G PR 25T 1 20124F5 F 4310454531 Clinical Medication Journal,May 2012,Vol.10,No.3 o« ERIFY -

FEPRBXRAS LDBHENRRMHPTE

(1E &) EE

(45 E3

SBEXZPUERE/AR ( £ 200032)

| JEEARE £ 75 ( non-steroid anti-inflammatory drugs, NSAIDs ) S AEREEHSIEBEPHEIARKN, £

GRS H M Rm A BB MM E I Z5Y, FSE— LR AR, W ETHENBENCM
BEHWOHERFMEZEFHNER, X NSAIDs 25 B AR R RN B A A EE M IGKRFIE 508
&, NSAIDs f0fF i N F A SFISANEE, HRUBLEARNNFIENRENEE, HREREZT
NSAIDs BxFo KEIRANRFILTENZHEMERNERA. FEELERITNEE, X NSAIDs 5
ERRENZE SR ABENAZAN S BIERFFTRBGIB1E .

[ 8 i\ FEEEELH, FELE AREN
(FESZES] RS73 (XHktrERD] A
[ E % =) 1672-3384 (2012) -03-0006-05

Management of the upper gastrointestinal adverse effect of

[Writers]
[Abstract]

non-steroid anti-inflammatory drugs
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Non-steroid anti-inflammatory drugs (NSAIDs) is a group of commonly prescribed drugs with anti-
inflammatory, analgesic, antipyretic properties. They all have an effect on inhibiting cyclooxygenase (COX)
activity and blocking inflammatory prostaglandins synthesis. Based on their selectivity on COX isoenzymes,
they were categorized into non-selective COX inhibitors, selective and highly selective COX-2 inhibitors.
The clinical usage of NSAIDs may induce gastrointestinal adverse effect to varying degrees, and is one
of the major causes of peptic ulcer and upper gastrointestinal bleeding in the patients, especially the high-
risk population. In addition, some of the NSAIDs may increase the risk of cardiovascular events including
acute myocardial infarction and stroke. The selection of NSAIDs and the prevention of their adverse effects
have significant clinical and economic importance. NSAIDs should be administrated to appropriate and
obligatory patients, with the minimum dosage and duration, and avoid being used in combination. Long-term
administration should be limited to those patients that intolerant to other types of analgesia and compliant with
frequent follow-up. For those patients with high risk of gastrointestinal adverse effects of NSAIDs, the selection

of drugs should refer to current guideline for NSAIDs use and take preventing measures.
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