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[ Abstract] Objective: To summarize the recent pharmacological research progress and clinical
use of Multi-glycoside of 7ripterygium Wilfordi Hook,f.(GTW). Methods: We collected the latest
researches related to the pharmacological reaction and clinical use of GTW, and then gave the analysis
and summary. Results and Conclusion: Triptolide, as the major active component of GTW, is converted
into metabolites /7 vivo through cytochrome P450 system. Triptolide has the effect of anti-inflammation,
immunosuppression, and podocyte protection, etc. GTW can effectively reduce proteinuria when used in
treating primary or secondary glomerulonephritis. The main adverse reactions are genital system damage
and renal or hepatic damage. GTW is cheap and has a high cost-benefit ratio. But the pharmaceutical
quality of GTW is unstable, which impactsits clinical use.
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[ Abstract] Objective: To systemically study the progress of the drugs in gout treatment. Methods:

To systemically review the literatures both domestic and abroad in recent years, and summarize the new

progress of the drugs in different period of gout treatment. Results: NSAIDs, colchicine and corticosteroid

are considered to be the first-line option for acute gout. IL-1 receptor antagonist is good for the patients

with contraindications to traditional medicines. In the period of chronic gout treatment, febuxostat has

good efficiency and tolerance. Uricase can also lower uric acid levels effectively. Conclusion: In recent

years, there are new drugs such as IL-1 receptor antagonist, febuxostat and uricase, which are used in

different period of gout. The new drugs endow the clinicians with more choices in the treatment of gout.

[ Keywords ] gout; hyperuricemia; urate-lowering drugs
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