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Clinical study on Thymopdypeptide Enteric-Coated Tablets combined with compound
chondroitin sulfate in treatment of rheumatoid arthritis
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Abstract: Objective To explore the clinical effects of Thymopdypeptide Enteric-Coated Tablets combined with compound
chondroitin sulfate in treatment of rheumatoid arthritis. Methods Patients (90 cases) with rheumatoid arthritis in Nanyang
Orthopedic Hospital from May 2015 to May 2016 were randomly divided into control and treatment groups, and each group had 45
cases. Patients in the control group were po administered with Compound Chondroitin Sulfate Tablets, 4 tablets/time, three times daily.
Patients in the treatment group were po administered with Thymopdypeptide Enteric-Coated Tablets on the basis of the control group,
2 tablets/time, three times daily. Patients in two groups were treated for 3 months. After treatment, clinical efficacy was evaluated, and
the clinical symptoms, arthritis indexes, and immunoglobulin content in two groups before and after treatment were compared.
Results After treatment, the clinical efficacy in the control and treatment groups were 80.00% and 93.33%, respectively, and there
were differences between two groups (P < 0.05). After treatment, the tender and swollen joints, and morning stiffness time in two
groups were significantly decreased, but the gripping force was significantly increased, the difference was statistically significant in the
same group (P < 0.05). And these clinical symptoms in the treatment group were significantly better than those in the control group,
with significant difference between two groups (P < 0.05). After treatment, the RF, ESR and CRP levels in two groups were

significantly decreased (P < 0.05). And these arthritis indexes in the treatment group were obviously lower than those in the
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control group (P < 0.05). After treatment, the IgG, IgA, and IgM in two groups were significantly decreased (P < 0.05). And the

immunoglobulin content in the treatment group was obviously lower than that in the control group (P < 0.05). Conclusion Thymopdypeptide

Enteric-Coated Tablets combined with compound chondroitin sulfate has a good clinical curative effect in treatment of rheumatoid

arthritis, which has a certain clinical application value.
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