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(The First Affiliated Hospital of Hebei North University ,Zhangjiakou.,Hebei,China 075000)
Abstract: Objective To investigate the improvement effect of Bailing Capsules (BLC) on the lung injury in model rats with
chronic obstructive pulmonary disease (COPD),and its effect on the growth of human bronchial epithelial cells BEAS — 2B exposed
to cigarette smoke extract (CSE). Methods Sixty SD rats were randomly divided into the normal control group (group A,2 mL
physiological saline by gavage),the model group (group B,2 mL physiological saline by gavage),the BLC group (group C,5.5 mg/kg
BLC by gavage),the miR — 145 — 5p inhibitor NC group (group D,5.5 mg/kg BLC by gavage + 6 pl. miR — 145 — 5p inhibitor NC by
tail vein injection),the miR — 145 — 5p inhibitor group (group E,5.5 mg / kg BLC by gavage + 6 wL miR - 145 — 5p inhibitor by
tail vein injection),with 12 rats in each group. Rat models with COPD were replicated by the cigarette smoke inhalation method.
After successful modeling, corresponding drugs or physiological saline were given by gavage (once a day),and corresponding drugs
were injected into the tail vein (once a week). All rats were administered continuously for eight weeks. Cells were exposed to 0,
3%,5%,10%,20%CSE (with 0 as the blank control) and incubated with the addition of 5%, 10%),20%,40% BLC serum (BLC -S)
for 48 h. Tidal volume (TV) , peak expiratory flow (PEF) , minute ventilation (MV) , forced vital capacity (FVC) and forced
expiratory volume in 0.3 second (FEV,,) of rats were measured. The pathological morphology of lung tissue were observed. The
expression level of Smad3 was detected by the immunohistochemical assay,the expression level of transforming growth factor — 3,

(TGF - B,) was detected by the enzyme — linked immunosorbent assay (ELISA),and the expression level of miR — 145 — 5p mRNA
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was detected by the real — time fluorescence quantitative polymerase chain reaction (RT — qPCR). Cell viability was detected by
the CCK - 8 method. Results Compared with those in the group B,the TV,PEF,MV,FVC and FEV,, in the groups C and D
significantly increased,and compared with those in the group D,the above indicators in the group E significantly decreased (P < 0.05).
Compared with those in the group B,the pathological morphology of lung tissue in the groups C and D significantly improved, the
average alveolus count significantly increased,and the alveolus diameter was significantly shorter (P < 0.05). Compared with those
in the group D,the pathological morphology of lung tissue in the group E did not improve,the average alveolus count significantly
decreased,and the alveolus diameter was significantly longer (P < 0.05). Compared with that at 5%CSE,the cell viability at 5%CSE +
20%BLC — S significantly increased (P < 0.05). Compared with those in the group B,the Smad3 and TGF - B, expression levels of
lung tissue in the groups C and D significantly decreased, and the miR — 145 — 5p mRNA expression level significantly increased
(P < 0.05). Compared with those in the group D, the Smad3 and TGF - B, expression levels of lung tissue in the group E
significantly increased, and the miR - 145 — 5p mRNA expression level significantly decreased (P < 0.05). Compared with those
at 5%CSE, the Smad3 and TGF — (3, expression levels at 5%CSE + 20%BLC - S significantly decreased, and the miR - 145 - 5p
mRNA expression level significantly increased (P < 0.05). Compared with those at 5%CSE + 20%BLC - S + inhibitor NC,
Smad3 and TGF - B, expression levels at 5%CSE + 20%BLC - S + inhibitor significantly increased (P < 0.05). Conclusion BLC
shows protective effect on the cigarette — induced COPD in vivo and in vitro,and its mechanism may be related to reversing cigarette —
activated TGF — 3,/ Smad3 signaling pathway by upregulating the level of miR — 145 - 5p.
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Fig. 5 Expression of Smad3
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Fig.7 Expression level of miR — 145 — 5p mRNA
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