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Abstract The paper stated the characteristics of traditional Chinese and Western medicine in preclinical
rheumatoid arthritis (pre-RA) from the diagnosis and treatment, and it is pointed out that the risks of pre-RA
progressing to RA varies depending on genetics, the environmental factors and symptoms. RA manifests in diverse
ways during the preclinical stages, and special attention is needed for diagnosis and treatment due to the differing
focus of various examinations, integrating clinical presentations with pertinent laboratory indexes improves
clinical assessment to guide targeted treatment. In addition, patients should engage in joint exercises to enhance

independence in daily activities; addressing the psychological distress caused by the disease proactively helps

prevent the progression of diseases.
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