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ZOLMITRIPTAN, A NEW ANTIMIG RAINE DRUG

Fu Weipeng, Liao Lianan

(Department of Chemstry, Xiamen University, Xiamen 361005)

ABSTRACT The synthesis, pharmacodynamics, pharmacokinetics ADRs, and drug interactions

of zolmitriptan were reviewed.
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PROGRESS IN THE STUDY OF NON-STEROIDAL ANTI-IMFLAMMATORY DRUGS

Shi Guiying
(the General Hospital of PLA, Beijing 100853)

ABSTRACT Aspirin and other NSAIDs have been the main agents for treatment of pain and in-
flammation associated with arthritis and rheumatism. Sir John V ane suggested that these agents exert-
ed their effects by inhibition of cyclooxygenase (COX) and resulted in reducing prostaglandins produc-
tion. Following the discovery of twoisoenzy mes of COX in 1991, COX-1 and COX-2, it is now believed
that the GI and renal side effects of NSAIDs are induced by COX-1 inhibition , whilst theirtherapeutic
effects are produced by COX-2 inhibition. Now some highly selective COX-2 inhibitors have been mar-
keted but whether their GI side effects were improved need to be confirmed.

KEY WORDS Non-steroidal anti-inflammatory drugs; Cyclooxygenase-2 inhibitor
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