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[ Abstract] Objective To investigate the effects of liraglutide on sepsis induced acute respiratory dis-
tress syndrome (ARDS) in mice. Methods Thirty Balb/c female mice were randomly divided into the three
groups:control group, ARDS group and liraglutide intervention group. The control group and ARDS group
were given normal saline by subcutaneous injection,and liraglutide intervention group was given liraglutide by
subcutaneous injection. After liraglutide intervention for 6 h,the ARDS group and liraglutide group were given
10 mg/kg LLPS by peritoneal injection,while the control group was peritoneal injected by the same volume of
normal saline. After 4 h of LPS injection,the left upper and lower lung tissues were taken for conducting the
pathological examination and detecting the wet/dry (W/D) ratio respectively. The protein levels, interleukin-
1B(IL-1B) and interleukin-18(IL-18) levels in bronchoalveolar lavage fluid (BALF) were detected. Moreover,
the expressions of nucleotide-binding oligomerization domain-like receptor protein 3 (NLRP3) ,apoptosis-asso-
ciated speck-like protein (ASC) and caspase-1 were detected. Results The lung tissue pathological section at 4
h after LPS peritoneal injection indicated that a large number of inflammatory cells infiltration and protein ex-

udation in the ARDS group,and the pathology changes were significantly alleviated in the liraglutide group.
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The level of W/D ratio [ (6. 01 £0. 32) ws. (3.37=+0.25)], protein level in BALF [ (0. 79=£0. 08)g/L ws.
(0.22+0.01) g/L],IL-1B [(582. 70+ 65. 21)pg/mL ws. ( 167.20+25.56) pg/mL],1L-18 [(179.50+22. 25)
pg/mL wvs. ( 68.50+11. 15)pg/mL] in the ARDS group were significantly higher than those in the control
group (P<C0.05),while the level of W/D ratio(4. 72=+0. 12) ,protein level in BALF (0.5140. 05 )g/L,IL-1p3
level (399.70£38.56) pg/mL and IL.-18 level (122. 80£14. 28) pg/mL in the liraglutide intervention group
were significantly lower than those in the ARDS group(P<C0. 05). The expression levels of NLRP3, ASC and
caspase-l mRNA in lung tissue [ (4. 97 £0. 35) ws. (1. 064+0.11)],[(3. 62+0. 21)vs. (1.08+0.09)],
[(2.3740.25) vs. ( 0.9640.07)] in the ARDS group were significantly higher than those in the control
group,while the expression of NLRP3, ASC and caspase-1 mRNA in the liraglutide intervention group were
(3.2140.28),(1.91£0.18) and (1.63=F0.12) respectively,which were significantly lower than those in the

ARDS group (P<C0. 05). Conclusion
sepsis induced ARDS.
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