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Abstract
Etiology and classification: Causal factors related with 
cognitive disability are multiples and can be classified as 
follows: Genetic, acquired (congenital and developmental), 
environmental and sociocultural. Likewise, in relation to the 
classification, cognitive disability has as a common denomina-
tor a subnormal intellectual functioning level; nevertheless, 
the extent to which an individual is unable to face the de-
mands established by society for the individual’s age group 
has brought about four degrees of severity: Mild, moderate, 
severe and profound. Diagnostic: The clinical history must 
put an emphasis on healthcare during the prenatal, perinatal 
and postnatal period and include the results of all previous 
studies, including a genealogical tree for at least three gen-
erations and an intentional search for family antecedents of 
mental delay, psychiatric illnesses and congenital abnormalities. 
The physical exam should focus on secondary abnormalities 
and congenital malformations, somatometric measurements 
and neurological and behavioral phenotype evaluations. If it 
is not feasible to establish a clinical diagnosis, it is necessary 
to conduct high-resolution cytogenetic studies in addition 
to metabolic clinical evaluations. In the next step, if no 
abnormal data are identified, submicroscopic chromosomal 
disorders are evaluated. Prognosis: Intellectual disability is 
not curable; and yet, the prognostic in general terms is 
good when using the emotional wellbeing of the individual 
as a parameter. Conclusions: Intellectual disability should be 
treated in a comprehensive manner. Nevertheless, currently, 
the fundamental task and perhaps the only one that applies 
is the detection of the limitation and abilities as a function 
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Resumen
Etiología y clasificación: múltiples factores causales están 
relacionados con la discapacidad cognoscitiva y pueden 
clasificarse de la siguiente manera: genéticos, adquiridos, 
(congénitos y de desarrollo), ambientales y socioculturales. 
Del mismo modo, en cuanto a la clasificación, la discapacidad 
cognoscitiva tiene como común denominador un nivel de 
funcionamiento intelectual por debajo de lo normal; sin em-
bargo, la medida en que una persona es incapaz de afrontar 
las demandas establecidas por la sociedad para su grupo de 
edad ha dado origen a cuatro grados de severidad: ligera, 
moderada, severa y profunda. Diagnóstico: el historial clínico 
debe hacer énfasis en el cuidado de la salud durante el perio-
do prenatal, perinatal y postnatal e incluir los resultados de 
todos los estudios previos, incluyendo un árbol genealógico 
de al menos tres generaciones y una búsqueda intencional 
de antecedentes familiares de retraso mental, enfermedades 
psiquiátricas y anomalías congénitas. El examen físico debe 
concentrarse en anomalías secundarias y en malformaciones 
congénitas, mediciones somatométricas, y evaluaciones del 
fenotipo neurológico y conductual. Si no es posible establecer 
un diagnóstico clínico, se deben hacer estudios citogenéticos 
de alta resolución en adición a las evaluaciones clínicas me-
tabólicas. Si no se identifican datos anormales, el siguiente 
paso consiste en la evaluación de trastornos cromosómicos 
submicroscópicos. Prognosis: la discapacidad intelectual no 
es curable, sin embargo el prognóstico es bueno en térmi-
nos generales cuando se usa como parámetro el bienestar 
emocional del individuo. Conclusiones: el tratamiento para 
discapacidad intelectual requiere de un enfoque amplio. Sin 
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Intellectual disability (ID) is an abnormality that has 
enormous social effects; it not only affects the people 

who suffer from it but also the family and society as a 
group. Millions of people worldwide have intellectual 
disability and prevalence is calculated to be 1 to 3% in 
developed countries.1 In Mexico, according to INDESOL 
(National Social Development Institute) calculations, 
there are 2 925 000 persons with some type of intellectual 
disability.2 In spite of this fact, knowledge of its causes is 
very limited and the etiological diagnosis in developed 
countries is almost always established as being a little 
less than half of the subjects affected.3 The frequency 
with which exogenous and genetic causes are identi-
fied varies; some authors have reported proportions 
ranging from 17 to 47%.4,5 Of course these differences 
are attributed to the selection of the population studied, 
the degree of mental delay, the heterogeneity of study 
protocols, technological advances and case definitions. 
This article outlines basic concepts related to intel-
lectual disability as a function of diagnosis, treatment 
and prognosis.

