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groups were measured. Furthermore placental pathology pregnancy outcomes and cognitive abilities of offspring
were observed. Results Blood pressure and urinary protein levels of model group were significantly higher than
those of control group levels. Compared with the control group the levels of platelet and antithrombin Tl ( AT )
in the peripheral blood of pregnant rats in the model group were lower than those in the control group while D-di—
mer was higher than that in the control group the weight of the fetus and placenta in the model group decreased ( P
<0.001) the expression levels of interleukin( IL) 6 tumor necrosis factor oo ( TNF-a) and interferon gamma
( INF—-y) in peripheral blood increased while the expression level of transforming growth factor 1 ( TGF1) de-
creased( P <0.001) . The water maze test showed that the latency of the offspring of the model group to the plat—
form was longer than that of the control group ( P <0.05) while the frequency of crossing the platform quadrant
and the time of staying in the platform quadrant of the model group were lower than those of the control group ( P <
0.05) . HE and PAS staining showed that there were infiltration of inflammatory cells in the basal layer of placenta
obvious decrease of blood vessels in labyrinthine area slight edema of renal interstitium and degeneration of local
renal tubular epithelial cells in the model group while there were no above pathological changes in placenta and
kidney in the control group. Conclusion A single injection of LPS in early pregnancy can successfully induce PE—
related symptoms and adverse pregnancy outcomes such as fetal growth restriction and lead to the decline of cogni—
tive ability of offspring.
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Therapeutic effect of isoliquiritigenin on rat hepatic fibrosis

and its mechanism
Zhang Qi' An Zhenxiang' > He Yuanli’
('The First Clinical Medical College of Guizhou University of Traditional Chinese Medicine Guiyang 550002;
*Dept of Gastroenterology *Dept of Geriatrics The First Affiliated Hospital of Guizhou University of
Traditional Chinese Medicine Guiyang 550001)

Abstract Objective To investigate the therapeutic effect and mechanism of isoliquiritigenin ( ISL) on hepatic fi—
brosis ( HF) . Methods SD rats were randomly divided into normal group model group colchicine tablet group
( positive control 0.1 mg/kg) and high-dose and low-dose ISL groups (40 10 mg/kg) . Except for the normal
group the other groups were given intraperitoneal injection of 50% carbon tetrachloride( CCl,) olive oil solution
(1.5 ml/kg) to establish liver fibrosis models twice a week for 8 weeks. After modeling rats in each group were
given the corresponding drugs by gavage at a volume of 10 ml/kg per day for 4 weeks. After the last administration
the levels of alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST) in the serum of rats were deter—
mined; liver index was calculated; HE and Masson staining were used to observe the pathological changes of liver
tissue; Real-time quantitative PCR was used to detect the mRNA expression levels of hypoxia-inducible factord o
( HIFHa) and vascular endothelial growth factor ( VEGF) ; the expressions of HIF4a and VEGF protein in liver
tissue were detected by immunohistochemistry and Western blot. Results Compared with the normal group the
serum ALT and AST contents of the rats in the model group increased ( P <0.01) the liver index increased ( P <
0.01) the rat fibrous tissue hyperplasia the collagen volume fraction increased ( P <0.01) and the liver the ex—
pression levels of HIFH4a and VEGF mRNA in the tissue increased ( P <0.01) . Immunohistochemistry and West—
ern blot showed that the expression levels of HIF4 o and VEGF protein increased in the model group ( P <0.01) .
Compared with the model group the ISL high and low dose groups could reduce the levels of ALT and AST in ser—
um ( P <0.01) the liver index ( P <0.01) the proliferation of fibrotic tissue and the collagen volume fraction ( P
<0.05) down-—regulate the expression levels of HIFH4 o and VEGF genes ( P <0.01) . Immunohistochemical de—
tection showed that the high and low dose groups of ISL could reduce the protein expression levels of HIFda ( P <
0.01 P <0.05) the expression level of VEGF protein decreased ( P <0.01) Western blot detection showed that
the high-dose group of ISL could reduce the protein expression levels of HIF4a and VEGF ( P <0. 05) . Conclu-
sion ISL has a significant therapeutic effect on CCl,<nduced HF model rats and its mechanism may be related to
the regulation of HIFda and VEGF protein expression levels.
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