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Ethanol extract from Cortex Albiziae attenuates mouse acute liver injury

induced by carbon tetrachloride via modulation of NF-kB pathway
DU Bin, GONG Lei-lei, CAI Wei-wei, CHEN Jun-liang, SUN Hai-jian, QIU Li-ying
( Wuxi Medical College, Jiangnan University, Wuxi 214122, China. E-mail: qiylydoc@ sina. com)

[ABSTRACT] AIM: To investigate the protective effect of ethanol extract from Cortex Albiziae on acute liver inju-
ry, and to explore its possible mechanism. METHODS: Acute liver injury in mice was induced by single intraperitoneal
injection of 25% carbon tetrachloride (olive oil solubilization). The effective parts of ethanol extract from Cortex Albizziae
against acute liver injury were screened. The pathological changes of the liver tissues were examined by pathological sec-
tions with HE staining. The activity of total superoxide dismutase (T-SOD) and the content of malondialdehyde ( MDA) of
the liver tissues were detected, the serum levels of interleukin-6 (IL-6) and tumor necrosis factor-oo ( TNF-ot) were mea-
sured by ELISA | and the protein expression levels of NF-kB p65, Bel-2 and Bax in the liver cells of the mice in each group
were determined by Western blot. RESULTS: Compared with model group, the serum levels of AST and ALT in low-dose

1

n-butanol phase of ethanol extract from Cortex Albiziae (AB-L, 4 mg + kg™ - d™") group and high-dose n-butanol phase of
ethanol extract from Cortex Albiziae (AB-H, 8 mg - kg™ - d™') group were significantly decreased. The necrosis extent
and degree of the hepatocytes and infiltration of inflammatory cells were significantly lower than that in model group. Com-
pared with model group, the serum levels of TNF-a and IL-6 in AB-H group and AB-L group were significantly decreased
(P <0.05). The protein level of NF-kB p65 in the nuclei of mouse liver cells in AB-H group and AB-L group were also
decreased significantly (P <0.05). Compared with model group, the protein expression of Bax was decreased, the protein
expression of Bel-2 was increased, and the Bel-2/Bax ratio was increased in AB-L group and AB-H group. CONCLU-
SION: The n-butanol phase of ethanol extract from Cortex Albiziae may protect the liver by reducing the activation of NF-kB
p65, inhibiting the excessive release of inflammatory cytokines IL-6 and TNF-o, and decreasing hepatocyte apoptosis via
regulating Bel-2 and Bax expression.

[KEY WORDS ] Cortex Albiziae; Acute liver injury; Carbon tetrachloride; Inflammation; NF-kB p65 signaling
pathway ; Apoptosis
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Figure 1. The pathological observation of mouse liver in each group (HE staining, Xx40).
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Table 1. The serum levels of AST, ALT, IL-6 and TNF-« in the mice in each group (Mean +SD. n =8)

Group AST (U/L) ALT (U/L) 1L-6 (ng/L) TNF-a (ng/L)
Control 47.6 =11.4 132.4 £22.6 4.03+0.11 14.24 £4.98
Model 448.7 £35.2° 834.5+67.2" 5.88+0.17" 63.84 +8.79"
AB-L 177.6 +58.4** 282.4 +62.1%* 4.29 +0.24** 29.41 +10.87**
AB-H 123.6 £35.2°% 202.4 +42.3 %% 4.23+0.11"" 24.63 +8.57""

*P <0.05 vs control group; *P <0.05 vs model group; “P <0.05 vs AB-L group.
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Table 2. The activity of SOD and content of MDA of mouse liver
tissues in each group (Mean +SD. n=8)

Group SOD(U/mg) MDA (pmol/g)
Control 38.80 £2.69 5.09 +0.29
Model 13.86 +1.62" 14.66 +0.69 "
AB-L 19.83 +2.15** 10.84 +0.46"*
AB-H 26.50 £3.71 %4 7.16 £0.21 ***

* P <0.05 vs control group; * P <0. 05 vs model group; “ P <
0. 05 vs AB-L group.
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Figure 2. The protein expression of NF-kB p65 in the nuclei of

the mouse hepatocytes in each group. Mean +SD. n =
4. P <0.05 vs control group; * P <0.05 vs model
group; “ P <0.05 vs AB-L group.
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Figure 3. The protein expression of Bax and Bel-2 in the liver
tissues of the mice in each group. Mean +SD. n =4.
*P <0.05 vs control group; *P < 0.05 vs model
group; “P <0.05 vs AB-L group
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