Definition

According to the tenth revision of the WHO (World 
Health Organization):

Intellectual disability (ID) is a disorder defined by the 
presence of incomplete or arrested mental development, 
principally characterized by the deterioration of con-
crete functions at each stage of development and that 
contribute to the overall level of intelligence, such as 
cognitive, language, motor and socialization functions; 
in this anomaly, adaptation to the environment is always 
affected. For ID, scores for intellectual development 
levels must be determined based on all of the available 
information, including clinical signs, adaptive behavior 
in the cultural medium of the individual and psycho-
metric findings.

 On the other hand, the American Association on 
Intellectual and Developmental Disabilities (AAIDD) 
indicates that in addition to a significantly sub-aver-
age intellectual functioning, concomitant limitations 
are observed in two or more areas of adaptive skills, 
described in table I, and the disorder presents itself 
before the age of 18.
 In summary, intellectual disability is characterized 
by evident limitations in intellectual functioning and 
adaptive conduct, the latter expressed as conceptual, 
social and practical adaptive skills. Therefore, for the 
study of ID, according to the AAIDD, five dimensions 
must be considered (table II), one of which was recently 
included: the dimension composed of participation, 
interaction and social networks. This definition not 
only agrees with the International Association for the 
Scientific Study of Intellectual Disability (IASSID), 
but also with the recent World Health Organization’s 
International Classification of Functioning, Disability 
and Health (ICF).

of subjects’ age and expectations for the future, with the 
only goal being to provide the support necessary for each 
one of the dimensions or areas in which the person’s life is 
expressed and exposed. 

Key words: intellectual disability; etiological factors; classifica-
tion; diagnosis; treatment and prognosis

embargo, la tarea principal y quizás la única que tiene apli-
cación es la detección de las limitaciones y habilidades en 
función de la edad y expectativas para el futuro de la persona, 
con el único fin de proporcionar el apoyo necesario para 
cada una de las dimensiones o áreas en las que se expresa y 
expone la vida del individuo.

Palabras clave: discapacidad intelectual; factores etiológicos; 
clasificación; diagnóstico; tratamiento y prognosis

Table I

LIMITATIONS ASSOCIATED WITH INTELLECTUAL DISABILITY*

1. Communication

2. Personal care

3. Home life

4. Social skills

5. Utilization of the community

6. Self-governance

7. Health and safety

8. Functional academic skills

9. Leisure time

10. Work

* American Association on Intellectual and Developmental Disabilities 
(AAIDD)
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illnesses can be easily diagnosed when intra-hospital 
births are involved, during which neonatal metabolic 
screening can be conducted; however, when the latter is 
not conducted a considerable risk is presented since such 
causal factors for mental delay are not identified.

Acquired factors

Congenital

 Can be grouped as follows:

1. Metabolic: neonatal hypothyroidism;
2. Toxic: lead poisoning,20 fetal alcohol syndrome,21 

prenatal exposure to substances;22 and
3. Infectious: rubella,23 Cytomegalic Inclusion Body 

Disease,24 syphillis,25 toxoplasmosis,26 simple her-
pes (genital type II).27

Developmental

During the prenatal period, possible pregnancy compli-
cations exist, such as toxemia28 and uncontrolled diabe-
tes,29 intrauterine malnutrition,30 vaginal hemorrhages,31 
placenta previa32 and umbilical cord prolapse.33

 During the perinatal period, there are common 
birth complications: prolonged fetal suffering with 
neonatal anoxia,34 asphyxia related with suffocation,35 
inadequate application of high forceps36 or a poorly 
applied Kristeller maneuver.37

 During the postnatal period, complications are ob-
served such as encephalopathy from hyperbilirubinemia 
(kernicterus),38 encephalic traumatism39 and infections40 
(encephalitis and meningitis).

