Thema: 

The master program on Molecular Biology - Biomedice is pleased to announce you that on 23rd-24th October 2025, the Master theses of the graduate students of M.Sc. program "Molecular Biology - Biomedicine" are going to be presented in the C. Fotakis Seminar Room, FoRTH's building. The program and poster are attached. Zoom meetings are available for both days and the zoom links are the following:

Thursday 23rd October 2025:

Join Zoom Meeting
https://uoc-gr.zoom.us/j/81984713908?pwd=ir9mf1yPTMrUMVxvvRfkz7s6Ih5Upj.1
Meeting ID: 819 8471 3908
Passcode: 393114

Friday 24th October 2025:

Join Zoom Meeting
https://uoc-gr.zoom.us/j/84420959581?pwd=IF2FvQobr2am6f5NqBHHRtuv661RiO.1
Meeting ID: 844 2095 9581
Passcode: 662448

We are also thrilled to announced that on Thursday, October 23rd at 13:30, we will be hosting via ZOOM Mr. George Z. Mentis, PhD, as a keynote speaker, who will honor us by delivering a lecture on his groundbreaking research at the Columbia University, USA. More details follow bellow:

Keynote Lecture / Sensory-Motor neuronal dysfunction, as an essential pathomechanism in the neurodegenerative disease Spinal Muscular Atrophy (SMA)
George Z. MENTIS
Professor of Pathology and Cell Biology (in Neurology)

Columbia University, Department of Pathology and Cell Biology

Background: Mr. Mentis's lab has been working on disease-related questions involved in the pathogenesis of the neurodegenerative disease SMA for over 20 years. Back in 2011, I published the first paper (Mentis et al, 2011 at Neuron, https://pubmed.ncbi.nlm.nih.gov/21315257/) in SMA, where we proposed that the disease may be coming about due to selective dysfunction of a type of sensory synapses (proprioceptive) that contact spinal motor neurons. The data was compelling and demonstrated that those synapses are dysfunctioning prior to any death of motor neurons, the hallmark of disease! This raised significant attention because it was outside the current "dogma", which was thought to be that the disease phenotype is simply due to the loss (or death) of spinal motor neurons. We followed up on this question with another paper (Fletcher et al, 2017; https://pubmed.ncbi.nlm.nih.gov/28504671/) in which we uncovered the sequence of pathological events by which sensory synapses govern and regulate the extent and strength of motor neuron firing, ultimately explaining the muscle paralysis observed in SMA patients. To test whether the mechanisms that we uncovered in SMA mouse models, have any relevance to human patients suffering from SMA, we tested whether SMA patients had a dysfunction in proprioception (sense of space and time of different muscles in the body). Remarkably we found that our observations in SMA mice, are indeed very similar to those we observed in SMA patients. We reported earlier this year these findings (Simon et al, 2025; https://pubmed.ncbi.nlm.nih.gov/39982868/). Above all, we also asked the following question: if indeed, proprioceptive dysfunction is so involved in the disease pathogenesis, can we reverse the severity of the phenotype in SMA patients and provide behavioral benefit? To address this, we collaborated with the labs of Marco Capogrosso and Elvira Pirondini (both at the Univ of Pittsburgh) and stimulated the spinal cord (epidurally) of 3 SMA patients. The results were astonishing; we found that there was a spectacular behavioral benefit (in terms of muscle strength and less fatiguability) and reversal of disease, even after one month of stimulation (2hrs/day); these results were published earlier this year (Prat-Ortega et al, 2025; https://pubmed.ncbi.nlm.nih.gov/39910271/).

We hope to see you all there!

With kind regards,

M.Sc. "Molecular Biology - Biomedicine"
