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Fig. S1. Osmotin prevents LPS-induced neuroinflammatory processes via inhibiting 

TLR4-NfkB pathway. Shown are representative western blots probed with antibodies of 

TLR4 and p-NFκB in the cortex of adult mice. The protein bands were quantified using 

sigma gel software. The density values are expressed in arbitrary units as the mean ±SEM for 

the indicated proteins (n=5 animals per group). Symbols representation for treatment groups 

and level of significance are mentioned in data analysis section of material methods. 

 

 

 

 

 

 



 

 

 

 

Fig. S2. Osmotin binds to AdipoR1 to inhibit neuroinflammatory signaling in BV2 

microglial cells. Showed are representative immunoblots probed with antibody AdipoR1 in 

microglial cells. The protein bands were quantified using sigma gel software. The density 

values are expressed in arbitrary units as the mean ±SEM for the indicated proteins. Symbols 

for treatment groups and level of significance are mentioned in data analysis section of 

material methods.  

 

 

 

 

 

 



 

 

 

 

 

Fig. S3. Osmotin inhibits LPS-induced proteins expression of Aβ and p-Tau. Shown are 

representative western blots probed with antibodies of Aβ and p-Tau in the cortex of adult 

mice. The protein bands were quantified using sigma gel software. The density values are 

expressed in arbitrary units as the mean ±SEM for the indicated proteins (n=5 animals per 

group). Symbols for treatment groups and level of significance are mentioned in data analysis 

section of material methods.  

 

 

 

 



 

 

 

 

 

 

 

 

Fig. S4. Experimental scheme for effect of osmotin against LPS-induced memory 

impairment. Seven-week-old mice were trained for three trials per day for 4 days. Then, 

LPS (250 μg/kg) was administered intraperitoneally once daily for 7 days. Osmotin (15μg/g) 

was injected intraperitoneally along with LPS on day 4, 6 and 8. Test trials were performed 

subsequently. 

 

 

 

  

 

 



 

 

 

Fig. S5. Schematic diagram showing suggested neuroprotective mechanism for osmotin 

against LPS-induced neuroinflammation and neurodegeneration. The diagram showed 

possible mechanism by which osmotin prevent LPS-induced memory impairment, 

neuroinflammation and neurodegeneration via following the TLR4/ NFκB pathway. 

 