Environmental and sociocultural factors

Epidemiological studies have consistently reported a 
notable link between poverty and intellectual disability. 
The available evidence suggests that this connection 
reflects two distinct processes. The first establishes that a 
relation exists between poverty and exposure to a wide 
range of environmental and psychosocial factors;41 the 
second indicates that families with members who suf-
fer from intellectual disability have an increased risk of 
catastrophic expenses that considerably affect poverty 
levels. These factors are direct causes of the dispropor-
tionate increase in the incidence of intellectual disabil-
ity in developing countries.42 Interactions have been 
reported between scarcity and poor prenatal, perinatal 
and postnatal health care, adolescent maternity, family 
instability, poor natal health care due to multiple and 
inadequate caregivers and health professionals, low 

Table II

CONCEPTUAL DIMENSIONS UTILIZED IN THE STUDY

OF INTELLECTUAL DISABILITY*

1. Dimension I
 • Intellectual aptitudes

2. Dimension II
 • Adaptation level
  i. Conceptual
  ii. Practical
  iii. Social

3. Dimension III
 Participation, interaction and social roles

4. Dimension IV
 • Health
  i. Physical health
  ii. Mental health
  iii. Etiology

5. Dimension V
 • Social context
  i. Environment
  ii. Culture
  iii. Opportunities

* Luckasson R. Mental Retardation: Definition, Classification, and Systems 
of Supports. 10th Edition. Washington, 2002

Etiopathogeny

Causal factors related with cognitive disability are 
described in table III and can be classified as follows: 
genetic, acquired (congenital and developmental), en-
vironmental and sociocultural.

Genetic factors

Chromosomal or hereditary disorders6

The greatest number of cases are patients with Down 
syndrome,7 an anomaly that occurs in 15 of every 
10 000 births and is due to chromosome 21 trisomy 
or the translocation of chromosomes 21 and 15. Other 
much less frequent chromosomal abnormalities are 
those of the fragile X chromosome syndrome,8 Prader-
Willi syndrome,9 Rett syndrome, neurofibromatosis,11 
tuberous sclerosis,12 Lesch-Nyhan syndrome,13 adre-
noleukodystrophy14 and other very rarely occurring 
related conditions.

Hereditary factors

Hereditary factors include phenylketonuria,15 galactose-
my,16 Mowat-Wilson syndrome,17 Tay-Sachs disease,18 
and glycogen deposit disease, among others. These 
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Table III

CLASSIFICATION OF INTELLECTUAL DISABILITY, STRATIFIED BY THREE AGE GROUPS

Age

0 to 5 years
Maturation and development

Degree: Mild
 General develop communicative and social 

skills. May not be distinguishable until 
beginning school. 

Degree: Moderate
 Can speak or learn to communicate. Some 

difficulties with motor skills.

Degree: Severe
 Marked limitations in motor skills. Minimal 

language ability.

Degree: Profound
 Significant delay, minimal functional ability 

in sensorimotor areas. Needs basic care.

6 to 20 years
Training and education

Can learn up to 4th/5th primary school grade 
skills when reaching the ages of 18 or 19 years. 
Can be integrated into society.

Difficulty meeting 2nd primary school grade 
academic objectives.

Can speak or learn to communicate. Can learn 
elemental self-care and health habits.

21 years and older
Social and vocational adequacy

Is capable of acquiring social and work skills for 
integration into the work force at minimum wage.

May be able to partially maintain oneself economically 
in manual work under protected conditions

Can partially contribute to maintaining oneself 
economically under total supervision.

Some motor and language development. Can learn 
very limited personal care skills.

level of stimulation and education, in addition to infant 
mistreatment.

Classification

Cognitive disability has as a common denominator a 
subnormal intellectual functioning level; nevertheless, 
the extent to which an individual is unable to face the 
demands established by society for the individual’s age 
group has brought about four degrees of severity:43 mild, 
moderate, severe and profound. The characteristics of 
individuals in these age groups have little in common 
with those of other age groups and, therefore, distin-
guishing the limitations of each one in order to establish 
intervention guidelines, is fundamental. Cognitive 
disability is classified according to the characteristics 
outlined in table IV.

