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Abstract: I have read the article entitled “The dynamics of autism spectrum disorders: how neurotoxic
compounds and neurotransmitters interact”. There are some errors in the interpretation of results
obtained from our previous studies that should be explained.
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It was with great interest that I read the nice article by Quaak et al. entitled “The dynamics of
autism spectrum disorders: how neurotoxic compounds and neurotransmitters interact” published
in the International Journal of Environmental Research and Public Health [1] and thank them for
having cited some of our papers. Although the authors present findings of our studies published in
2007 [2] and 2008 [3], there are some errors in the interpretation of our results that should be explained
as follows:

1. The authors stated “in a study by Ghasemi et al., male Wistar rats were exposed for 20 min
to either nanomolar (10−9–10−7) or micromolar (10−6–10−3) doses of paraoxon. After exposure to
nanomolar doses of paraoxon the authors reported significantly increased GABA uptake. In contrast,
after exposure to micromolar doses of paraoxon, a significant reduction of GABA uptake was reported”.
In the in vitro study conducted by Ghasemi et al. [2], synaptosomes were prepared from cerebral cortex
of untreated rats. After 20 min incubation of synaptosomes with different concentrations of paraoxon
(Sigma Chemical Co., Schnelldorf, Germany), GABA uptake was determined. The results showed that
paraoxon at low concentrations (10−9–10−6 M) increased and at higher concentrations (10−5–10−3 M)
decreased the GABA uptake.

2. The authors indicated “Mohammadi et al. reported a significant decrease of GABA uptake
by synaptosomes derived from the hippocampus and cortex of adult male Wistar rats after exposure
to 0.1, 0.3 and 0.7 mg/kg of paraoxon”. In the study conducted by Mohammadi et al. [3], male
Wistar rats were given a single intraperitoneal injection of one of three doses of paraoxon (0.1, 0.3,
or 0.7 mg/kg) and [3H]GABA uptake was measured in synaptosomes prepared from cerebral cortex
and hippocampus. The results showed that the GABA uptake was significantly reduced by both
cerebral and hippocampal synaptosomes, only in animals treated with the convulsive dose (0.7 mg/kg)
of paraoxon.

Int. J. Environ. Res. Public Health 2016, 13, 1207; doi:10.3390/ijerph13121207 www.mdpi.com/journal/ijerph

http://www.mdpi.com/journal/ijerph
http://www.mdpi.com
http://www.mdpi.com/journal/ijerph


Int. J. Environ. Res. Public Health 2016, 13, 1207 2 of 2

References

1. Quaak, I.; Brouns, M.R.; Van de Bor, M. The dynamics of autism spectrum disorders: How neurotoxic
compounds and neurotransmitters interact. Int. J. Environ. Res. Public Health 2013, 10, 3384–3408. [CrossRef]
[PubMed]

2. Ghasemi, A.; Sadidi, A.; Mohammadi, M.; Khoshbaten, A.; Asgari, A. Paraoxon inhibits GABA uptake in
brain synaptosomes. Toxicol. In Vitro 2007, 21, 1499–1504. [CrossRef] [PubMed]

3. Mohammadi, M.; Ghani, E.; Ghasemi, A.; Khoshbaten, A.; Asgari, A. Synaptosomal GABA uptake decreases
in paraoxon-treated rat brain. Toxicology 2008, 244, 42–48. [CrossRef] [PubMed]

© 2016 by the author; licensee MDPI, Basel, Switzerland. This article is an open access
article distributed under the terms and conditions of the Creative Commons Attribution
(CC-BY) license (http://creativecommons.org/licenses/by/4.0/).

http://dx.doi.org/10.3390/ijerph10083384
http://www.ncbi.nlm.nih.gov/pubmed/23924882
http://dx.doi.org/10.1016/j.tiv.2007.06.009
http://www.ncbi.nlm.nih.gov/pubmed/17686608
http://dx.doi.org/10.1016/j.tox.2007.10.024
http://www.ncbi.nlm.nih.gov/pubmed/18055092
http://creativecommons.org/
http://creativecommons.org/licenses/by/4.0/.

