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BWE B Bra@ii£ 17(1L-17) /4B F «B L& p65 F Fo bk (NF-kB p65) i 34 £ 1% 1 [ 2 1 i 5% %
(COPD) & i & & L F A st e e eg4E A, Foik B AL A 3B 4ife COPD 20,420 8 R, KA A8
HF kRS A COPD A BNA X AT MAREMELE WY @i FRE-F4(HE) £ E B WR L
B MR R IR FF o AT I AR 38 B e i T ¥ M AT R Fa . R A SR R OB F &R LR E-cadherin Fo
Vimentin 4 £ AL, RA BB AL F R E FIK IL-17 = NF-kB p65 69 R ik th L, 58 COPD 20 &
T 6L B8 SR 35 2 Aw Bk T 35 AT 1) R 34 4 3T R4 BIE K, £ F A 4t FE L (P<0.05) , 48 T 9% 22 20 2 5 A5 A
COPD #9% %, LHarpgsaart,COPD 4L/ R ¥ A & M4 2R P E-cadherin & ik 8 2%, , ™ Vimentin & A B 2
¥ 7% (P<0.05) , 327 COPD 28/ R % A& MiA 9 5 42 Lk ) A3 3% 69 I %, COPD 28/ R % A& Wi on
% 1L-17 F= NF-kB p65 #) & i& 334 3% (P<0.05) , 5 H % %1 5 E-cadherin #§ % 5 K -F 2 fi 48 % , 5 Vimentin #3
FakKFEEME, G COPD s R A E IL-17/NF-kB p65 i BAT# A8 b % & & Lk 8 b, AR
25 R A B T it — kiR COPD i F e pub), A & COPD ¥ 3274 77 49 AL A A FREy COPD & %45 4 4
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IL-17/NF-kB p65 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 (1L-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 ( MLLI ). The expressions of E-cadherin and Vimentin were assessed using double immunofluorescence
staining. The expressions of IL-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 IL-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 11.-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.

Keywords : chronic obstructive pulmonary disease; interleukin 17; nuclear factor-kB p65; epithelial-mesenchymal

transition
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