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Fig.1 Effect of each group on apoptosis of synovial cells after 48 hours

A - C:blank control group,LEF group, tripterygium glycosides group.

£1 KABEMHELEFERS IL-1B, TNF-o, ANGPTL4 VEGF Lt (x £5,n=6)
Tab.1 Comparison of IL-1B, TNF-o, ANGPTL4 and VEGF in synovial cell supernatant of each group(x +s,n=6)

ANGPTL4 VEGF

Group IL-1B TNF-a
blank control 89.23 +23.74
LEF 124.71 +74.09 * **

tripterygium glycosides 359.46 +38.85" *

10.92 +£2.41
37.65 +4.16 " **
50.38 £8.91" "

267.63 +54.36 36.70 £11.57
391.05 £40.03 * ** 52.13 £25.92 " *#
603.86 +21.73" * 89.54 £26.83 "~

** P <0.01 s blank control group; *P <0. 01 vs tripterygium glycosides group.
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Fig.2 HIF-la mRNA expression
a; blank control group; b: LEF group; c: tripterygium glycosides
group; ** P <0.01 vs blank control group; *P <0. 05 vs tripterygium

glycosides group.
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Fig.3 Protein bands of HIF-1«, Beclin-1, and
BNIP3 in synovial tissue of each group
a: blank control group; b: LEF group; c: tripterygium glycosides

group.
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Fig.4 Protein bands of HIF-1«, Beclin-1, and BNIP3 in synovial tissue of each group

a:blank control group;b:LEF group; c: tripterygium glycosides group; * P <0. 05 vs blank control group; P <0. 05 vs tripterygium glycosides

group.
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Effect of leflunomide regulating HIF-1« signal pathway on

autophagy of synoviocytes in rheumatoid arthritis
Lan Weiya' ,Ma Wukai’, Yao Xueming’, Jiang Zong',Xiong Lang', Yang Shufen’ , Tang Fang’
('The Second Clinical College of Guizhou University of Traditional Chinese Medicine ,Guiyang 550025 ;
*Dept of Rheumatology and Immunology , The Second Affiliated Hospital of
Guizhou University of Traditional Chinese Medicine , Guiyang 550001 )

Abstract Objective To investigate the effect of leflunomide (LEF) on the expression of associated autophagy
genes in synoviocytes of rheumatoid arthritis (RA) by regulating HIF-1« signal pathway. Methods Three genera-
tions of RA synovial cells were divided into blank control group, LEF group and Tripterygium wilfordii polyglyco-
sides group. The blank control group was added with the same volume of DMEM culture medium. The drug group
was treated with LEF ( concentration 0.2 mg/ml) and Tripterygium wilfordii polyglycosides ( concentration 0. 03
mg/ml) , the proliferation and apoptosis of synovial cells were detected by flow cytometry, the expression of IL-1(3,
TNF-a, ANGPTL4 and VEGF was detected by ELISA, the expression of HIF-1oo mRNA was detected by qRT-
PCR, and the expression of HIF-1 o, Beclin-1 and BNIP3 protein was detected by Western blot. Results Com-
pared with Tripterygium wilfordii polyglycosides group, the expression of IL-1 oo, TNF-oc, ANGPTL4 and VEGF in
synovial supernatant of LEF group decreased; compared with the blank control group, the expression of HIF-1a
mRNA in synovial cells of LEF group and Tripterygium wilfordii polyglycosides group decreased, and the effect of
LEF group was the most obvious; compared with the blank control group, the protein expressions of HIF-1a, Bec-
lin-1 and BNIP3 in synovial cells of LEF group and Tripterygium wilfordii polyglycosides group decreased, and the
effect of LEF group was the most obvious. Conclusion LEF can inhibit the expression of inflammatory factors in

RA synovial cells , inhibit HIF-1a signaling pathway , inhibit the expression of autophagy-related genes Beclin-1
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TR AAE SR G R 4, B AR B 0 T U e AT R e 1 R A A = B IR A S MBS LR NADH i S S L H
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and BNIP3, and improve the pathological state of synovitis.
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