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Abstract: Objective To study the mechanisms of regulating airway neurogenic inflammation in asthma by nerve growth factor
(NGF) on TNF-¢ mRNA expression,and to explore new ideas for prevention and treatment of asthma. Methods The asthma mod-
els were established by sensitization and challenge with ovalbumin,and the asthma model was treated with anti-NGF. The expres-
sion of NGF and TNF-q in lung tissue of each rat was detected by immunohischemistry and hybridisation in situl. Results (1) The
gray-levels of NGF protein /NGF mRNA,in the lungs were 14547,128 =7 for the asthmatic group respectively; 189+=7,191£6
for the normal control group respectively.and 156 £6,139=%8 for the asthmatic group with anti-NGF treatment. There were signifi-
cant differences in gray-level of NGF protein /NGF mRNA among those three groups(P<C0.01). ( 2) The gray-levels of TNF-«
protein /TNF-¢ mRNA,in the lungs were 141+7.127=+7 for the asthmatic group respectively; 17548,17949 for the normal con-
trol group respectively,and 164+ 8,1553 6 for the asthmatic group with anti-NGF treatment. There were also significant differ-
ences in gray-level of TNF-q protein / TNF-¢ mRNA among those three groups(P<C0. 01). Conclusion In this experimental, en-
hancing the synthesis and release of TNF-o may be one of the mechanisms by which NGF regulate airway neurogenic inflammation
in asthmatic rats,and this mechanism can be depressed by the intervention of anti-NGF.
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