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ABSTRACT Objective To observe the effects of Polygonum cuspidatum on ankle joint pathology,
synovial tissue, and serum peroxisome proliferator activated receptor gamma ( PPAR gamma), p65,
IL-17 expression in rats with collagen-induced arthritis (CIA), and to study its mechanism for inhibiting
synovial immune inflammatory injury in rhneumatoid arthritis (RA). Methods CIA model was established
by injecting bovine C1I into the tail root of rats. The rats were divided into model group, positive control
group, 2 times dosage group of Polygonum cuspidatum , and constant dosage group of Polygonum cuspf
datum by random digit table, 6 in each group. Another normal control group was set up (n =6). Deionized

water 10 mL - kg™ - d ' was administered to rats in the normal control group and the model group by
gastrogavage. Leflunomide 1.87 mg - kg ' - d ' was administered to rats in the positive control group by

gastrogavage. Eight and 4 g - kg ' - d 'Polygonum cuspidatum was respectively administered to rats in
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the 2 times dosage group of Polygonum cuspidatum, and constant dosage group by gastrogavage. All
medication lasted for 12 successive weeks. The pathological changes of ankle joint of rats in each group
were observed by light microscopy. RT-PCR, Western Blot and ELISA were used to detect the expres-
sions of PPAR-gamma, p65 and IL-17 in synovial tissue and serum of rats in each group. Results
Compared with the normal control group, the fibrous tissue around the ankle joint in the model group were
proliferated and inflammatory cells infiltrated. Compared with the model group, there were no obvious path-
ological changes in the articular cartilage and articular cavity in the constant dosage group of Polygonum
cuspidatum. Compared with the normal control group, mRNA and protein expressions of PPAR gamma,
p65, and IL-17 in the model group were up-regulated (P <0.01). Compared with the model group, mRNA
and protein expressions of p65 and IL-17 in the two Polygonum cuspidatum groups were down-regulated
(P <0.01); the expressions of PPAR gamma in the two Polygonum cuspidatum groups were up-regulated
(P <0.01). Conclusion
matory injury in CIA rats might be related to regulating PPARgamma/NF-kappa B signaling pathway.
KEYWORDS Polygonum cuspidatum ; collagen-induced arthritis; PPARYy/NF-kB signaling pathway

The mechanism of Polygonum cuspidatum for improving synovial immune inflam-
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SN ARE T R BRZH 2 Y G 928 I B A A AR ) A
FRERIK o HPE 16 R XHE A EFT PR

BRI E bR e T4 1 IR 16 K, MR 4%
KT R A8 £ (arthritis index , Al) P43 #4745 Y 5 Ty
PEH], B A ALESFRUES AL Sy =4 5
R TR AR IR S A %y 83. 33% o >k H KA
PUECF bk R BUR I K B 24 L, #RTE 2 AL ES3 B
BLor P2 B X B4 L pE bk 2 F5 5] AL FR Rl e
AL A6 Ho IEH XTI SRR A KT 5
Tk 10 mL/kg #EE, FHIEXT B8 41 4K T K 5K $r



T E PG RE LS A ek 2019 4E 5 45 39 545 5 B CJITWM, May 2019, Vol. 39, No.5 - 593 -

1.87 mg/ kg #EH , FAL 2 fi5l & R A R 4
THEkL 8.4 g/kg HEH o BHMEXT BRLL AL 2 557 =
B 2R Y TG R A 25574 5.6 .11.2 5.6
Y, TR 12 JA,

2.2 RFEbR BT

2.2.1 FEARE 12 JHJ5,10% K4 FA K
P, 2216 S KB, 42 e 2 h 5 B O AR B ,
FHT ELISA Kz ; 4b 36 J5 , & vk 1 fif 1), 45 B4 B o6
WLET 4% 2R E WD, S RS,
XU IR O 49 i L, B TR A TP IR AE, L& RT-PCR
Western Blot i AF .

2.2.2 —fEN BRI KRBT
REFE IREROK RS HTIE . B E s
RRINE S 1 K, il IR E AR B, 21T Al
Wi

2.2.3 REBCWHLUESEMWE  BORRA
BRI AT A S FE RS B R SR K R
RO BRAR Ak, BRI 5 2 2 IOk (2 ] o

2.2.4 XVEE4L PPAR v, p65 | IL-17 3
PR SRR IR R 56 1 i B4 A A, il
Trizol iXF#2H RNA J5 , 17— Real time PCR
FeBie RERLARR 25 ub, RO AR & & FEA RNA
2 pL,POWER SYBR GREEN 17.2 pL,10 pmol 3]
Y4%0.8 pL. W EME R 42 CKi% 5 min,95 CA8
P£10 5,95 CiIRA 5 5,60 CHEff 34 s, 3L 40 4F
o RNVEEH G AT 16 ff i 450 B, LA %€ PCR ™
Yinke =M. A Sequence Detection System #k
534 PCR W B R AR A Ct (. 519ikit &
BIHEH I .

R 5B G R

s Elt7l2] KJEZ(bp)
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K5 B E BRI S E 2 AR . PPAR v %
hE T RA BE ST I B0 M8 T, 30 1 Ai R
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