
Supplementary Figure 1. MuRF1 deletion protects against tumor-induced reduction in

soleus evoked forces during a fatiguing protocol. Evoked force data from WT mice (a, R2 =

0.9207 for Sham and 0.7112 for KPC D14-15) and MuRF1-/- mice (b, R2 = 0.9315 for Sham, 0.9371

for KPC D14-15 and 0.8244 for KPC D25-27) were fitted with an exponential one-phase decay

model (i.e. Y=(Y0 - Plateau)*exp(-K*X) + Plateau). Y = initial evoked force, K = decay rate constant

and Plateau = evoked forces at infinite time. Dashed lines depicts the one-phase decay model

curves. N = 4-5 per group. Data are presented as means ± SE.
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Ubiquitination site D8 D10 D12 D14 END D12 D16 END MuRF1 OE

desmin_308 2.1 2.7 2.5 2.0 1.6 -1.8 -2.1 -2.9 2.7

GAPDH_143 2.7 -1.0 1.4 1.0 1.5 -3.0 1.8 1.7 11.2

LDH-A_243 -1.7 -6.0 6.8 3.4 2.6 -5.8 -6.3 -4.4 3.5

MYH4_924 -1.7 -6.0 6.8 3.4 2.6 ND ND ND 3.9

MYLPF_105 -2.8 -1.9 1.3 2.2 -1.3 -2.0 -1.5 -1.2 2.6

MYLPF_112 -1.2 1.4 2.7 3.6 3.2 -1.5 -1.2 -1.9 4.8

SQSTIM1_13 1.1 8.8 6.4 26.8 48.0 -3.8 -4.1 -2.9 3.2

TNNT3_75 1.0 3.9 9.9 24.5 26.4 -2.0 -1.4 -1.3 5.1

MURF1_123 2.9 1.0 63.7 95.0 246.6 ND ND ND 45.3

MURF1_199 1.1 1.0 8.3 9.0 10.5 ND ND ND 123.6

MURF1_255 -1.3 -1.2 8.2 7.3 8.0 ND ND ND 212.3

titin_21631 1.1 1.2 -1.1 2.6 3.3 -13.5 -2.0 -2.9 5.7

titin_21921 1.2 -1.1 2.0 2.6 2.5 -1.3 -1.2 -1.1 3.2

titin_21944 1.8 1.6 1.8 5.6 5.2 -1.2 1.0 -1.2 61.4

titin_27043 -1.1 -1.1 1.8 4.4 4.9 -3.6 -3.9 -2.8 3.1

titin_27236 1.6 2.6 1.8 3.7 2.8 -2.4 -2.1 -5.6 3.5

titin_27460 -2.2 -1.3 1.1 2.6 3.6 -1.3 1.3 -1.9 9.2

titin_27654 -2.3 -2.0 4.9 21.5 14.9 -1.3 1.0 -4.6 3.6

titin_30935 2.3 2.7 5.0 10.4 9.9 -1.5 -1.1 -1.4 3.9

titin_32635 1.1 2.1 9.2 19.7 18.2 -6.7 -5.1 -7.3 8.1

VCP_231 -1.0 1.2 3.1 6.0 5.0 -1.3 -1.3 -1.5 4.7

MuRF1-/- WT

Supplementary Figure 2. Sites showing increased ubiquitination in response to KPC tumor

burden and MuRF1 overexpression (Baerh et al. 2021). Red indicates increased ubiquitination

levels and blue indicates reduced ubiquitination levels. ND = not detected. For each time point, 3-6

tibialis anterior muscle were pooled for analyses.
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Supplementary Figure 3. Bioinformatic enrichment analyses of skeletal muscle proteins

showing altered abundance in response to tumor burden in the presence and absence of

MURF1. (a) Canonical pathway enrichment analyses conducted on the skeletal muscle proteome

of wild-type (WT) mice on day 8, 10, 12, 14 and 16 (END) post-KPC cell inoculation. (b) GO and

KEGG terms enrichment analyses of proteins showing increased abundance in WT KPC END and

MuRF1-/- KPC END. (c) GO and KEGG terms enrichment analyses of proteins showing increased

abundance in WT KPC END but not in MuRF1-/- KPC END. (d) GO and KEGG terms enrichment

analyses of proteins showing decreased abundance in WT KPC END but not in MuRF1-/- KPC

END. For each time point, 3-6 tibialis anterior muscle were pooled for analyses.


