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ABSTRACT Objective: To investigate the effect of plantain extract on pulmonary artery pressure, pulmonary function and
inflammation in SD rat model of hypoxic pulmonary hypertension (HPH). Methods: Eighteen SD male rats were randomly selected and
divided into 3 groups, the normal control group (Control group), hypoxic pulmonary hypertension (HPH group), and plantain intervention
group (PW group), each with 6 rats. Observe and record the daily status of the rats in each group. On the 21st day, the pulmonary artery
pressure and pulmonary function of the rats were measured and then 6 rats in each group were sacrificed. The lung tissue samples of the
rats were obtained. The left alveolar lavage fluid was tested by Elisa kit for each group. ICAM-1, TGF-B, MMP-9 factors content, a piece
of tissue from each of the upper, middle, and lower lobes of the right lung was stained with hematoxylin and eosin, and the remaining
lung tissues were ground and homogenized and then tested for HIF-1a content with Elisa kit. Results: Intervening HPH rats with PW can
reduce the average pulmonary artery pressure of SD rats, increase lung function indexes such as 0.4 sFEV, FVC, 0.4 sFEV/FVC, MMEF,
and reduce ICAM-1, TGF-B, and ICAM-1 in alveolar lavage fluid. The level of MMP-9 inflammatory factors and the level of HIF-1« in
lung tissues, the airway and pulmonary artery lumens are enlarged, the tube wall becomes thinner, and the infiltration of inflammatory
cells is reduced. Conclusion: Plantain extract can reduce the level of HIF-1q, reduce inflammation in HPH SD rats, reduce pulmonary
artery pressure, enhance lung function, and improve pulmonary artery and airway remodeling.
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Fig. 1 A is wild fresh plantain, B is wild dry plantain
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Fig. 2 2A-2D are the changes in lung function indexes 0.4sFEV, FVC, 0.4sFEV/FVC, and MMEF of rats in each group of tracheal intubation: AD is the

changes in lung function indexes of the three groups of rats, HPH group is compared with Cont group , The rats in the HPH group decreased significantly
in 0.4s forced expiratory volume (0.4sFEV), forced vital capacity (FVC), 0.4sFEV/FVC, and maximum mid-expiratory flow rate (MMEF), **P<<0.01; PW

group compared with Compared with the HPH group, the above indicators in the PW group were increased, “P<<0.01 (N=6); 1E is the right heart catheter

to detect the change of mean pulmonary artery pressure (mPAP) in each group. Compared with the Cont group, the mPAP of the HPH group was

significantly higher in the HPH group, **P<<0.01; compared with the HPH group, the mPAP of the PW group in the PW group was significantly lower,
#p<0.01, (N =6).
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Fig.3 HE staining of airway and pulmonary artery of rats in each group on day 21 (red arrow indicates airway,

black arrow indicates pulmonary artery, 200x)
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Fig. 4 4A-4D is the ELISA to detect the content of ICAM-1, TGF-@,
MMP-9 and lung tissue HIF-1q in the alveolar lavage fluid of each group
of rats. Compared with the Cont group, the HPH group had significantly
higher ICAM-1, TGF-8, MMP-9 and HIF-1qa, **P<<0.01; compared with
the HPH group, the PW group was larger Mouse ICAM-1, TGF-38, MMP-9

and HIF-1a were all significantly reduced #P<<0.01, (N=6).
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