Diagnosis

Subjects with intellectual disability and comorbidities, 
especially those that are psychiatric in origin, have less 
social capital than individuals with ID who do not have 
psychiatric disorders.44 In addition, the absence of leg-
islation in developing countries, the lack of knowledge 
about ID, the stigmatization and discrimination as well 
as the lack of training and infrastructure for establish-
ing a diagnosis significantly delays possibilities for 
intervention and the utilization of specific services.45 
The cultural context establishes denial on the part of 
the parents who are faced with the possible diagnosis of 

intellectual disability. It is indisputable that parents take 
on the diagnosis of mental delay with great difficulty, 
to the extent that the doctor frequently chooses not to 
confort this reality in the attempt to avoid the intense 
pain that it represents. It is unquestionable that the ac-
ceptance of a condition that signifies a life of constant 
difficulties is not easy for anyone.
 All parents expect to be gratified by their children 
and hope that they will be intelligent, brilliant students, 
triumphant and, subconsciously, expect then to become 
“a second, corrected and better version of themselves”. 
Nevertheless, upon confirmation of the diagnosis, their 
expectations are destroyed becoming overwhelmed by 
a sense of loss, not to mention the obligation of having 
an unwanted child. This news often provokes feelings 
of guilt in the parents and outright aggression between 
them, in addition to hostile reactions toward the doc-
tor; consequently, it is necessary to be prepared and to 
provide the support needed.
 The initial reaction is denial. Then, during the first 
years, the parents justify the discrepancies during the 
critical development periods while becoming more 
demanding as the child grows up, without results. The 
impossibility of attaining the expected goals generates a 
great deal of frustration and can lead to serious errors in 
childrearing, which without doubt, significantly affects 
the psychological development of these children. As a 
result, parents must face the correct diagnosis so as to 
minimize the denial mechanism (among other issues 
that will be described later). A great deal of empathy is 
required on the part of the doctor when reporting the 
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diagnosis. Parents need to perceive security and confi-
dence from health professionals; know that they will 
not face the problem alone and that they will receive 
guidance throughout the long and arduous path.

 If the deficit is notable, the diagnosis can be made 
earlier, but the effect is more devastating. It is necessary, 
therefore, to provide support for accepting the diagnosis; 
only in this way can the search for “magic cures” brought 
on by pain and denial be avoided. This not only provokes 
catastrophic expenses but also extremely traumatic ex-
periences; each time, the failures become evident. 
 When there is organic evidence, the initial diagnosis 
and the need to confront the parents almost always falls 
on the gynecologists or pediatricians (neonatologists). 
If a moderate or mild mental disability is involved, 
the diagnosis is generally established by personnel in 
the field of education. A referral to a doctor is recom-
mended only if an incorrect diagnosis is established, 
if behavioral problems are present or if the family 
requires guidance. On occasion, when a diagnosis is 
determined by the educational institution, a doctor will 
be consulted to corroborate the diagnosis or to advise 
the parents as to treatment for behavioral disorders 
that prevent the child’s normal development in school 
or at home. In these cases, the use of instruments for 
the diagnosis is essential, such as psychometric tests, 
developmental scales, abilities and adaptive behavior 
tests or psychopedagogical tests. These instruments are 
highly useful for psychologists. Once the diagnosis is 
corroborated, the parents should be advised as to the 
existing abilities and the expectations on the part of the 
school or family, since an incompatibility could result 
in aberrant behavior.
 In Down syndrome, establishing a diagnosis at 
birth is indispensable given that the characteristic 
features of this disorder are evident; consequently, 
once the grief is overcome, there is a greater tendency 
for acceptance on the part of the parents and society, 
which allows for less to be demanded of them. As for 
their intellectual capacity, there is a large discrepancy 
because it can vary from profound to mild disability, 
and in the case of mosaicism (partial trisomy), even an 
average intelligence is possible. Currently, some still 
believe that people with this syndrome live for just a 
few years however. Thanks to medical progress, the 
life expectancy is roughly 50-60 years of age, at which 
point many develop Alzheimer’s disease.
 Another important group to mention is individuals 
who possess an intelligence quotient (IQ) between 70 
and 85 points range (borderline) placing them in what 
is known today as limitrophe. Until the beginning of the 
1980s they were considered to be subjects with mental 
delay, but since they did not present adaptation prob-
lems they were not considered to have a disability. 
 Nevertheless countries like Mexico, this popula-
tion faces serious problems, especially in urban areas 
and mostly when they belong to socioculturally and 

