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[ Abstract] Objective To observe the expression changes of insulin-like growth factor 1(1IGF-1)
and osteopontin (OPN) in rats airway of smoke exposure and smoke cessation, explore the mechanism of
smoke exposure rats with airway damage. Methods Forty male SD rats were randomly divided into five
groups: control group(C group), smoke exposure 1 month group(S1 group), smoke exposure 1 month and
smoke cessation 1 month group(Q1 group), smoke exposure 3 months group(S2 group), smoke exposure 3
months and smoke cessation 1 month group(Q2 group).The lung tissue airway remodeling were observed
using HE staining. The expression of IGF-1 and OPN protein in bronchial of each group was evaluated by
immunohistochemistry. The expression of IGF-1 and OPN mRNA in bronchial of each group was detected
by Reverse Transcription-Polymerase Chain Reaction. Results S1, S2 groups of IGF-1, OPN protein and
mRNA which were expressed in bronchial epithelial cells were significantly higher than C group (P<<0.05).
Q1, Q2 groups were lower than the smoke exposure(P<<0.05). In bronchial, IGF-1 protein was positively
related with OPN protein(r =0.558, P <<0.05). Conclusion IGF-1 and OPN participate in airway
remodeling with smoke exposure of rats. Early to give up smoking helps to reverse the airway remodeling.

[ Key words] Smoke inhalation injury; Smoking cessation; Insulin-like growth factor I;
Osteopontin;  Airway remodeling
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