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brain size was 1.2% of total mass. Considering humans which evolved 0.2 million years ago the CG is pI 3.5, the
circulating ½-life is 36 hours and the brain size is 2.4% of total mass. The hormone hCG and the autocrine
hyperglycosylated hCG drove through an acidification protocol the evolution of human from primates.

Pregnancy; Placenta; Syncytiotrophoblast;
Cytotrophoblast; Lanthanum; Lysosome; Transmission Electron

Bi
ol

og
ica

l Systems: Open Access

ISSN: 2329-6577

Autism as the Early Termination of a Neuroplastic Critical Period Normally 
Observed in Adolescence
Alekhya Thirunahari

Department of Biotechnology, Osmania University, Hyderabad, Telangana, India

EDITORIAL NOTE

The Diagnostic and Statistical Manual of Mental Disorders-5 has 
recently redefined autism spectrum disorder (ASD). The diagnostic 
criteria for autism and associated diseases are being reclassified 
under the umbrella term ASD. The reclassification would include 
disorders like Asperger's disorder under the ASD umbrella while 
dropping diagnostic criteria based on symptom onset age.

While these improvements can over-generalize a wide range 
of disorders, they do make it easier to describe the social 
and behavioural deficits needed for diagnosis. These include 
chronic deficits such as irregular or reduced socio-emotional 
reciprocity, inadequate nonverbal communication, and difficulty 
in age-appropriate interactions that are not caused by general 
developmental delays. Repetitive speech or movement, habits or 
patterns of verbal or nonverbal behaviour, unusual fixation on 
objects or peculiar interests, and abnormal sensory input reactions 
such as obsession with light or spinning objects are all examples of 
abnormal sensory input reactions. Even if a diagnosis is made later, 
symptoms must be present in early childhood, and there must be a 
general lack in everyday functioning as a result of these symptoms.

Single-point mutations, copy number variation, and polygenic 
pathways have all been linked to ASD. Many mutations raise the risk 
of ASD, according to twin studies, but no single mutation causes 
ASD in 100% of cases, implying complex associations affected by 
both genes and the environment. While pharmacological therapy 
has shown some promise in treating ASD symptoms, no successful 
cure has yet been discovered. A variety of physiological dysfunctions 

associated with ASD, such as in the gastrointestinal and immune 
systems, as well as stereotypical effects on the brain, have made 
diagnosis difficult.

Schizophrenia, bipolar disorder, Fragile X syndrome, and ADHD 
are some of the more well-known disorders that share genetic or 
physiological features with ASD. The interaction of multiple genes 
in these disorders, as well as the wide range of outcomes, indicates 
that a complex and essential network necessary for normal 
development has been disrupted. The symptoms of these diseases 
can range from mild to extreme, making the quest for an underlying 
cause more difficult. Functional and structural defects are often 
used in genome studies, but due to data collection difficulties, 
the range and variety of phenotypic presentation of behaviours is 
difficult to integrate as a factor.

The division of knowledge into separate research communities is 
another impediment to analysing the continuum of behaviours. 
Behavioral data is mostly present in psychology literature, with 
limited sample sizes, while physiological, structural, and molecular 
data are usually confined to their own research fields. In these 
instances, observing a trend can necessitate the use of data from 
multiple groups and techniques. The effect of time in neural 
dysfunctions is another confusing factor. Symptoms alter, manifest, 
and even fade as the person grows. Understanding both the issue 
and the cause of ASD requires an understanding of how things 
evolve over time. With this in mind, some of the more intriguing 
findings are made, such as the long-term symptom reduction 
impact of exercise, diet, or early behavioural intervention on 
autistic symptoms.
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