Table IV

ETIOLOGICAL FACTORS IN INTELLECTUAL DISABILITY

1) Genetic factors
 Chromosomal or hereditary disorders
 Down syndrome
 Fragile X chromosome syndrome
 Prader-Willi syndrome
 Rett syndrome
 Neurofibromatosis 
 Tuberous sclerosis 
 Lesch-Nyhan syndrome
 Adrenoleukodystrophy 
 Others
 
2) Hereditary factors
 Phenylketonuria
 Galactosemy
 Mowat-Wilson syndrome
 Tay-Sachs disease
 Glycogen deposit disease, among others

3) Acquired factors
 3.1 Congenital
  Can be grouped as follows
  1. Metabolic:
   neonatal hypothyroidism
  2. Toxic
   lead poisoning
   fetal alcohol syndrome
   prenatal exposure to substances
  3. Infectious
   Rubella
   Cytomegalic Inclusion Body Disease
   Syphillis
   Toxoplasmosis
   Simple herpes (genital type II)

 3.2 Developmental
  a) Prenatal period
   Toxemia 
   Uncontrolled diabetes
   Intrauterine malnutrition 
   Vaginal hemorrhages
   Placenta previa 
   Umbilical cord prolapse

  b) Perinatal period
   Prolonged fetal suffering with neonatal anoxia
   Asphyxia related with suffocation
   Inadequate application of high forceps 
   Poorly applied Kristeller maneuver
 
  c) Postnatal period
   Encephalopathy from hyperbilirubinemia (kernicterus)
   Encephalic traumatism 
   Infections (encephalitis and meningitis)

 3.3 Environmental and sociocultural factors
  Poverty 
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economically competitive classes; school and work 
programs are designed for people with normal average 
IQ, which makes it very difficult to satisfy such expec-
tations. Furthermore, given their functionality level, 
they can recognize their own limitations and generate a 
good deal of suffering with notable tendencies toward 
depression. This group’s highest prevalence is found in 
rural areas with the most important causal factor being 
family heredity; therefore, the disorder in these cases 
does not result in serious conflicts because social and 
family expectations adapt to their abilities. 

Clinical diagnosis

In the figure 1, a proposed algorithm for a diagnostic 
protocol is described.46 The clinical history must put an 
emphasis on health care during the prenatal, perinatal 
and postnatal period and include the results of all pre-
vious studies, including a genealogical tree for at least 
three generations and an intentional search for family 
antecedents of mental delay, psychiatric illnesses and 
congenital abnormalities.

 The physical exam should focus on secondary 
abnormalities and congenital malformations, somato-
metric measurements and neurological and behavioral 
phenotype evaluations. If, as a result, signs suggesting 
a particular etiological diagnosis are recognized, specific 
analyses are requested; in the case of Rett syndrome, an 
MeCP2 gene mutation analysis is recommended.

Search for genetic abnormalities

If it is not feasible to establish a clinical diagnosis, it is 
necessary to conduct high-resolution cytogenetic stud-
ies47 in addition to metabolic clinical evaluations.48

 For patients with normal results from the previ-
ously mentioned analyses, it is possible to request 
fluorescence in situ hybridization (FISH)49 which is an 
evaluation of the entire subtelomeric region. In the next 
step, if no abnormal data are identified, submicroscopic 
chromosomal disorders are evaluated.
 Neuroimages can be useful only if the occipito-
frontal circumference of the head is abnormal –below 
the second or above the 98th percentile– or if the neu-

