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Effects of non-steroidal anti-inflammatory drugs on intestinal

permeability and the protective effect of teprenone
Gao Erpeng' Wang Guosheng' Liu Xiaochang® et al
(' Dept of Rheumatology Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001;
*Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of non-steroidal anti-inflammatory drugs ( NSAIDs) on intestinal
permeability and the protection of teprenone in patients with rheumatoid arthritis ( RA) and osteoarthritis ( OA) .
Methods Thirty patients with RA 16 patients with OA 5 patients with other rheumatic diseases and 10 healthy
controls were enrolled in the study. High performance liquid chromatography was used to determine urine lactulose
and mannitol ( L/M) excretion ratio. L./M excretion ratio was compared before and after NSAIDs use and combina—
tion of NSAIDs and teprenone. Results (1) Compared with healthy controls L/M excretion ratio increased in 17
patients without NSIADs but the difference was not statistically significant. L./M excretion ratio in 34 patients with
NSAIDs was significantly higher than that in patients without NSAIDs ( P <0.01) ; L/M excretion ratio in patients
with combination of NSAIDs and teprenone was significantly lower than that in patients wtih NSAIDs ( P <0.01) ;
@) L/M excretion ratio in patients with different NSAIDs therapy was oxaprozin < diclofenac < lornoxicam but the
differences were not statistically significant; (3) The L/M ratio in patients with RA was significantly higher than that
in patients with OA and healthy controls ( P <0.05) . Conclusion NSAIDs increase the permeability of the intes—
tinal mucosa in patients with arthritis. The change of intestinal mucosal permeability is unrelated to COX2 selec—
tion. Intestinal permeability in patients with rheumatoid arthritis increases significantly. Teprenone can protect in—
testinal permeability against NSAIDs.
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