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IL-17/NF-«kB p65 i@ #&{2# COPD /ZNRREA & E R EREL

B JARo SRR kR
CHEMREE B MR EE B o I 5 TR EE 25 b IEUE RS0 003 FEAR 541001

WE HB KEamiehZ 17(1IL-17) /4B F «B L3k p65 % Fo bk (NF-kB p65) ifl 3 /5 1% M [ 2 Pk A 7% 5%
(COPD) &8 & A Lk ste P eyt A, Fik K RMEALS A xR LaF COPD 41, B4 8 X, KA HA
FFW kAR COPD BA . FUNR L AT AL S G R @id AR EFL(HE) FEB WKL
AE MR A IR BB | I AT AR B RIS A B T3 MAT R B, SRR 0RO F & i LA E-cadherin Fo
Vimentin #) F A0, KA R A LA S F & XU TL-17 = NF-kB p65 89 & Xk, &R COPD 4 &
B VOB IR 3% e Aw Bl - 3 1 AT T T 34 2 5t B AL 3 K, £ F A 4eit F E L (P<0.05) 38 R B AL LS AR A
COPD #97& %, Harmsa4ait , COPD 4L/ R ¥ A& M4 LR P E-cadherin &AW 2% V", M Vimentin &k 9 2
3 3% (P<0.05) ,42 7 COPD 20/ R L A BB A LR B RHIE RIS, COPD 4/ R XL A F M2
F 1L-17 #= NF-kB p65 #) & ik 3534 5% (P<0.05) , 3 B % %1 5 E-cadherin fl"j%‘tki_ﬂ(‘?I.)\ #8% , 5 Vimentin #J
FOAKFZEME, G COPD A R A IL-17/NF-kB p65 i@ %AT# 4,38 F R K A& LR H sk, KPR
25 R A B T ik —F kiR COPD A E M e ALE], A & COPD KJE 47 49 BB A K TR COPD &4 &5t & &
JilT g | ¥ 5T $R AT 09 s
KR PR R R & wReAF 174 B F kB B p65 FEAe ik bR ) S AL
FE 4 %S R563.3 AR SRS A X E S :1008-2409(2024)04-0041-07

IL-17/NF-kB p65S promotes the bronchial

epithelial-mesenchymal transition of COPD mice

YANG Jinghuan®, LI lingiao®, QIN Qihua®, CHU Shuyuan”
(a. Department of Respiratory and Critical Care Medicine, b. Laboratory of Respiratory Disease,
Affiliated Hospital of Guilin Medical University, Guilin 541001, China)

Abstract Objective To explore the role of interleukin 17 (IL-17)/nuclear factor-kB p65 ( NF-kB p65) pathway in
bronchial epithelial-mesenchymal transition ( EMT ) of chronic obstructive pulmonary disease ( COPD ).

Methods 8 mice were respectively in the control group and COPD group. COPD mice model was induced by
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cigarette smoking. The lung tissues from mice were paraffin embedded and sliced. The slides were stained with HE to
observe the pathologic change in bronchi and pulmonary, and then analyzed the destructive index and mean linear
intercept ( MLI). The expressions of E-cadherin and Vimentin were assessed using double immunofluorescence
staining. The expressions of 1L.-17 and NF-kB p65 were measured by immunohistochemistry. Results The destructive
index and MLI in the COPD group were significantly larger than that in control group, showing a statistically
significant difference (P<0.05), and indicating that the pathological histology is consistent with the changes in
COPD. Compared with the control group, in bronchi and pulmonary from COPD group, the expression of E-cadherin
was significantly decreased ( P < 0. 05), indicating an enhanced epithelial mesenchymal transition in the
bronchopulmonary tissue of COPD group mice. The expressions of 11.-17 and NF-kB p65 were significantly higher in
COPD group than the control group (P<0.05). Moreover, the expression of IL-17 and NF-kB p65 were negatively
correlated with the E-cadherin expression, but positively correlated with the Vimentin expression. Conclusion 1L-17/
NF-kB p65 pathway may promote bronchial EMT of COPD mice. That finding could contribute to understanding the
pathogenesis of airway remodeling in COPD, provide novel strategy in treatment for COPD inflammation and prevent
COPD patients from lung cancer.
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