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ZEE ZRG 2 B R e A )
PR % (usual interstitial pneumonia, UIP) J& RA-[H] Jii
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of HGFs was significantly improved at the concentrations of 12. 5,25,50 and 100 mg/L GsRgl (P <0.05) ,and the
proliferation promotion effect of 100 mg/L GsRgl was the strongest. There was no significant difference between the
6.25 mg/L GsRgl group and the control group. After GsRgl treatment,the migration ability of HGFs was enhanced
and showed concentration dependence. Compared with the control group,the activity of ALP in 100 mg/L GsRgl
group significantly increased (P <0.01). Alizarin red staining showed a significant increase in the number of calci-
um nodules( P <0.01). The mRNA and egg white expression levels of osteogenic genes OCN,OPN and COL- I in-
creased (P <0.05). The expression levels of p-PI3K and p-Akt were significantly up-regulated with time (P <
0.05) ,while the expression levels of PI3K and AKT had no significant changes. Conclusion GsRgl can promote
the proliferation and migration of HGFs,and 100 mg/L GsRgl can promote the osteogenic differentiation of HGFs,
which may be related to the activation of PI3K/AKT signaling pathway.
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Experimental study on the treatment of rheumatoid arthritis associated

interstitial pulmonary disease with JAK inhibitor tofacitinib
Jiang Zong' , Yao Xiaoling' , Tang Fang®,Ma Wukai’,Lan Weiya, Yao Xueming’, An Yang’,Liu Zhengqi’
('Second School of Clinical Medicine , Guizhou University of Traditional Chinese Medicine ,Guiyang 550002 ;

*Dept of Rheumatology and immunology ,the Second Affiliated Hospital of Guizhou University
of Traditional Chinese Medicine ,Guiyang 550003 )

Abstract Objective To observe the effects of the tofacitinib on interstitial lung disease (ILD) by regulating the
JAK-STAT signaling pathway. Methods

prednisone acetate group,and tofacitinib group. Except for the normal group, the other three groups were given 3

Wistar rats were randomly divided into 4 groups :normal group, ILD group,

mg/ml bleomycin solution for modeling. After 28 days of intragastric administration ,the lung tissues of all rats were
collected for hematoxylin-eosin staining ( HE) and Western blot (WB) to detect the protein levels of JAKI and
STAT1 ; Enzyme-linked immunosorbent assay ( ELISA) was used to detect tumor necrosis factor in rat serum ( TNF) -
o, interleukin (IL)-6,1L-10,1L-1B. Results

facitinib group showed alveolar tissue thickening, alveolar wall capillary congestion ,bronchial luminal epithelial cells

HE staining of lung tissue in ILD, prednisone acetate group and to-

shedding, and inflammatory cell exudation. The results of WB showed that JAK1 and STATI significantly increased
in ILD group,and decreased in different degrees compared with ILD group, tofacitinib group and prednisone acetate
eroup (P <0.05). The ELISA results showed that the expressions of serum TNF-a, IL-6 and IL-1B in the ILD
group were significantly higher than those in the normal group (P <0.01). The expression of pine group decreased
(P <0.05) ,and the expression of IL-10 was the opposite. Conclusion Tofacitinib reduces lung tissue damage and
the inflammatory response in the treatment of ILD by inhibiting the JAK-STAT pathway and down-regulating the ex-
pression of inflammatory factors TNF-a,[1.-6,1L-1 and up-regulating the anti-inflammatory factor I1.-10.

Key words JAK-STAT ;tofacitinib ;theumatoid arthritis ;interstitial lung disease



