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Protective effect of atrial natriuretic peptide on alveolar type II cells
YAN Zhi - giang', WEI Min®, LI Zhi — chao', LI Zhi - bin', LIU Yi', ZHANG Bo',
ZHANG Qi', PENG LI —jing', LUO Ying'
(' Department of Pathophysiology, School of Basic Medicine, Fourth Military Medical University, Xian 710032, China;
% Infirmary of Kezhou Military Subregion in Xinjiang , Atushi 845350, China. E —mail ; lizhic@ fimmu. edu. cn)

[ABSTRACT] AIM: To study the protective effect of atrial natriuretic peptide ( ANP) on alveolar type II cells
(AT - I ) damaged by lipopolysaccharide (LPS). METHODS: AT - I were placed in a 6 well cell culture cluster (0.5 x
10° cells/cm’) and divided into 3 groups: (1) control group (n=6), the medium consisted of RPMI — 1640 without FBS.
(2) LPS group (n=6), the medium consisted of RPMI — 1640 without FBS supplemented with LPS (1 mg/L). (3) ANP
group (n=6), the medium consisted of RPMI — 1640 without FBS supplemented with LPS (1 mg/L) and ANP (1072,
1077, 10" mol/L). After4, 12 and 24 h, the cell culture mediums of control group, LPS group and ANP (10~ mol/L)
group were collected, and those of the ANP (10 °, 10 ® mol/L) group were collected after 12 h. Alkaline phosphatase
(AKP), lactate dehydrogenase( LDH) , malondialdehyde( MDA) , total phospholipids (TPL) and surface tension (ST) in
the medium of every group were examined. RESULTS: AT — [l were characterized by AKP staining. The contents of
LDH, AKP and MDA in the medium of every ANP group were lower than those in the corresponding LPS group. The TPL
content in the medium of every ANP group was higher than that in the corresponding LPS group, and the change of ST of
the medium was opposite to that of TPL. The effect at 12 h was the most significant, for example, at 12 h, the activities of
AKP in the mediums were: control (43.5 +10.4) U/L, LPS (98.1 +16.4) U/L, LPS + ANP (107%) (46.4 £10.5)
U/L, LPS + ANP(1077) (60.7 +9.5) U/L, LPS + ANP(107®) (91.3 £13.9) U/L. CONCLUSION: ANP protects
the AT - [I from being damaged by LPS and promotes the secretion of pulmonary surfactants.
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The change of LDH in different groups. * P <0.05 vs
control; P <0.05 vs LPS.
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Fig2 The change of LDH in different groups. * P <0.05 wvs
control; *P <0.05 vs LPS; *P <0.05 vs the previous
dose group of the ANP group.
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Fig3 The change of AKP in different groups. * P <0.05 vs
control; *P <0. 05 vs LPS.
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Fig4 The change of AKP in different groups. * P <0.05 vs

control; *P <0.05 vs LPS; *P <0.05 vs the previous
dose groups of the ANP group.
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Fig5 The change of MDA in different groups. * P <0.05 vs
control; *P <0. 05 vs LPS.
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The change of MDA in different groups. * P <0.05 vs

control; *P < 0.05 vs LPS; *P <0.05 vs the previous

dose groups of the ANP group.
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Fig 7 The change of TPL in different groups. * P <0. 05 vs con-
trol; *P <0.05 vs LPS.
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Fig 8 The change of TPL in different groups. * P <0. 05 vs con-
trol; *P <0.05 vs LPS; *P <0.05 vs the previous dose
groups of the ANP group.
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Fig9 The change of ST in different groups. * P <0.05 vs con-
trol; *P <0.05 vs LPS.
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Fig 10 The change of ST in different groups. * P <0. 05 vs con-
trol; *P <0.05 vs LPS; *P <0. 05 vs the previous dose
groups of the ANP group.
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