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The level and clinical significance of NF-kB and TGF-p1 in primary Sjogren’s syndrome
patients with interstitial lung disease”
Bai Shurong sWang Yan ,Yang Jing ,Yang Zhao,Li Ping , Duan Xuebo
(Department of Respiratory Medicine , Ningzxia Hui Autonomous Region People’s Hospital /the First
Af filiated Hospital of Northwest University for Nationalities,Yingchuan,Ningxia 750002 ,China)
[Abstract] Objective
(PSS) patients with interstitial lung disease (ILD). Methods

To explore the levels of NF-xB and TGF-81 and clinical significance in primary Sjogren’s syndrome
Totally 82 cases with PSS were collected from January 2012 to Octo-
ber 2015 in our hospital for the study,in which 39 patients with only lacriminal and/or salivary gland involvement(PSS group) ,43
patients with ILD involvement(PSS+ ILD group),31 cases of healthy people were colleted as the control group, peripheral blood
samples were collected and analyzed, NF-kB and TGF-g1 levels and PSS biochemical indexes were detected. Results The difference
of NF-kB was statistically significant in different groups(P<C0. 05) , which in PSS+ILD group (70. 49=+25. 64)ng/mL was signifi-
cantly higher than PSS group (43.71+£18. 62)ng/mL and the control group (20. 35%9. 69)ng/mL(P<C0. 05) ,PSS group was sig-
nificantly higher than the control group (P<C0.05). The difference of TGF-81 was statistically significant in different groups(P<C
0.05) s which in PSS+ILD group (37.43=%10. 68)ug/L was significantly higher than PSS group (18.52=%6. 32) ug/L(P<C0.05),
PSS+ILD group and the PSS group were significantly lower than the control group (49. 61=+15.19) ug/L(P<C0. 05). Conclusion
NFE-kB and TGF-81 levels plays an important role in PSS patients with interstitial lung disease.
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