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Supplemental Figure 1: Pathway analysis using Gene Ontology showing the effect of exercise in NGT and T2D. Related

to Figure 1.
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Supplemental Figure 2: Presentation of selected genes response to exercise using the adipomax shiny app.

Graphical representation of PPARy (A) and CXCL2 (B) gene expression using online tool. C: Uniform Manifold

Approximation of the cibersort cell deconvolution analysis. Related to Figure 1.



Plasma OSM
407 iy
-o- NGTM
30
-# NGTF
.|
E 504 -~ T2DM
2 - T2DF
10
Y T T T
pre post rec
leg adipose 15+ ns
tissue o
£
D .3
= » S 1.0
O o
) o2
» [
L & £ 0.5
NGT
Pre 3h30 E
o
c
0.0-
Oh +3h30
C 1500 —
Abdominal subcutaneous 1000
adipose tissue 2
_ £ 500+
® € T
1 >0
\ A 1580% VO,max 29 Lo0-
) &2
& 200
T 3 00
Healthy men =
n=15
o_
OSM
vastus lateralis 30
skeletal muscle
N\ A 30'85% HR max 20
<=0, £
o
f o
, R 109
NGT I I
Pre Post 180
T2D
Recovery 0-

mRNA level
relative to control

*kk

e (O
20
IL6  CXCL2
OSM
. e NGT
e T2D
s
L) - L]
ECHE &L

+3h30

OSMR
2000~
b s« NGT
1500 ¢ T2D
[ ]
g. 1000
o
500 .
[ ] [ ]
0—
C AL & KO
FFE EFE

Supplemental Figure 3: OSM is increased by exercise in plasma and arise from subcutaneous adipose tissue depots

but not skeletal muscles. A: Plasma oncostatin-M level in men and women with either NGT or T2D (n=8 per group).

#time effect (2-way ANOVA on log-transformed values), ###p<0.001. B: ELISA of plasma OSM (n=9) and mRNA

expression level of the exercise- and recovery-responsive genes OSM, OSMR, COL1A1, MKI67, LIPG and TOP2A in leg

adipose tissue biopsies of men (n=7) before and 3h30 after breakfast. Wilcoxon Test, non-significant. C: mRNA expression

level of the exercise-responsive cytokines OSM, IL6 and CXCL2 in abdominal adipose tissue biopsies in young healthy

men before and just after a 15 cycling exercise bout. ***: p<0.001, Wilcoxon Test. D: raw CPM values of OSM and

OSMR in skeletal muscle biopsies of men with either NGT or T2D (n=17 and 20 per group). Mixed effect analysis, OSMR

data are log transformed. #time effect, ###p<0.001; *condition, ** p<0.01. Related to figure 5.
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Supplemental Figure 4: Candidates genes expressions in adipose tissue after fractionation and in adipocytes in vitro.

A-B-C: gene expression of GDF15, SFRP4 and MXRAS in cells derived from adipose tissue after fractionation. D-E-F-G:

Human preadipocytes were differentiated in vitro and exposed for 3h to isoproterenol or forskolin, and expression levels of

OSM and its receptors subunits OSMR, LIFR and IL6ST were measured by qPCR. Friedman’s test, *=p<0.05,

***=p<0.001. H: Correlation analysis between OSM expression at basal, post and recovery, as well as the induction in

response to exercise, and clinical parameters related to glucose control and adiposity. *=p<0.05. Related to Figure 4 and 5.
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