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[ Abstract] Objective To evaluate the effect of leptin on ventilator-induced lung injury ( VILI) in
rats. Methods Forty eight pathogen-free adult male SD rats were randomized into four groups averagely:
group A (spontaneous breathing) , group B (VILI), group C ( VILI + Leptin 10 pg/kg intraperitoneally) ,
group D ( VILI + leptin 50 pg/kg intraperitoneally ). The rats were mechanically ventilated for 4 h with the
tidal volume of 20 ml/kg to establish VILI model. Mechanical ventilation parameter settings were as follow-
ing: the tidal volume was 20 ml/kg, the ventilatory frequency was 80 times/min, [:E 1:1, FiO, was 21%,
PEEP was 0 mmHg, time was 4 h. SD rats were anesthetized with intraperitoneal 10% chloral hydrate 3.5
ml/kg, after the pain disappeared, tracheostomized and mechanically ventilated. The control group retained
the spontaneous breathing. Leptin was injected intraperitoneally after the rats were anesthetized in groups C
and D, while the equal volume of normal saline was given instead in groups A and B. Blood samples were
taken from the femoral artery at baseline state and 4 h of MV for detection of Pa0O,. At the end of mechanical
ventilation animals were sacrificed by exsanguination. BALF was collected for neutrophils cell count,
TNF-a, IL-6, IL-1B. Lung specimens were obtained for determination of the wet/dry weight ratio (W/D)
and examination of pathological changes which were scored. Western blot was used for determine the level of
NF-kB p65 in lung tissue. Results Compared with group A, W/D ratio, examination of pathological chan-
ges which were scored and neutrophils cell count, TNF-a, IL-6, IL-13 in BALF and the level of NF-kB
p65 in lung tissue were significantly increased in groups B, C and D (P < 0.01). Compared with group B,
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examination of pathological changes which were scored and neutrophils cell count, TNF-a, 1L-6, IL-1B in

BALF and the level of NF-kB p65 in lung tissue were significantly decreased in groups C and D (P <

0.05). Compared with group C, examination of pathological changes which were scored and neutrophils cell
count, TNF-a, IL-6, IL-1B in BALF and the level of NF-kB p65 in lung tissue were significantly decreased
in group D (P < 0.05). Conclusion Leptin can inhibit the expression of inflammatory factors and reduce

inflammatory responses, thus improving ventilator-induced lung injury in rats and high-dose effect is obvious.
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