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Effect of puerarin on expression of TLR4/NK-kB pathway of acute
gouty arthritis rats*
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Abstract: Objective To observe the effect of puerarin on treating acute gouty arthritis (AGA) rats, and to
discuss the mechanism of puerarin on the basis of TLR4/NF-«xB signal pathway. Methods Sixty male SD rats were
randomly divided into 4 groups: normal group, model group, colchicine group and puerarin group, and 15 rats in
each gruop. After establishing AGA rats by Coderre method and a 2-week treatment, AGA rats joint swelling data
were recorded; the pathological changes of synovial tissue were observed by optical microscope; the content of IL-1
and TNF-a in joint cavity washing liquid, the expression of TLR4 and NF-kB in synovial tissues were detected
by ELISA and immunohistochemistry respectively. Results After treatment, each observation index improved in
varying degrees. Among 3 groups, variance analysis showed that AGA rats joints swelling data, the content of IL-1

and TNF-a in joint cavity washing liquid and the expression of TLR4 and NF-kB in synovial tissues have seen the
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remarkable difference (P < 0.05). Q test showed that joints swelling data, the content of IL-1f and TNF-a in joint

cavity washing liquid and the expression of TLR4 and NF-kB in synovial tissues all decreased significantly in

puerarin group, compared with model group and colchicine group. [ Conclusions ] Puerarin may inhibite TLR4/

NF-kB pathway, thus inhibiting IL-18 and TNF-a, and consequently plays a crucial role in the treatment of AGA

rats.
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ml BHOKANBRA W, #E75 % 10 min, 4CIKFEIRAT 5
TLR4 Hifk . NF-k B(p65) ¥tk ( L5 Ypk
BB/ ), IL-1B . TNF-a ELISA iX71& (7 M
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PEMETE 1 G, BEALSY R 4 41« IEH 2 AR (IE
HAL ), BORIBAPEXT IR (BRVAL ). KoK AL FH P X
FRZH (BOKANBRZ ). BMRERTLIA (BRERA ), &
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