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Protective Effect of Emodin on Rats with Sepsis and Acute Lung Injury and Its Molecular Mechanism  SU
Hua. Department of ICU, the First Affiliated Hospital of South China University, Hengyang 421001, China

[ Abstract]  Objective To explore the protective effect of emodin on rats with sepsis and acute lung injury ( ALI) and
its molecular mechanism. Methods 24 male SD rats were randomly divided into normal control group, sepsis and ALI group
and emodin intervention group, each of 8 rats. Rats in sepsis and ALI group and emodin intervention group were injected with
LPS, 10 mg/kg, to establish sepsis and ALI model; whereas those in normal control group were injected with same volume of
0.9% sodium chloride solution. 30 minutes before establishing model, rats in emodin intervention group were injected with emod-
in, 25 mg/kg. After 12 hours of establishing model, blood was collected and serum interleukin =6 (IL -6) and interleukin — 17
(IL =17) levels were detected by enzyme linked immunosorbent assay (ELISA) . Subsequently, all rats were sacrificed and lung
W/D was measured. Pulmonary pathological tissue scores were calculated by HE stain. The activities of malondialdehyde (MDA) ,
superoxide dismutase (SOD), glutathione — peroxidase ( GSH —Px) and catalase (CAT) in the homogenate of pulmonary tis-
sues were examined. Results The lung W/D, pulmonary pathological tissue scores, pulmonary MDA activities and serum lev-
els of IL —6 and IL - 17 were higher but pulmonary SOD, GSH - Px and CAT activities were lower in sepsis and ALl group than
those in normal control group and emodin intervention group (P <0.05). Conclusion FEmodin has good protective effect in

sepsis and ALI rats, and its molecular mechanism may be associated with enhancing antioxidative ability and inhibiting inflamma-

tory response.
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Comparison of lung W/D and pathological tissue score in each

Table 1

group of rats

21 5 HE fifi W/D B B U5 (41)
NRGROpEE: 8  3.62x0.46 0
MedEgE ALLY] 8 5.48 +0.75 2.67 £0.63
KEEFHH 8  4.43+0.56 1.74 +0. 45

F2 KHREIHZHL MDA, SOD, GSH - Px, CAT iFH:LE (7 +5)
Table 2 Comparison of lung tissue MDA, SOD, GSH - Px, CAT activity

in each group of rat

3 gy MDA SoD GSH - Px CAT
(mmol/mg H) (UmgHH) (U/mgikH) (U/mgHH)

TFEMBA 8 12.48:1.79  53.81£7.92  27.965.47  36.47£6.12
MeEAEALLAL 8 34.61£5.37 2557436 12.65:1.93  15.842.49
KEETHH 8 23.45£3.64  38.49:5.47  20.07+2.85  26.35£3.78
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