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Triptolide in treatment of autosomal dominant polycystic kidney disease: present and future
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[Abstract] Autosomal dominant polycystic kidney disease (ADPKD) is the most common single gene hereditary kidney
disease, which is characterized by formation and persistent growth of renal cysts, damaging the structure and function of the
kidneys and finally leading to end stage renal disease. By now there has been no effective therapy in clinical practice. Triptolide,
an active diterpene extracted from a traditional Chinese medicine Leigongteng, has anti-inflammation and anti-proliferation

effect. Animal studies have shown that triptolide can inhibit cyst formation and protect the renal function, laying a foundation

for future clinical use.
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2 [a) R o . dn o] BT a2 W T T D OR A L I 4 £
W 95 R S AT A — A R A A e Y M XA . 2006 4F — 0
KA KA 5 (Consortium for Radiologic Imaging Studies of
Polycystic Kidney Disease, CRISP) X} 241 5] & H4 1 % 5 1L £E
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fi (cyclin-dependent kinase, CDK) 1 il 5] | 1fiL 4 i JE 28 32 AR 4%
P Casopressin V2 receptor antagonist) , PPARY i 3 77 55
BAT 30 2 b 2B K AR TS B BT OR 2 B0E AL T I IR 38 By
BOT, B2 255 o A5 AL b e WA VR T BUR /Y T
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