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[image: image1.png]Table 1. Gene expression changes in vehicle, NMDA, TR and TR+DPCPX groups.

Group Calpain 1 CABINI Calcineurin
Vehicle Group 1.011 +0.057 1.02 +0.046 1.00 +0.122
NMDA Group 2.068 +0.124"™ 0.243 +0.024™ 1.925+0.119"™
TR Group 1313 +0.062%# 0.815 +0.022"## 1.2 +0.1227##

TR +DPCPX Group  1.5+0.054""%S  (.652+0.031""##S 2,052 +0.211""##$
*#%p<(0.001 vs Vehicle, **p<0.01 vs Vehicle, *p<0.001 vs NMDA, $ p<0.05 vs TR.



 
Introduction. Glutamate-mediated retinal excitotoxicity contributes to glaucoma pathogenesis. Modulation of adenosine A1 receptor (AA1R) counteract this process. Trans resveratrol (TR), a potent antioxidant, stimulates AA1R activity and may offer therapeutic benefit.
Aims. To investigate effect of TR on calpain-1, CABIN1 and calcineurin gene expression in NMDA-induced retinal excitotoxicity rat model through AA1R modulation.
Methods. Thirty-two Sprague Dawley rats were divided into four groups; Vehicle group received PBS; NMDA group received NMDA (160 nmol); TR group was pretreated with TR (4 nmol) followed by NMDA; TR+DPCPX group was pretreated with TR (4 nmol) and DPCPX (AA1R antagonist, 8 nmol) followed by NMDA. All treatments were administered intravitreally. Rats were euthanized after 7 days, and retinal calpain-1, CABIN1 and calcineurin gene expression were measured using qPCR.

Results. Retinal calpain-1 and calcineurin gene expression were upregulated in NMDA compared to vehicle, TR and TR+DPCPX (p<0.001). In the TR, both genes were downregulated (p<0.05), comparable to vehicle. In comparison, both genes expression in TR+DPCPX remained elevated compared to vehicle and TR (p<0.001). Whereas retinal CABIN1 expression was downregulated in NMDA (p<0.01) but upregulated in TR (p<0.05), comparable to vehicle (Table 1).
Discussion. In this study, TR downregulates calpain, reducing calcium overload and restoring CABIN1, a negative regulator of calcineurin. Consequently, calcineurin-mediated apoptosis process was attenuated. These effects of TR appear to be partly mediated through its agonist activity at AA1R.
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