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This study explored the role of ATG4B in the autophagy process and found
a strong association with cancer prognosis. Autophagy is a critical process
by which cells remove damaged or unwanted materials, helping to maintain
cellular health. As a protease, ATG4B plays an important role in the autophagy
process. Especially 1in cancer cells, phosphorylation of ATG4B promotes
autophagy and is associated with poor prognosis in oral cancer patients.

However, the regulatory mechanism of ATG4B phosphorylation is still not
fully understood. By screening a specific gene library, this study found that
MAP3K11 is a key kinase that can promote the phosphorylation of ATG4B and
further enhance the enzymatic activity of ATG4B. When MAP3K11 is removed,
ATG4B phosphorylation decreases and autophagy is weakened, confirming the
important role of MAP3K11 in cancer cells.

In addition, our study pointed out that the expression of MAP3K1l in
tumor tissues of oral squamous cell carcinoma patients was higher than that
in normal tissues and was positively correlated with the expression of ATG4B
and its phosphorylated form. This shows that the high expression of MAP3K11
and ATG4B is closely related to the poor prognosis of oral cancer patients.
In particular, the high expression of MAP3K1l and ATG4B i1s related to the
lower survival rate of patients, providing a potential new direction for
future cancer treatment.

In summary, this study highlights the role of MAP3K11 in the autophagy
process of oral cancer cells and proposes MAP3K11 as a potential therapeutic
and diagnostic target for oral cancer patients. These findings deepen our
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understanding of how oral cancer cells use autophagy to promote malignant
growth and open up new avenues for future oral cancer treatments.

Reference: J Cell Physiol. 2022 Nov;237(11):4275-4291. doi: 10.1002/jcp. 30881.
Epub 2022 Sep 14.
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Concrete Results:

1. Invited Speech-Department of Biomedical Sciences, National Chung Cheng
University (Jan 5, 2024)

2. Excellent Performance in Course Evaluation-Kaohsiung Medical University
(Academic Year 112)

3. Teacher Research Paper Award-Kaohsiung Medical University (Academic Year
112)
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4. Guiding summer undergraduate students to win the best oral presentation
in the research paper poster competition - Kaohsiung Medical University
(113 Academic Years)

5. Guiding summer undergraduate students to win the top prize in the research

paper poster competition-Kaohsiung Medical University (Academic Year 113)

6. Guiding summer undergraduate students to win first place in the research

paper poster competition-Kaohsiung Medical University (Academic Year 113)

7. Guiding undergraduate students to win the top prize in the Student Paper
Poster Competition-College of Life Science, Kaohsiung Medical University

College (112 Academic Years)

8. Guiding college students to win the best work in the Student Paper Poster
Competition-College of Life Science, Kaohsiung Medical University College
(112 Academic Years)

[Research Team]

Team Members: Pei-Feng Liu, Chun-Feng Chen, Luo-Ping Ger, Wei-Lun Tsai, Ho-

Hsing Tseng, Cheng-Hsin Lee, Wen-Hsin Yang, Chih-Wen Shu
personal profile URLs:

https://biology. kmu. edu. tw/1index. php/en-gb/facul ty-members/233-
%E3%80%90chairmankE3%80%9111u, -pei-fengkEF%BC%8Fassociate-professor

Research Team Introduction: Our main research focus is on developing potential
biomarkers and therapeutic targets for cancer. We employ high-throughput
screening techniques such as siRNA gene library screening to identify these
potential biomarkers. We also utilize cancer cells and xenograft mouse models
to validate the molecular mechanisms of these biomarkers. In addition, we
also conduct clinical significance verification from collected patient
samples and clinical databases such as The Cancer Genome Atlas (TCGA) and so

on.
Research Contacts Email: pfliu@kmu. edu. tw
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