FHE 202341 ABS5EE 18
NEW CHINESE MEDICINE January 2023 Vol.55 No.l - 13

& L ERERIR @

HE TN Feb AT SR SR I 1 RIMUE i w2 25 DL A el
FEE, FLR, BEF, HEEL, D

1. IR EHRFMESE _ER, L #u/l 310005; 2. ¥HIHEHRFEMEFR, L #/M 310053

[(EE] £RBEF X (RA) A—FBikit, stk S 2 F XA T BGERRNGER, 250 A 5 2%
Whkm, PERBEEERE, PEIAS RAARRIARE AR, BEHNIF, MEREBLEZRA T25
Mo AREFREGHFRBIART, MERBRE, MESRARLRM W m, FREERTF LI,
IR EFE RGBT, WNmiFL RA WRENAE L b E RA MERFBLERIADEM, E2EFAMFEEL b EMA
. REFT @A R AMINE, NHEIRBERE . SREAR, AR, Mid RS 7 @Rt T RA M ERH
ARy A e, AP ER S RA ARAEHT SR,

[KgER] £RURXF X, MR, MR, MERAHE

[HEHES] R593.22 [XEtrEmE] A [XEHS] 0256-7415 (2023) 01-0013-05

DOI: 10.13457/j.cnki.jncm.2023.01.003

Study on Biological Basis of Pathogenesis of Rheumatoid Arthritis with Accumulation

of Spleen Deficiency and Dampness Toxin Based on Intestinal Barrier Dysfunction
GUAN Meihui, HUANG Yichen, HAN Tingfen, XIE Zhijun, SUN dJing

Abstract: Rheumatoid arthritis(RA) is a chronic, systemic autoimmune disease with erosive,
symmetric polyarthritis as its main clinical manifestation, which seriously affects the quality of life of
patients. Chinese medicine believes that the basic pathogenesis of RA is that spleen deficiency is the root,
and dampness toxin is the branch, and that the accumulation of spleen deficiency and dampness toxin is
the important pathogenesis of RA. Under the destruction of the intestinal barrier proposed by modern
medicine, the imbalance of intestinal flora and the increase of intestinal pathogens and their metabolites
lead to the increase of the secretion of inflammatory factors, causing the disorder of the immune system,
thus inducing RA. The above pathological mechanism is similar to the pathogenesis of RA with accumulation
of spleen deficiency and dampness toxin in Chinese medicine. Taking the connection between the intestinal
barrier and the physiology and pathology of spleen in Chinese medicine as the breakthrough point, the
authors discussed the biological basis of the pathogenesis of RA with accumulation of spleen deficiency and
dampness toxin from the aspects of intestinal mechanical barrier, immune barrier, biological barrier,
intestinal flora, etc., providing new ideas for the prevention and treatment of RA by Chinese medicine and
western medicine.
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