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ABSTRACT
Oxidative stress is an imbalance between the

production and accumulation of reactive

oxygen species. Studies showed its

correlation along with inflammatory

conditions to the increase risk of developing

metabolic disorders such as obesity, which

Sulforaphane (SFN) can protect against. The

aim of this study is to explore the role of

oxidative stress in mediating the SFN action

in DIO mice via profiling of the oxidative

stress genes and its pathways involved in

skeletal muscles.
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CONCLUSION

Figure1. Chemical structure of sulforaphane [4].

Figure2. Body weight of WT and Nrf2 KO mice before and after 

treatment of SFN. 

Figure3. Change in daily food intake (g) in WT DIO-mice and KO NrF2 in 

response to SFN . 

Figure4. Plasma glucose levels of both the WT and NrF2 KO, after 4 

weeks of treatment by SFN.

Figure5. Plasma leptin levels (ng/ml) of both the WT and NrF2 KO, after 4 

weeks of treatment by SFN.

Figure6. ipGTT measurements (mg/dl) of both the WT and NrF2 KO, after 

4 weeks of treatment by SFN.

Figure7. Leptin gene expression in eWAT of both the WT and NrF2 KO, after 4 

weeks of treatment by SFN.

Figure8. Data set of genes involved in NRF2 mediate oxidative stress 

pathway.

Figure9. Network displays Free Radical Scavenging, Molecular Transport, 

and Small Molecule Biochemistry functions associated the data set of 

oxidative stress genes and interaction with the canonical pathways; 

In conclusion, this study has 

demonstrated that SFN has 

positively aided in the reduction of 

body weight in WT mice, through 

exerting its action on multiple 

oxidative genes in skeletal muscles 

downregulating them and 

upregulating antioxidant genes, 

while NrF2 KO mice did not show 

similar findings. Considering the 

complexity of the NRF2 mediated 

effects and their context 

dependency, it is inappropriate to 

define that NRF2 activation as 

strictly beneficial or harmful and 

more detailed research is needed to 

clarify the potential implementation 

of NRF2 modulation in obesity.