Abnormalities

Additional investigation 
to confirm diagnosis

Abnormalities

Additional investigation 
to confirm diagnosis

With no diagnositc evidence

High resolution citogenetic & metabolic studies
(urine+cholesterol+glucosilation)

No abnormalities

Screening of the subtelomeric region

No abnormalities search
for alternative diagnoses

Neurological                 Radiology

Neuroradio-diagnosis

 Probable diagnosis

 Diagnostic confirmation

 ENT
 (ear, nose and throat)
Ophthalmology

 No diagnosis

Molecular

     Metabolic

Abnormalities

Additional investigation 
to confirm diagnosis

Clinical history of ID subject + heredofamilial history
and antecedents + physical exploration

* Modified from van Karnebeek CD, Scheper FY, Abeling NG, Alders M, Barth PG, Hoovers JM, Koevoets C, Wanders RJ, Hennekam RC. Etiology of mental 
retardation in children referred to a tertiary care center: A prospective study. Am J Ment Retard 2005 Jul;110(4):253-67. 

FIGURE 1. DIAGNOSTIC ALGORITHM FOR SUBJECTS WITH INTELLECTUAL DISABILITY*
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rological exams reveal abnormalities. In addition, they 
are recommended if a specific neuroanatomical effect 
exists (tuberous sclerosis) or a clinical history indicates 
perinatal hypoxy.
 Metabolic analyses can include urinary tests for 
amino acids, organic acids, oligosaccharides, muco-
polysaccarides and uric acid. Plasma levels 7- and 8- 
dehydrocholesterol for total cholesterol and dienesterol 
are useful for identifying defects in the distal cholesterol 
pathways. Other diagnostic tests can be conducted for 
finding congenital disorders of glycosylation.50

Differential diagnosis

Since mental delay is a developmental disorder that 
is secondary to many etiological factors, there are few 
nosological units with which they can be confused; 
among these are generalized developmental disor-
ders51 (DSM IV 299.00 to 299.80) and, in particular, 
autism with low-functionality and autistic spectrum 
disorders.52 Nevertheless, it is important to establish 
a differential diagnosis since, while some therapeutic 
interventions are similar with respect to social and 
work inclusion programs, future expectations are 
very different.

The clinical profile

Based on the gradual division described above, it is 
possible to infer that a specific clinical profile does not 
exist; each one of the levels for each group has its own 
clinical characteristics.
 Symptoms are closely related to the specific senso-
rimotor, linguistic and cognitive processes, among oth-
ers. The more moderate the disability, the less evident its 
symptoms; perhaps alterations in language construction 
shed more light and, in particular, the comprehension 
level and behavior of the children themselves compared 
with that of a chronologically younger age. It is useful 
to ask the parents if they can establish a comparative 
age in relation to brothers and sisters or close cousins 
in the family (if they exist) who could serve as a refer-
ence. Parents often say that the patient “speaks and 
understands everything”; in this case it is important to 
clarify if they are referring to the use of nouns and verbs 
or the comprehension of orders and concepts.
 It is essential to give credibility to the parents 
when they insist that a doctor recognize a develop-
mental disorder. It is true that in some cases they tend 
to be delay or apprehensive or overprotective, but it 
is more often the case that their perceptions are based 
on objective, comparative judgments and are therefore 
correct. Frequently, by the time they get to a doctor 

who establishes the diagnosis, they painfully express 
the great frustration that they experienced when they 
had to repeatedly tell their doctor that “something was 
wrong,” especially if that doctor insisted on not making 
comparisons and affirming that “no two human beings 
are alike,” that “developing the skills is just a question 
of time”; such an attitude causes late intervention, 
among other things. When a diagnosis of slow-learner 
is established, this creates confusion since it suggests 
normality rather than disability.

