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[ Abstract] Objective To explore the protective mechanism of Scutellaria baicalensis georgi on the
intestinal mucosal injury of endotoxemia in rats with liver cirrhosis. Methods Compound factors modeling
was used to establish endotoxemia rat model with liver cirrhosis. The rats were randomly divided into 3
experimental groups: model group, the scutellaria treatment group and glutamine treatment group with 20 in
each group. There were 10 rats in normal control group. Gavage was conducted to each group for 2 weeks.
At the end of the experiment, serum endotoxin levels of rats and intestinal mucosa apoptosis of rats in each
group were detected by ELISA and TUNEL, respectively. And the expression levels of gene Bcl-2 RNA
and Bax RNA related to intestinal mucosa apoptosis were detected by RT-PCR. Results The endotoxin
level of the three experimental groups was significantly elevated compared with that of the normal control
group (F =3.31, P<0.05). The endotoxin level of the model group was significantly higher than that of the
scutellaria treatment group (g = 5.12, P = 0.0000 ). The endotoxin level of the scutellaria treatment group
was significantly lower than that of the glutamine group (¢ = 3.74, P = 0.0123). The increase of intestinal

mucosal apoptosis rate in the three experimental groups was significantly higher than that of the normal
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control group (F'=4.77, P <0.01). The intestinal mucosal apoptosis rate of the model group was significantly
higher than that of the scutellaria treatment group and the glutamine group (g = 4.56, 4.35; P = 0.0000). The
rate of intestinal mucosal apoptosis in the scutellaria treatment group was significantly lower than that of the
glutamine group (g = 3.78, P = 0.012). The intestinal mucosal Bcl-2 mRNA level of the three experimental
groups significantly decreased than that of the normal control group (F = 3.55, P < 0.05). The intestinal
mucosal Bcl-2 mRNA levels of the model group were significantly lower than that of the scutellaria treatment
group and the glutamine treatment group (¢ = 3.89, 3.40; P < 0.05). The intestinal mucosal Bcl-2 mRNA level
of the scutellaria treatment group was significantly higher than that of the glutamine group (¢ = 2.77, P <
0.05). The intestinal mucosal Bax mRNA level of the three experimental groups was significantly higher than
that of the normal control group (F = 3.67, P < 0.05). The intestinal mucosal Bax mRNA level of the model
group was significantly higher than that of the scutellaria treatment group and the glutamine treatment group
(g =3.62,291; P <0.05). The intestinal mucosal Bax mRNA level of the scutellaria treatment group was

significantly lower than that of the glutamine group (g =2.85, P < 0.05). Conclusions Scutellaria baicalensis

georgi could reduce the occurrence of liver cirrhosis endotoxemia by reducing intestinal mucosal apoptosis.

[ Key words] Scutellaria baicalensis georgi; Liver cirrhosis; Endotoxemia; Intestinal mucosa; Apoptosis
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