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Introduction Methods

Animal prepration

Role of Calcium Channel Blockers (CCBs) Proposed Mechanisms for T-type » To investigate whether the Male CS7BLI6 mice with UUIO or sham surgery
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Efonidipine (EFP): 50 mg/kg/day via oral gavage
Blood pressure measurement
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Results
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Summary

* Renal interstitial fibrosis, inflammation and apoptosis in the obstructed kidneys were suppressed more efficiently by nonhypotensive dose of T-type calcium channel blocker
than by one of L-type calcium channel blocker.

» T-type calcium channel blocker promoted the expression of anti-oxidant enzymes which would be induced by activation of Nrf2 including enhancement of nuclear
translocation of cytosolic Nrf2.
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