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Effect of Pingchuan Zhike Decoction on expression of y-GCS, TIMP-1 and

airway remodeling in rats with COPD
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Abstract: Objective To investigate the effect of Pingchuan Zhike Decoction on the expression of y-glutamylcysteine
synthase (y-GCS) ,tissue inhibitor of metalloproteinase-1 ( TIMP-1) and airway remodeling in rats with COPD. Methods
A total of 30 8-week-old male SD rats were selected and randomly divided into control group,model group and Pingchuan
Zhike Decoction group (n =10, each). The control group was fed normally, the fumigating and lipopolysaccharide method
was used to construct COPD rat model in the model group and the Pingchuan Zhike Decoction group. After the model was
successfully constructed ,the Pingchuan Zhike Decoction group was given Pingchuan Zhike Decoction by gavage (5 ml/
kg) ,and the control group and model group were given normal saline by gavage (5 ml/kg) , one time per day. The lung
function, pathological changes of lung tissue, airway remodeling, expression of y-GCS and TIMP-1 in lung tissue were
compared ,and the correlation between the expression of y-GCS and TIMP-1 and airway remodeling were analyzed. Results

There were significant differences in FEVO. 1/FVC, PEF between three groups ( model group < Pingchuan Zhike
Decoction group < control group, P < 0.05). There were significant differences in lung tissue injury score, airway wall
thickness , airway smooth muscle thickness and expression levels of y-GCS, TIMP-1 mRNA in rat lung tissue between three
groups (model group > Pingchuan Zhike Decoction group > control group, P < 0.01). The expressions of y-GCS and
TIMP-1 protein were positively correlated with tracheal wall thickness (r =0.453,P =0.012;r =0.540,P =0.002).

Conclusions Pingchuan Zhike Decoction could improve the lung function, alleviate the pathological changes of lung and
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improve the airway remodeling in COPD rats. The mechanism may be related to the down-regulation of the expression levels

of y-GCS and TIMP-1.

Key words: Pingchuan Zhike Decoction; Chronic obstructive pulmonary disease; Rat; Airway remodel;

v-glutamylcysteine synthase; Tissue inhibitor of metalloproteinase-1
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