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The efficacy of RAGE-DNA aptamer for prevention of hypertensive nephropathy
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Urine RAGE concentration was found to be increased over time in MRL-Ipr
mice, SLE-prone mice. The increase in urine RAGE was also parallel with urine NAG concentration, a
marker of tubular damage. To determine whether RAGE-targeting therapy is beneficial for lupus
nephritis, we created DNA-aptamer directed against RAGE (RAGE-apt) that can inhibit RAGE function as

an antagonist and we injected RAGE-apt into MRL-lpr mice subcutaneously for 8 weeks. The mice
treated with RAGE-apt showed the decrease in plasma BUN and IgG and the increase in plasma C3
levels, suggesting that RAGE-apt improved renal dysfunction and immune system abnormality.
Histological analysis demonstrated that RAGE-apt reduced the formation of crescent and wire loop
lesion and suppressed macrophages infiltration. Further, RAGE-apt reduced the production of
inflammatory cytokines in MRL-Ipr mice. Therefore, RAGE-apt can become a potent novel therapeutic
strategy for inhibiting the progression of lupus nephritis.
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PlasmaK  (mEq/L) 64203 84£03 = 73402 ##
Plasma IgG  (mg/dL) 203£30 210.1£17.6% 145.6£153%#
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