Comorbidities

Individuals who suffer mental delay are more vulner-
able for developing a psychiatric abnormality. Statistics 
exist today that confirm that this population experiences 
two or three times more mood disorders, anxiety dis-
orders and behavioral problems than persons without 
intellectual disability.53 Such vulnerability, on occasion, 
leads to a set of psychotic symptoms that are second-
ary to the stress experienced when social, family and 
school demands are excessive.54 On the other hand, 
other illnesses comorbidly exist that are unrelated to this 
vulnerability factor; the most common being epilepsy,55 
attention deficit disorder and hyperactivity,56 schizo-
phrenia57 and infantile cerebral paralysis.

Treatment

Cognitive disability must, evidently, be understood and 
diagnosed as a developmental disorder, but fundamen-
tal for providing adequate professional care; than to 
take into account the intellectual level of the patient and 
his or her ability to adapt to the existing environment 
and, of utmost importance, the reaction of the parents 
to this situation.
 Since cognitive disability is not curable, the treat-
ment objectives must focus on the normalization of 
behavior in accordance with the norms and rules 
determined by society. To this end, intervention as 
early as possible is fundamental since treatment for 
developmental disorders can reach its maximum scope 
only through early intervention. It must be remembered 
that the process of cerebral plasticity has its greatest 
potential during to the first five years of life and this 
is one of the most important supporting factors in at-
taining the therapeutic goals. Furthermore, since the 
behavior disorders which are so frequently observed 
are secondary –due to deficient childrearing in the 
majority of cases– the parents must be worked with 
and advised as to adequate childrearing methods for 
developing adaptation patterns that lead to optimal 
social integration.
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 People with mental delay, being limited to a men-
tal age of less than 13 years, cannot aspire to levels of 
abstract cognitive thought that in normal conditions 
appear at the beginning of adolescence; for this rea-
son, educational objectives must be focused on the 
development of skills for achieving a self-sufficient 
life at an adult age and not on schooling as it happens 
in many countries. In addition, interaction between 
peers should be promoted for creating group belonging 
(relationships with others with approximately the same 
disability level).
 It is evident that the results obtained depend on the 
age of the subject when the diagnosis is established and 
when treatment is initiated, the severity of the disability, 
the affected areas and the methods or techniques used 
for rehabilitating these areas. Accordingly, treatment is 
established in the following manner:
 During the infancy period (zero to two years), 
disorders in muscular tone and motor development are 
treated (motor therapy) and signs of sensory disintegra-
tion that almost always accompany motor problems 
are treated through sensory integration therapy. As 
for the linguistic developmental disorders themselves, 
symbolization processes are treated (language therapy) 
as well as muscular tone alterations that affect respira-
tion, phonation and the bucofacial region (articulation 
therapy). Likewise, cognitive stimulation should be used 
for these children at the onset of treatment.
 When children are diagnosed after two years of 
age and before puberty, the ideal is to use instruments 
that determine the maturity level for each one of the 
developmental areas and apply the same therapies 
(motor, sensory, linguistic, etc.), in addition promoting 
the development of perceptual abilities, with deficits in, 
and learning abilities (reading, writing, mathematics, 
etc.), using techniques similar to those used in children 
with learning disorders (dyslexia, etc.).
 It is common to observe behavioral problems in 
this population, which often motivate parents to seek 
out professional advice; therefore, behavioral therapy 
should be included in the health care plan and should 
be based on humanistic principles (clarification of feel-
ings and positive reinforcement) and not on aversion 
techniques. Finally, it is essential to work with indepen-
dent living skills and give the individual the necessary 
elements for self-sufficiency.
 Although it is rare, an adolescent can be seen in 
the doctor’s office for poor academic performance or 
behavioral problems without having been previously 
diagnosed with ID. This most likely involves a subject 
with limitrophe and who, upon entering middle school, 
does not manage to pass the subjects that require ab-
stract thinking (mathematics, physics, chemistry, etc.).

