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Figure 1 The history of the genetics of autism. Adapted from ref. [14] (Open Access). The horizontal axis represents time, the different versions of
the Diagnostic Statistical Manual, and the advances in genetics technology. The left vertical axis represents the prevalence of ASD (data taken from the
Center for Disease Control and Prevention). The right vertical axis represents the ASD risk genes included in the SFARI database
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Figure 2 Major molecular pathways associated with autism. A: Simplified schematic diagram of Phosphatidylinositol 3-kinase/protein kinase B
(PI3K/AKT) signaling pathway; B: simplified schematic diagram of mitogen-activated protein kinase/extracellular regulated protein kinase (MAPK/
ERK) signaling pathway; C: simplified schematic diagram of wingless/integrated (Wnt)/beta-catenin signaling pathway; D: simplified schematic
diagram of Janus kinase/signal transducers and activators of transcription (JAK/STAT) signaling pathway (by Figdraw)
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2 BRI IR T SR S AL
Table 2 Potential treatment strategies and targets of autism
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Autism spectrum disorder is a common neurodevelopmental disorder that seriously affects children’s health, characterized by deficits
in social interactions and repetitive behavior/restricted interests. There is no effective treatment, which brings heavy burden to society
and families. Therefore, it is of great theoretical and practical significance to study the etiology of autism and explore new ways to
prevent and cure autism. The causes of autism are complex, and both genetic and environmental factors are involved. Systematic
studies on the function of autism risk genes have revealed the underlying neurobiological pathologic mechanisms and involved
common signaling pathways of autism. More and more evidence shows that gene-environment interaction plays an important role in
the etiology of autism, which will provide a possible new entry point for autism research. In addition, the application of animal
models has promoted the rapid development of autism etiology research, and drug development, so it is necessary to develop new
animal models. In-depth understanding of the pathogenesis of autism will promote the discovery of biomarkers or therapeutic targets,
and provide theoretical basis and necessary support for the “early diagnosis, early warning and early intervention” of autism.
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