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PROGRAM OVERVIEW, FRIDAY, DECEMBER 12, 2025

K 
11:15 – 12:30	� HALL B
BASIC SCIENCE
Novel insights into muscle atrophy and 
hypertrophy mechanisms 
(each talk 15 minutes)

Chairs:	Andrea Bonetto (USA) 
Denis Guttridge (USA)

1. 11:15 – 11:30
Do hypertrophying muscles reprogram 
their metabolism like cancer cells?
Henning Wackerhage (Germany)

2. 11:30 – 11:45
Tumor-derived ADAMTSL4 drives muscle 
atrophy and fibrosis in cancer cachexia 
Mauricio Berriel Diaz (Germany)

3. 11:45 – 12:00
Integration of single nucleus multi-omics 
with spatial transcriptomics identifies the 
molecular signature of muscle wasting in 
cancer cachexia
Marco Sandri (Italy)

4. 12:00 – 12:15
The role of skeletal muscle fibrosis in 
cancer cachexia
Andrew Judge (USA)
12:15 – 12:30
Discussion

L 
11:15 – 12:30� HALL A
GENERAL CACHEXIA
Recent advances in cachexia. Research in 
chronic illness – update 2025 
(each talk 12 minutes)

Chairs:	Lars Larsson (Sweden) 
Robert Mak (USA)

1. 11:15 – 11:27
COPD cachexia
Annemie Schols (The Netherlands)

2. 11:27 – 11:39
CKD cachexia
Angela Wang (Singapore)

3. 11:39 – 11:51
Heart failure with cachexia
Wolfram Doehner (Germany)

4. 11:51 – 12:03
Cancer cachexia
Egidio Del Fabbro (USA)

5. 12:03 – 12:15
Cachexia in neurological diseases
Fabrizio Stocchi (Italy)
12:15 – 12:30
Discussion

12:30 – 13:45
LUNCH BREAK

12:45 – 13:30	� HALL A
Defining meaningful endpoints in cancer cachexia: a patient-to-regulatory perspective

Moderator: 
Richard Dunne, University of Rochester, USA

Panel Discussants: 
Carole Motycka, Fight CRC, USA 
Abigail Newell, Cancer Support Community, USA 
Susan Martin, Research Triangle Institute, USA 

(Symposium supported by Pfizer)







































































































K3 (15 minutes) 

Integration of single nucleus multi-omics with spatial transcriptomics identifies the molecular 
signature of muscle wasting in cancer cachexia 

Marco Sandri 
Department of Biomedical Sciences, University of Padova, Padova, Italy ; Veneto Institute of Molecular 
Medicine, Padova, Italy  

One third of cancer death is due to cachexia, a metabolic syndrome for which effective therapeutics have 
yet to be developed. We have shown that diminished Bone Morphogenic Protein (BMP) signaling is 
observed with the onset of skeletal muscle wasting associated with cancer cachexia in mouse models and in 
human cancer patients and promoted myofiber denervation1,2. Here, by combining single nucleus (sn) 
multiomic approach, spatial transcriptomic and human derived neuromuscular organoids (NMOs) 
we have characterized the cellular and gene networks underpinning cancer-induced cachexia and 
developed a multi target RNA based therapy to counteract this syndrome. Our findings revealed that FoxOs 
drove the catabolic signature in different cell types during cachexia. The simultaneous inhibition of FoxO1, 3 
restored a normal BMP signaling and  resulted in anabolic, anti-catabolic and pro-neurotrophic action in 
tumor bearing mice and human NMOs. These findings pave the way for an innovative therapy that will 
match with the concept of precision medicine and could be broadly applied to many other muscle wasting 
diseases.  

References:
1) Sartori R et al. Perturbed BMP signaling and denervation promote muscle wasting in cancer cachexia. Sci
Transl Med. 2021 Aug 4;13(605): eaay9592.
2) Sartori R. et al. BMP signaling controls muscle mass. Nat Genet. 2013 Nov;45(11):1309-18.
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