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CsA is commonly used following organ transplant to
prevent organ rejection and in other diseases such
rheumatoid arthritis, atopic dermatitis, and psoriasis.
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Figure 5: Effects on renal function with a single IV dose of CsA at 3, 4, 5, and 10 mg/kg
for 24 hours include ATP levels (left) and instantaneous urinary aGST (right).
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