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ABSTRACT: Objective To establish rabbit model with acute renal injury following endotoxic
shock. Methods Twelve health male New Zealand rabbits were randomly divided into model group
(group S) and control group(group C) according to random number table method, with 6 rabbits per
group. The endotoxin was pumped continuously and slowly by ear marginal vein in group S, an suc-
cessful endotoxic shock model was confirmed by mean arterial pressure (MAP) <40% of the base-
line. The equivalent normal saline was pumped in the same way in group C. A central venous cathe-
ter was intubated in the right external carotid vein to monitor central venous pressure. The pulse-indi-
cated continuous cardiac output( PICCO) was used to monitor dynamic rabbit heart rate (HR) , stroke
volume variation (SVV) , ventricular contraction index (dp,, ) and systemic vascular resistance in-
dex (SVRI). Besides, the urine amount, serum creatinine and blood lactic acid were recorded hour-
ly. The observation time points included model time ( T,), three hours after modeling(T,) and six
hours after modeling( T, ). After six hours, the rabbits were sacrificed, and the kidney tissue samples
were removed for HE staining and transmission electron microscopy to observe structure changes.

Results There was no significant difference in hemodynamic parameters between two groups. The
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group S had obviously decreased MAP for 40% of the basic value at 60 min after endotoxin injection
(P<0.01), and its value maintained to the end of observation time. The HR, SVV and arterial
blood lactic acid significantly increased in group S compared to the basic value in each time points
(P <0.01), while dp,,, and SVRI significantly decreased (P <0.01). The values of HR, SVV
and arterial blood lactic acid in group C were significantly higher than that in control group in each
time points ( P <0.01) , while the value of dp,,,, was significantly lower (P <0.05). The urine vol-
ume in group S was significantly lower compared to group C throughout the observation period (P <
0.05). The urinary creatinine increased significantly in group S after modeling and was higher than
group C (P <0.05). Pathological results showed that renal tubular damage presented in all 6 rab-
bits in group S including edema, narrowed lumen, vacuoles change in epithelial cell, unclear cell
line, but no obvious necrosis was observed, which confirmed success modeling in 6 rabbit with acute
renal injury following septic shock. Conclusion The intravenous injection of endotoxin can induce
a stable rabbit model with acute kidney injury following endotoxin shock.
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FEE),BA3.5 SXEWE3 ~4 cm, EFR
PUHBIES . VINGES: FRILSERENER
BEHER(VCV), BIKE(VT) X 10 ml/kg, 5
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Ty 7.16 £0.07**  5.02£1.02° " 19.13+0.96*
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