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[ Abstract] Objective: To explore the possible mechanism of nuclear factor-related factor (Nrf2) in
the occurrence and development of sepsis and its role in septic acute kidney injury ( AKI), and the
intervention of curcumin on Nrf2, so as to provide theoretical basis for clinical prevention and treatment
of septic AKI. Methods: 96 SD rats were randomly divided into 3 groups: the control group, the
operation group and the treatment group. They were further divided into 4 sub-groups in 6, 12, 24 and
48 h after operation. Sepsis AKI rat model was established by cecum ligation and puncture in the
operation and treatment groups. Curcumin was injected into abdominal cavity at a dose of 100 mg/kg 1
hour after the model was established in the treatment group. The expression of Nrf2 protein in renal
tissues of each group was detected by immunoblotting. Blood was collected from the heart to measure
serum urea nitrogen ( BUN) and creatinine (Scr). Results: Nrf2 expression was found in renal tissues
of the control group. Nrf2 in the operation group increased gradually from the 6" h and decreased 12 h
later after modeling, significantly lower than that of the control group (P <0.05). The expression of
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Nif2 in the treatment group increased gradually from the 6" h, and decreased 24 h later, significantly

higher than that in the operation group (P <0.05). BUN and Scr values of the operation group were

significantly higher than those in the control group (P <0.05), while they were significantly lower in

the treatment group than in the operation group (P <0.05). Conclusion; Sepsis infection attack

destroys the endogenous protective system and inhibits the antioxidant stress response and immune

response of the body, leading to AKI. Curcumin can increase the expression of Nrf2 in septic kidney

tissues, improve the antioxidant capacity of kidney tissues, and has certain protective ability

against AKI.
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Tab.1 Serum BUN and Scr levels of rats in the three group at 6, 12, 24 and 48 h after modeling
- BUN( mmol/L) Ser( wmol/L)
X HE 41 AL R A Yo HE 41 AL bEp g

6h 10.46 £1.25 20.52 £1.56"Y  10.58 £1.71@® 25.35+1.32 57.32£1.84" 36.43 £1.47%®
12 h 9.38 +1.53 42.32 £1.63"Y  26.48 +1.78 P 24.79 +1.59 90.54 £1.67"  66.49 +1.57%®
24 h 9.76 +2.06 80.10 +1.52"  64.57 £1.23P® 25.73+1.54  135.46+1.70'" 91.21 £1.34®®
48 h 9.52+1.86 123.48 £1.78" 97.57 £1.22¥® 26.12£1.23  256.79 +1.44" 136.72 +2. 10
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24 and 48 h after modeling
ot il B ELHA 53K Nef2 25 (0D {H)
X HRZH R VRIT U
6h 0.73+0.04  0.32+0.04" 0.45 £0.02®
12 h 0.75+0.04 0.25+0.03V 0.56 +0.03?®
24 h 0.75+0.03  0.12+0.03" 0.72 £0.03>
48 h 0.76 +0.03  0.08 +0.03V 0.31 +0.03?®
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