the positives with the attendant rewards in store for such person, is able to assist 
ameliorate this condition. Once the dyslexic is made to habitually make us of the means of focusing, 
he or she becomes aware of how to use this means in achieving any result that there is. Focusing of 
the will (the enabling of the will power), can be seen even in habitual operations. Think of it this 
way:

	 When one begins an action that will eventually lead or become a habit, one is very conscious
	 and quite bad in it. As one continues in such action, one becomes more effective and quite
	 fluid in the execution of the action. It gets to the stage that one attains to the result even
	 when one is not fully conscious (as one was when the action was first done). Many instances
	 can be cited in reference to the above: typing, driving, playing any musical instrument (or
	 even vices like: doing drugs). The seeming explanation to this is that there is a neural
	 pathway in the entire mix of interconnecting neurons that was created and strengthened
	 over time, such that once it is initiated, it seamlessly passes through till it reaches the point
	 where its reward waits. A habit is in many cases aimed at a reward (selfish or even selfless).
 
When the will of the person is aimed towards getting at something, the person bring to bear all that 
he or she can muster to the attainment of that which he or she wants. One might add that there might 
be person that are not this purposeful as regards getting to set targets. Yet we want to allude here, 
that each person is purposeful and will driven in what relates to him or her as an individual. That 
means, what works for or triggers me, might not work for or trigger you (this was earlier asserted 
as we noted that the will is individually composed, that is to say that it distinguishes one person 
from another. 

The will is that nonphysical attribute of the intellectual faculty of the human person that is capped 
with the ability to making choices that bears an intellectual insignia to it. It is that power that enables 
one to focus on a set goal or target. Dyslexia can be many others, but it is foundationally an inability 
to focus. An enforcing of the will in arenas where this focus is lacking is all the treatment one needs 
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(unless there are other underlying medical conditions that would require medical intervention). The 
one tutoring the dyslexic should himself or herself, be wilful in execution in anything that pertains 
to the individual with the condition. 
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