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Fig2. Fig. 2. Dimethyl fumarate prevented
oxygen-glucose deprivation/reperfusion
(OGD/R)-induced reduction of cell viability
in H9c2 cardiomyocytes. HI9c2 cells were
stimulated with dimethyl fumarate (10, 20
M) for 6 h, followed by exposure to
(B) 15 oxygen-glucose deprivation (6 h)/reperfusion
(24 h) (OGD/R). (A).Morphology of H9c2
i cells; (B). Cell viability of H9c2 cells was

-

Zz 10 # ] measured byMTT assay. (C). Apoptosis of
g \/ H9c2 cells as measured by TUNEL assay.
= (***,P < 0.001 vs. vehicle group; #, ##, P <
(5]

0.05, 0.01 vs. OGD/R group).




(A) mComm L . Fig. 3. Dimethyl fumarate reduced the expressi
5, " OGDIR +Dimethvl fumarate 10uM 600, " OGDR +Dimethyl fumarate 10uM on and secretions of proinflammatory cytokine

* OGOIR *Dimethylfumarate 204 e s and chemokines in H9c2 cardiomyocytes. H9

» c2 cells were stimulated with dimethyl fumarat

% < 400 e (10, 20 M) for 6 h, followed by exposure to
3 3 oxygen-glucose deprivation (6h)/reperfusion (2
g 5 4 h) (OGD/R).(A). mRNA levels of MCP-1, IL
€ 2 2001 -6, and IL-8 inH9c2 cells; (B). Secretions of M

CP-1, IL-6,and IL-8 (****, P < 0.0001 vs. vehi
clegroup; ##, ###, P < 0.01, 0.001 vs.OGD/R ¢

MCP-1 IL-6 IL-8 MCP-1 IL-6 IL-8 roup).
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Fig. 4. Dimethyl fumarate prevented oxygen-glucose
deprivation/reperfusion(OGD/R)-induced generatio

n of reactive oxygen species (ROS) in H9c2 cardi-o

myocytes. H9c2 cells were stimulated with dimethyl
fumarate (10, 20 M) for6 h, followed by exposure

to OGD/R. Production of reactive oxygen species(R

9 . 0OS) was measured by dihydroethidium (DHE) staini
ng (****, P <0.0001 vs.vehicle group; ##, ###, P <

0.01, 0.001 vs. OGD/R group).
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Tublin _ Fig. 6. Dimethyl fumarate reduced oxygen-glucose deprivation/reperfusion
i (OGD/R)-induced expression of ICAM-1 and tissue factor (TF) in H9c2 car-
diomyocytes. H9c2 cells were stimulated with dimethyl fumarate (10, 20 M)
3 - for 6 h, followed by exposure to OGD/R. (A). mRNA of tissue factor (TF)
= and ICAM-1; (B). Protein levels of tissue factor (TF) and ICAM-1 as
g2 = measured by ELISA assay (****,P < 0.0001 vs. vehicle group; ##, ###,P <
. 0.01, 0.001 vs. OGD/R group).
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Fig. 5. Dimethyl fumarate prevented oxygen-glucose deprivation/reperfusion (OGD/R)-induced oxidative stress in
H9c2 cardiomyocytes. H9c2 cells werestimulated with dimethyl fumarate (10, 20 M) for 6 h, followed by exposure to
OGDI/R. (A). mRNA of NOX4 as measured by real-time PCR; (B). Protein of NOX4 as measured by western blot
analysis (****, P < 0.0001 vs. vehiclegroup; ##, ###, P < 0.01, 0.001 vs. OGD/R group).



2 Fig. 7. Dimethyl fumarate reduced oxygen-glucose

g : " deprivation/reperfusion (OGD/R)-induced expression of Egr-1

5 - in H9c2 cardiomyocytes. Cells were stimulated with dimethyl

52 3 fumarate (10, 20 M) for 6 h, followed by exposure to OGD/R.
1 (A). mRNA of Egr-1; (B). Protein of Egr-1 (****, P < 0.0001
0! vs. vehicle group; ##, ###,P < 0.01, 0.001 vs. OGD/R group).
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Fig. 8. Silence of Egr-1 prevented oxygen-glucose deprivation/reperfusion (OGD/R)-induced expression of ICAM-1 and
tissue factor (TF) in H9c2 cardiomyocytes. H9c2 cardiomyocytes were transfected with Egr-1 siRNA or vehicle control
SiRNA, followed by exposure to OGD/R. (A). Western blot analysis revealed successfulknockdown of Egr-1; (B). mRNA
of TF and ICAM-1,; (C). Protein of TF and ICAM-1 as measured by ELISA (***, **** P < (0.001, 0.0001 vs. vehicle
group; ###,P < 0.001 vs. OGD/R group).
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#HRRIAT; DMF aJf#K OGD/RFESAY HOc2 OB E AR E A A FRIRIATN W, FrEinsE]
NOX4 RIERIAHNH OGD/R FESHI HIc2 4HEE ROS RIZERY; IS DMF [£(E OGD/R ESHY ICAM-1 5 TF A9%R

1A, b OGD/RESHY Egr-1 RIZRIA, MTER Egr-1 E4Fi%] OGD/R EFESHY ICAM-1 5 TFRIFRIA. LALFAR
Z<BA DMF i@ 1) NOX4 D OGD/R FESHIRIEMM B, FHEIF Egr-1 SSIEEEHPH OGD/R FESHY
TF#0 ICAM-1 B93RIX, HME OGD/R FESHIRERMANORIS.
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