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Small dose of leflunomide for rheumatoid arthritis™®
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ABSTRACT Objectives: To prospectively study the efficiency of low-dose leflunomide in active rheumatoid arthritis with
sulphasalazine. Methods: thirty-two subjects with active rheumatoid arthritis were randomized assigned to low dose leflunomide(omitting
loading dose, maintenance dosel0mg/day) or sulphasalazine for six months. The primary end-points were tender and swollen joint counts
and global physician and patients assessments. Results: After six months, the mean changes in the low-dose leflunomide and
sulphasalazine, respectively, were -9.7 and -8.3 for tender joint count(p<0.05); -7.6 and -6.7 for swollen joint count(p<0.05); -1.1 and -1.0
for physician global assessment(p<0.05); -1.1 and -1.1 for patients global assessment(p>0.05); the improved HAQ scores and C-reactive
protein in leflunomide group were higher when comared with those of controlled group, while the ACR response in the two groups were
comparable. The adverse events for patients received low-dose leflunomide were slightly except for two drug-related hypertension.
Conclusion: Low-dose leflunomide used in the study were efficacious for active rheumatoid arthritis treatment compared with
sulphasalazine, and it was well tolerated.
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Table 1 Demographics of patients in baseline
Leflunomide(n=16) Sulphasalazine (n=14)
Age 58.3% 10.6 57.6x 10.1
Women(%) 72.1% 75.4%
Duration of RA(years) 42+ 35 4.7+ 6.2
Concomitant corticosteroids(%) 15.2 12.4
Concomitant NSAIDs(%) 82.0 83.6
Previous DMARD:s treatment(%) 423 46.7
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Table 2 Changes of primary clinical efficacy end-points after treatment

Leflunomide(n=16) Sulphasalazine (n=14) P value
Tender joint count
Baseline 16.3+ 6.6 16.7+ 6.3
A 9.7+ 7.9 -8.3+ 7.9 <0.05
Swollen joint count
Baseline 15.8+ 5.6 16.2+ 5.9
A -7.6% 6.5 -6.7 5.8 <0.05
Physician global assessment
Baseline 3.6 0.6 3.5 0.6
A -1.1£ 1.0 -1.0£ 0.9 <0.05
Patients global assessment
Baseline 3.5+ 0.6 3.7 0.7
A -1.1£ 1.0 -1.1% 1.0 NS

NS, not significant. VAS indicates visual analog scale(range,0-100mm)

Table 3 Changes of secondary clinical efficacy end-points after treatment

Leflunomide(n=16) Sulphasalazine (n=14) P value
Pain intensity(VAS mm)
Baseline 552+ 21.5 57.2+ 19.3
A -26.5% 24.1 -24.7+ 23.1 NS
Morning stiffness(min)
Baseline 121.7+ 105.2 116.8% 98.7
A -87+ 93 =72+ 102 NS
HAQ
Baseline 1.1+ 0.5 1.1+ 0.6
A -0.52+ 0.47 -0.48+ 0.5 <0.05
CRP(mg/L)
Baseline 45+ 38 39+ 36
A -23+ 31 -18% 26 <0.05
NS, not significant
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