 In these cases, as well as for adolescents and adults 
with intellectual disability, programs oriented toward 
independent living should be recommended. These 
programs should cover the areas necessary for achiev-
ing a partially or totally self-sufficient life, among which 
are: the academic-basic skills, community integration 
programs, developing skills for managing domestic 
tasks, personal healthcare and sexuality. In addition, 
a prevocational program should be included for the 
development of abilities for the workplace and, when 
possible, for the individual to become integrated into 
the labor market.
 Pharmacological treatment is used for the treat-
ment of comorbidities, and is specific for each one 
according to the criteria followed for these disorders, 
both in psychiatry and in neurology. On occasion, 
when a favorable response is not obtained, a random 
treatment scheme is established. In the case of attention 
deficit disorder and hyperactivity, the use of stimulants 
for the central nervous system (the treatment of choice 
for this disorder) had been considered not to produce 
favorable results; nevertheless, recent research shows 
that elevated doses of methylphenidate (0.60 mg/kg) 
produce obvious improvements in symptoms related 
to inattention, impulsivity and hyperactivity. 
 Because of the above, it is evident that treatment 
for persons with cognitive disability must be multi-
disciplinary and include medicine (family, pediatrics, 
neurology and psychiatry), psychology (educational and 
clinical), education (regular, and special), rehabilitation 
(physical, occupational and recreational), nursing, social 
work, etcetera.

Prognosis

As was already established, intellectual disability is not 
curable; and yet, the prognosis in general terms is good 
when using the emotional wellbeing of the individual 
as a parameter. When the parents of these subjects are 
asked, after they have accepted the diagnosis, they 
express than their long-term expectation, that “their chil-
dren be happy” or that “they be self-sufficient”; that is, 
to see them content and self-sufficient compensates for 
the lost hope of having a professional child or one that 
satisfies the parents’ unfulfilled dreams. This is a striking 
contrast with parents who reject the disability and for 
whom the only acceptable parameter is “normality.” Of 
course, in these cases, the patients not only suffer more 
but the parents also live in constant agony.
 Other conditions exist that, when attained, guaran-
tee the achievement of the objectives and, therefore, the 
prognosis in terms of obtaining that state of happiness 
is wholly viable. It is feasible to see an adult with mild 
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or moderate cognitive disability or limitrophe maintain 
a job, travel to the city, take care of his or her apartment, 
have a social life or, in other words, manage on one’s 
own. It is therefore necessary to fulfill the following 
requirements.
 The first and most important is the parents’ accep-
tance of their children’s limitations and the impossibility 
of attaining “normality.” After this, the age upon begin-
ning the rehabilitation program should be considered 
as well as obtaining a level of continual productivity 
that is consistent with the disability, the existence of a 
group to which to belong and, lastly, the unconditional 
affection of the parents. It has been stated that the above 
mentioned factors reduce psychiatric comorbidities 
(depression, anxiety, behavior) and a prevalence equal 
to that of the non-disabled population is found; or as 
one patient said who was asked how it feels to attend 
an independent living center: “I know I can’t go to the 
university like my brothers and sisters but I can do 
everything that they can do.”

Conclusions

Intellectual disability should be treated in a comprehen-
sive manner. Nevertheless, currently, the fundamental 
task and perhaps the only one that applies is the detec-
tion of the limitation and abilities as a function of sub-
jects’ age and expectations for the future, with the only 
goal being to provide the support necessary for each one 
of the dimensions or areas in which the person’s life is 
expressed and exposed. Nevertheless, this perspective 
tends to be reductionistic and subjects with disabilities 
who live in developing countries should have multiple 
social benefits that today are not present, and there are 
no signs of them on the near horizon. 
 Intellectual disability has been absent in the politi-
cal, social and economic agenda of the countries in the 
region. In this sense, Mexico is no exception. Subjects 
with intellectual disability are not considered in the 
planning strategies for health services, the predomi-
nant educational proposals are not based on scientific 
evidence and virtually no research has been developed 
in this knowledge area. Substantive but elemental as-
pects for a dignified life for individuals with intellectual 
disabilities must be a priority in the legislative arena. 
Among these are the possibilities for guaranteeing hu-
man development, teaching and education, home life, 
community life, work, health and security, optimal 
behavioral development, social integration, as well as 
protection and defense. The organized social response 
for confronting the social needs of subjects with intel-
lectual disabilities cannot be delayed indefinitely. 
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