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[ Abstract] Objective To observe the effect of combination therapies with methotrexate, sulfasalazine and
hydroxychloroquine on hyperlipemia of rheumatoid arthritis. Method  From 2009 November to 2010 November,
68 RA inpatients and outpatients in the department of rheumatism of our hospital were randomly divided into two
groups: A group and B group, 34 cases in each group. The patients in A group were given combination of
methotrexate, sulfasalazine, hydroxychloroquine sulfate for the treatment of RA, patients in B group, based on A
group's treatment, were treated by xuezhikang. Some indexes were observed in two group before treatment and 6
months after treatment, including cholesterolTC, low density lipoprotein cholesterol LDL-C , triglyceride TG ,
high density lipoprotein cholesterol HDL-C , swelling index, joint pain index, time of morning stiffness, C—
reactive protein CRP , erythrocyte sedimentation rate ESR and DAS28. Results  After 6 months’ treatment,
the serum levels of TC, TG,, LDL-C, both in two groups of patients, were lower than those before treatment,
and HDL-C was higher than that before treatment, there were significant differences (P< 0.05 or P<0.01) . After
6 months of treatment, DAS28, ESR, CRP, joint tenderness, joint swelling and morning stiffness time, both in

two groups RA patients, significantly reduced compared with before treatment, there were a very significant
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difference (P < 0.05 or P<0.01)

. After treatment, the above indexes had no statistically significant difference

between two groups (P>0.05) . Conclusion RA patients have abnormal blood lipid levels, disease—modifying

anti-rheumatic drugs have effect on blood lipid during remission joint disease in RA patients.
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Tab. 1 Comparison of general data in patients between two groups (X +53)
Mo n Ei CF) MW /%) BMIkg/m?) B (m) ®E (kg e (a)
A 2 34 53+8 34(14/20) 22.65+2.23 1.57 £0.07 56.23 +6.32 30+3.5
B 4 34 50+8 34(10/24) 21.56 +1.48 1.56 £ 0.05 57.36 £ 6.41 2.8+38
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Tab. 2 Comparison of biochemical indexes in patients between two groups (X +5)

EE Rl n TC (mmol/L) TG (mmol/L) HDL (mmol/L) LDL (mmol/L) ESR (mm/h) CRP (mg/dL)
A HIRYTTT 34 532+ 1.39 1.77+1.10 1.08 +0.14 3.35+0.88 29+ 14 3910
A HIBIY G 34 435+1.65° 1.09+0.79"  1.52£0.31" 2.04%0.69" 18+9.0" 26+ 7"
B ZIRYTHT 34 5.59+1.86 1.85+1.07 1.06 +0.33 3.12+0.76 27+ 14 39+ 12
B iBIT G 34 432+1.80" 129+084  1.16£0.98" 2.19+0.63" 19+ 8" 29+ 10™
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Tab. 3 Comparison of clinical indexes in patients between two groups

EE Rl n DAS28 JRAEETE] (min) KA ERREL () AT REL ()
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