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ABSTRACT Objective To explore the effect of Xinfeng Capsule (XC) on lipoprotein metabolism of
rheumatoid arthritis (RA) patients. Methods Totally 180 RA patients were assigned to the experimental
group and the control group by random digit table, 90 in each group. Patients in the experimental group took
XC (three pills each time, three times daily ), while those in the control group took Methotrexate Tablet
(four tablets each time, once per week ). One month consisted of one therapeutic course and all patients
were treated for two therapeutic courses. A healthy control group consisting of 60 patients was also set up.
Changes of lipoprotein indices, clinical efficacy, lipid metabolism, joint symptoms and signs, activity indi-
cators were observed, and correlation analyses were performed. Results Compared with the healthy con-
trol group, expression levels of prealbumin (PA), globulin (GLO), high-density lipoprotein (HDL), apoli-
poprotein A1 (Apo-A1) were lowered in RA patients (P <0.05, P <0.01). Correlation analyses showed that
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PA was negatively correlated with joint tenderness, morning stiffness time, disease activity score (DAS-
28), C-reactive protein (CRP), interleukin (IL)-6, respectively. Total protein ( TP) was negatively corre-
lated with joint tenderness. GLO was negatively correlated with joint tenderness and DAS-28. HDL was
negatively correlated with erythrocyte sedimentation rate (ESR) and endothelin (ET)-1. Apo-A1 was neg-
atively correlated with joint pain; Apo-B was negatively correlated with CRP; LDL was negatively correla-
ted with morning stiffness time (P <0.05, P <0.01). Compared with before treatment, expression levels
of PA, HDL, Apo-A1, Apo-B, and serum IL-10 contents increased, and expression levels of ESR, CRP,
IL-6, ET-1, joint pain, joint swelling, morning stiffness time, and DAS-28 decreased in the experimental
group (P <0.05, P<0.01). PA increased more after treatment than before treatment in the control group
(P <0.01). There was statistical difference in joint symptoms (except joint tenderness) and activity indi-
ces (except ET-1) in the control group (P <0.05, P <0.01). Compared with the control group after treat-
ment, PA and HDL increased, ET-1 and duration of morning stiffness decreased in the experimental

-1061 -

group (all P <0.05). Conclusions

Lipoprotein metabolic disorder exists in RA patients, and it is associ-

ated with disease activity. XC could obviously improve lipoprotein metabolism and joint symptoms.
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