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inflammatory cytokines were detected by ELISA. The expression of renal inflammatory cytokines was analyzed using
real-time RT-PCR. Renal NF+«B p65 phosphorylation was measured through Western blot. Results RSG pretreat—
ment ameliorated LPS-induced acute kidney injury and inflammatory cell infiltration. Moreover RSG pretreatment
inhibited LPS-induced elevation of serum KC and TNF-o. In addition RSG pretreatment alleviated LPS-induced
upregulation of proinflammatory cytokines (TNF-a and IL4B) and chemokines (KC and Mcp-). Finally RSG
pretreatment suppressed LPS-induced renal NF«B p65 phosphorylation. Conclusion RSG protects against LPS—
induced acute kidney injury through inhibiting renal inflammation.
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Cytology research of liver stem cells in inflammatory

and non-inflammatory environments
Huang Junkai' Wang Yan® Yang Fengtian' et al
(' Dept of Gastroenterology The First Affiliated Hospital of The Medical College ~Shihezi University
Shihezi 832008 ;’Kaifeng Central Hospital Endoscopy Center Kaifeng 475100)

Abstract Objective To observe cytology differences of liver stem cells (LSCs) in non-inflammatory proliferation
environment and inflammatory proliferation environment by establishing non-inflammatory LSCs proliferation model
and inflammatory LSCs proliferation model. Methods 2-acetaminofluorenced combined two thirds partial hepatec—
tomy protocol was established as non-inflammatory LSCs proliferation model. 2-acetaminofluorence combined carbon
tetrachloride protocol was established as inflammatory LSCs proliferation model. Liver histological changes were ob—
served by hematoxylin and eosin staining. The expressions of EpCAM CD133 and OV6 of LSCs were detected by
immunohistochemistry and average optical density values were measured by Image—Pro Plus 6. 0. The ultrastructure
changes of LSCs were observed by transmission electron microscopy. Results Non-inflammatory LSCs proliferation
model and inflammatory LSCs proliferation model were established successfully. HE staining: non-inflammatory
LSCs proliferation model rats” liver were absent with inflammatory cells infiltration ; inflammatory LSCs proliferation
model rats” liver were fibrosis formation period with large number of inflammatory cells infiltration. Immunohisto—
chemical 2 EpCAM—positive CD133—positive and OV6-positive LSCs were found both in non-inflammatory and in—
flammatory LSCs proliferation model the expression levels of EpCAM CD133 OV6 of inflammatory LSCs prolifer—
ation model were significantly higher than those of non-inflammatory LSCs proliferation model (P <0.05). Trans—
mission electron microscopytype: I [l and I of LSCs were found both in non-inflammatory and inflammatory
LSCs proliferation model however there were more heteromorphic LSCs in inflammatory LSCs proliferation model
than those in non-inflammatory LSCs proliferation model (P <0.05). Conclusion There are more EpCAM ™
CD133* OV6" LSCs in inflammatory LSCs proliferation model compared with non-inflammatory LSCs proliferation
model and there are LSCs with abnormal subcellular structure in the early stage of hepatitis.
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