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Dear editor

The article entitled “LncRNA GAS5 Modulates the Progression of Glioma Through Repressing miR-135b-5p and
Upregulating APC” present a compelling study that elucidates the regulatory role of GASS5 and its interaction with miR-
135b-5p in the context of glioma metastasis, invasion, and proliferation.' This research provides valuable insights into the
molecular mechanisms underlying glioma pathogenesis and proposes potential therapeutic targets for intervention.

The study employs a range of robust methodologies, including Western blotting, RT-qPCR, CCK-8 assays, transwell
migration, wound healing assays, and double luciferase experiments. These techniques collectively validate the findings
and highlight the intricate regulatory network involving GASS, miR-135b-5p, and APC in glioma cells. The APC gene,
a tumor suppressor, is located on human chromosome 5q21-22.** The discovery that GAS5 is downregulated in glioma
tissues and that its upregulation suppresses glioma cell invasion, proliferation, and metastasis is particularly noteworthy.
The elucidation of GASS5’s function in sponging miR-135b-5p which is a conserved transcript among mammalians and is
located in the gene locus of 1q32.1 in humans,* thereby regulating APC expression, adds a significant layer of
understanding to the molecular interplay in glioma progression.

While the findings are promising, there are several avenues for future research that could further enhance the
understanding and therapeutic potential of this regulatory axis. One important area to explore is the long-term effects
of GASS5 modulation in in vivo glioma models. Such studies would provide a more comprehensive understanding of
GASS5’s therapeutic potential and its impact on glioma progression over extended periods. Additionally, investigating the
possible side effects or unintended consequences of GASS5 upregulation in normal brain tissues would be crucial to
ensure the safety and efficacy of potential therapeutic strategies.

Further research should also focus on the detailed signaling pathways downstream of APC that are influenced by GASS5
and miR-135b-5p. Understanding these pathways could reveal additional molecular targets and offer a broader perspective
on how to effectively disrupt glioma progression. Moreover, comparative studies involving other non-coding RNAs and
their interactions with miR-135b-5p and APC could provide a more holistic view of the regulatory networks at play.

In conclusion, the article presents significant advancements in understanding the molecular mechanisms of glioma
progression and identifies GASS as a potential therapeutic target. The authors’ findings are well-supported by comprehensive
experimental evidence and offer a promising direction for future research and therapeutic development. I look forward to

seeing further investigations that build on these findings and advance the field of glioma research.

Disclosure
The authors report no conflicts of interest in this communication.

Biologics: Targets and Therapy 2024:18 143—144 143
Received: 23 May 2024 © 2024 Mahdi et al. This work is published and licensed by Dove Medical Press Limited. The full terms of this license are available at https:/www.dovepress.com/terms.
Accepted: 30 May 2024 AT php and incorporate the Creative Commons Attribution — Non Commercial (unported, v3.0) License (http:/creati org/lice by-nc/3.0/). By accessing the

work you hereby accept the Terms. Non-commercial uses of the work are permitted without any further permission from Dove Medical Press Limited, provided the work is properly attributed. For
permission for commercial use of this work, please see paragraphs 4.2 and 5 of our Terms (https://www.dovepress.com/terms.php).

Published: 5 June 2024


http://www.dovepress.com/permissions.php
https://www.dovepress.com/terms.php
https://www.dovepress.com/terms.php
http://creativecommons.org/licenses/by-nc/3.0/
https://www.dovepress.com/terms.php
https://www.dovepress.com

Mahdi et al Dove

References

1.

Zhang J, You Q, Wang Y, Ji J. LncRNA GAS5 modulates the progression of glioma through repressing miR-135b-5p and upregulating APC.
Biologics. 2024;18:129-142. doi:10.2147/BTT.S454058
. Bodmer WEF, Bailey CJ, Bodmer J, et al. Localization of the gene for familial adenomatous polyposis on chromosome 5. Nature. 1987;328

(6131):614-616. doi:10.1038/328614a0
. Kinzler KW, Nilbert MC, Su LK, et al. Identification of FAP locus genes from chromosome 5q21. Science. 1991;253(5020):661-665. doi:10.1126/

science.1651562
. Nagel R, le Sage C, Diosdado B, et al. Regulation of the adenomatous polyposis coli gene by the miR-135 family in colorectal cancer. Cancer Res.
2008;68(14):5795-5802. doi:10.1158/0008-5472.CAN-08-0951

Dove Medical Press encourages responsible, free and frank academic debate. The contentTxt of the Biologics: Targets and Therapy ‘letters to the editor’ section does not necessarily
represent the views of Dove Medical Press, its officers, agents, employees, related entities or the Biologics: Targets and Therapy editors. While all reasonable steps have been taken to
confirm the contentTxt of each letter, Dove Medical Press accepts no liability in respect of the contentTxt of any letter, nor is it responsible for the contentTxt and accuracy of any letter
to the editor.

Biologics: Targets and Therapy Dove

Publish your work in this journal

Biologics: Targets and Therapy is an international, peer-reviewed journal focusing on the patho-physiological rationale for and clinical application
of Biologic agents in the management of autoimmune diseases, cancers or other pathologies where a molecular target can be identified.
This journal is indexed on PubMed Central, CAS, EMBase, Scopus and the Elsevier Bibliographic databases. The manuscript management
system is completely online and includes a very quick and fair peer-review system, which is all easy to use. Visit http://www.dovepress.com/
testimonials.php to read real quotes from published authors.

Submit your manuscript here: https://www.dovepress.com/biologics-targets-and-therapy-journal

https:

144 n W in u Dove Biologics: Targets and Therapy 2024:18


https://doi.org/10.2147/BTT.S454058
https://doi.org/10.1038/328614a0
https://doi.org/10.1126/science.1651562
https://doi.org/10.1126/science.1651562
https://doi.org/10.1158/0008-5472.CAN-08-0951
https://www.dovepress.com
http://www.dovepress.com/testimonials.php
http://www.dovepress.com/testimonials.php
https://www.facebook.com/DoveMedicalPress/
https://twitter.com/dovepress
https://www.linkedin.com/company/dove-medical-press
https://www.youtube.com/user/dovepress
https://www.dovepress.com
https://www.dovepress.com

	Dear editor
	Disclosure

