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Commentary: Is Torasemide a Potential Agent in the
Treatment of Autism?

Dear Editor,

Autism Spectrum Disorder (ASD) is a neurodevelopment disorder characterized for con-
sistent deficits in communication and social interaction in multiple contexts, as well as by
restricted and repetitive behaviors, interests or activities. According to Li et al.' showed that 1
in every 30 individuals aged between 3 and 17 years is on the ASD.

So far, there is no specific and effective drug for the treatment of autism symptoms, just to
comorbidities associated with ASD.2 A few years ago, some studies investigated the effects of
a specific drug, called bumetanide on autism symptoms in children and adults.** Bumetanide
is an inhibitor of the Na*-K*-2Cl~ cotransporter 1 (NKCC1) that plays essential roles in GABA
receptors.® Evidence has shown that dysfunction in the GABAergic signaling pathway is sig-
nificantly associated with the main symptoms of ASD.”

Within this context, some years ago, Hampel et al.2 demonstrated that bumetanide improved
social reciprocity and behavioral symptoms in children and adolescents with ASD. Torasemide
is another inhibitor of the NKCC1, however, there is neither clinical nor experimental study
that investigated the effects of torasemide on ASD symptoms. Within this context, Dogan
et al? showed that Torasemide provided an improvement in sociability and passive avoid-
ance learning in rats, as well as in histopathological and neurochemical measures, such as
reduction in brain levels of malondialdehyde, tumor necrosis factor-alpha, interleukin-2,
interleukin-17 and NF-KB. In addition, it had higher neuronal counts in the C1 and C2 areas
of the hippocampus and Purkinje cells in the cerebellum, as well as lower GFAP immunos-
taining rates in C1 and cerebellum. Finally, lower levels of lactate were also observed. This
is the first study to examine and show the effects of torasemide on autism symptoms. Its
findings showed that Torasemide can increase GABA activity, and thus, can be considered
another inhibitor of NKCC1 in the treatment of autism with a longer half-life and fewer side
effects after additional studies. These findings are promising, despite being in animal models.
Therefore, new studies must be conducted, but now with autistic individuals.
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