Dear Reviewer 1,
We sincerely thank you for your thoughtful comments and constructive suggestions, which have significantly improved the quality of our manuscript. Below, we provide detailed responses to your comments and outline the revisions made to address each point. All changes made to the manuscript have been highlighted in red for clarity.
Q1: I congratulate the authors for their excellent work and would have liked to know more about the interaction of SLITRK1 with the mitochondrial peptidase IMMP2L (Figure 5 of the manuscript) whose mutations are also associated with Tourette syndrome.
A1: We sincerely thank the reviewer for their valuable feedback. In response to the comment regarding Figure 5, we have revised the figure to enhance its clarity and visual appeal. To highlight key interactions, including those between SLITRK1 and the mitochondrial peptidase IMMP2L, we have added red circles to emphasize the SLITRK1 node in both panels. These changes aim to make the figure more intuitive and ensure that the interactions of interest are easily identifiable.
Q2:  In addition, I suggest the authors expand their discussion regarding the study conducted by R. A. Clarke et al., 2021, which mentions mitochondrial functionality risk genes with Tourrette syndrome as part of the study's perspectives.
A2: We have incorporated insights from Clarke et al. (2021) regarding the role of mitochondrial functionality risk genes, including IMMP2L, in the pathophysiology of Tourette syndrome. To address this suggestion, the following text has been added to the Discussion section:
"Studies supporting the association between the SLITRK1 and IMMP2L genes and neurological disorders play a critical role in elucidating the molecular mechanisms underlying Tourette syndrome and other neurodevelopmental disorders. For instance, Zhang et al. reported that mutations observed in the IMMP2L gene are strongly associated with neurodevelopmental disorders such as autism spectrum disorder, attention-deficit/hyperactivity disorder, and Gilles de la Tourette syndrome (Zhang et al., 2018). These mutations are suggested to contribute to the pathophysiology of these conditions, particularly by disrupting mitochondrial function and neuronal development processes. Similarly, studies conducted using mouse models by Kreilaus et al. demonstrated that the knockdown of the IMMP2L gene leads to behavioral changes resembling autism spectrum disorder and Tourette syndrome, further supporting the potential role of this gene in neurological functions (Kreilaus et al., 2019). Additionally, Clarke et al. provided a detailed account of how IMMP2L mutations influence mitochondrial dynamics, synaptic connections, and neurotransmission, emphasizing the significance of these processes in the pathogenesis of conditions such as Tourette syndrome (Clarke et al., 2021). Collectively, these comprehensive studies highlight the multifaceted roles of SLITRK1 and IMMP2L in synaptic functions and mitochondrial activities, providing critical insights into the molecular basis of neurodevelopmental disorders like Tourette syndrome. These findings also underscore the potential for developing novel therapeutic strategies targeting these genes."
We sincerely thank you for bringing this important perspective to our attention. By incorporating these findings, we believe the discussion now provides a more comprehensive understanding of the molecular mechanisms underlying Tourette syndrome and related disorders.

