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[Abstract] Objective To investigate the effects of LPS on inflammation and mucus hypersecretion in the
airway of asthmatic mice. Methods Thirty clean BALB/c mice were randomly divided into three groups: asthmatic
model group (AST group, n=10), LPS—+ asthmatic group (LLAS group,n=10), control group (NS group, n=
10). Mice in the asthmatic model group were sensitized and challenged with ovalbumin (OVA). Mice in the LPS
group were not only sensitized and challenged with OVA but also inhaled LPS. Mice in the control group were
sensitized and challenged with normal sodium. Total cells and differential inflammatory cells in bronchoalveolar
lavage fluid ( BALF) were counted. The levels of Il.-4 and TNF-a in BALF were determined by ELISA.
Pathomorphological changes in the lungs were observed by hematoxylin-eosin (HE) staining. Goblet cells of the
airway walls were observed by AB-PAS staining. The expression of Mucin-5ac (Mucbac) in airway were determined
by immunohistochemical staining. The expressions of Muc5ac mRNA in lung tissues were determined by real time
fluorescence quantitative reverse transcription polymerase (real time-PCR). Results Mice in the LAS and AST
groups had more total cells and eosinophil, monocytes and lymphocyte cells in BALF, higher levels of 11.-4 and
TNF-q in BALF, greater hyperplasia of goblet cells in the airway walls, and higher levels of expression of Mucbac in
lung tissues than those in the control group (P <C0. 05). Mice in the LAS group had higher levels of airway
inflammation and airway mucus hypersecretion in lung tissues than those in the AST group (P<C0. 05). Conclusion
OVA stimulates lymphocyte and eosinophil cells in the airway inflammation of asthmatic mice. Goblet cell
metaplasia and airway mucus hypersecretion are obvious in asthmatic mice. Higher levels of airway inflammation and
mucus hypersecretion in lung tissues can be found in mice inhaled LAS compared with those in the AST group. LAS
may stimulate inflammatory mediators.
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Table 1 The changes of BALF cell counts,IL-4 and TNF-qa content (x=s)

Cell counts

Leukocyte count ( X106/1)

Group

IL-4 (pg/mL) TNF-¢ (pg/mL)

(X10°/1) Eosinophils Monocytes Lymphocytes
NS 10.31+1.28 0.03%40.02 8.0940.91 1.2640. 34 36.3944.00 14.37+1.59
AST 106.47+11.1* 16.31+2.09" 50.224+11.18* 27.294+2.13" 348.24+31.54" 27.2942.13"
LAS 208.52+26.63* 93.69412.34* % 31.6347.03" 102.99+11.17*% 482.04+19.39*-% 102.99+11.17*-%

* P<C0.05,vs. NS group; # P<C0.05,vs. AST group
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Table 2 The changes of the positive relative tinting area of mucus and

the MucSac protein in airway tissue (x=s)

Positive relative

\ o Muc5ac protein
Group tinting area of p

mucus (%) (10D value)
NS 0. 65+0. 06 212.35+11. 21
AST 20.4940. 81" 22 820.13+1 527.57"
LAS 28.2641.53* % 43 706. 7842 689. 08" %

x P<C0.05,vs. NS group; # P<<0.05,vs. AST group
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