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Effect of Xinfeng Capsule on lipo-protein metabolism in patients with active rheumatoid arthritis
Pan Yuzhen™ ,Liu Jian,Yu Hongwu ,Zhu Yan,Wu Bingkun ,Yang Jia,Cao Yunyan ,Hu Xue( * Department of Geriatrics ,
the Second Hospital of Anhui University of Chinese Medicine , Hefei 230061 , China )

[ Abstract] Objective To study the effect of Xinfeng Capsule ( XFC) on lipo-protein metabolism in patients
with active rheumatoid arthritis (RA ). Methods Sixty-five patients with active RA were divided into the treating group
with 40 patients( XFC group) ,the control group with 25 patients( MTX group) and the normal group (NC) including 20
healthy subjects according to the random number table. The changes in lipoprotein index, clinical efficacy,lipid metabo-
lism, symptoms and signs of arthrosis and the changes and correlation analysis of activity index of patients in each group
were observed. Results  Compared with those of the NC group, the prealbumin ( PA), total protein ( TP) , albumin
(ALB) ,high density lipoprotein (HDL) and ApolipoproteinAl (ApoAl) of the simple RA group and the combined RA
group significantly decreased (P <0.05). Compared with those of the combined RA group,the TP and GLO of the sim-
ple RA group significantly increased ( P <0.05) while ApoB significantly decreased. HDL was positively correlated with
IgM, and negatively correlated with ESR and CRP(P <0.05). ApoAl was positively correlated with IgM and C3 and
negatively correlated with ESR,CRP and arthritis( P <0.05). No significant difference was shown between the general
efficiency of the two groups( P >0.05) ,but the marked effective rate of the treatment group was higher than that of the
control group( P <0.05). There was no significant difference between the pre-treatment clinical index of the two treat-
ment groups( P >0.05) ; compared with the conditions before treatment, both treatments can significantly lower ASO,
ESR,CRP,a-AGP and RF and significantly attenuate arthralgia, arthrocele,joint tenderness and time of morning stiffness
(P<0.05 or P <0.01). Compared with the pre-treatment index ,PA,HDL, ApoAl and ApoB of the treatment group sig-
nificantly increased( P <0.05 or P <0.01) ;but in the control group, there was no significant change in all the index

(P >0.05) except a significant increase of PA( P <0.01 ). Compared with the control group,the treatment group showed
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that PA significantly increased,ESR significantly decreased and the effect in improving arthralgia, arthrocele, joint ten-

derness and time of morning stiffness was significantly superior to that of the control group( P <0.05 or P <0.01). Con-

clusion The abnormality of lipoprotein metabolism exists in RA patients. XFC can improve immunity and guard against

inflammation , increase lipoprotein metabolism by modulating the balance of cytokines.
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