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and investigate the potential molecular mechanism. Methods We conducted vivo studies in C57BL/6] mice fed
with ethanol Lieber-DeCarli liquid diet and treated with RSV (10 30 100 mg/kg) and GSH (200 mg/kg) . Re-
sults  The results showed that RSV (30 or 100 mg/kg) treatment significantly attenuated hepatic steatosis with
lowering activities of serum alanine aminotransferase ( ALT) aspartate aminotransferase ( AST) and levels of he—
patic triglyceride ( TG) increasing superoxide dismutase ( SOD) activities decreasing malondialdehyde ( MDA)
content although the levels of serum TG were not changed significantly. Tmmunohistochemistry analysis and HE
staining showed that RSV suppressed the expression of adipose differentiation—related protein ( ADRP) and reduced
hepatic lipid accumulation. Western blot analysis showed that RSV stimulated AMP-activated protein kinase
( AMPK) activity and inhibited lipinl expression. Conclusion RSV has protective effects on alcoholic fatty liver
and the potential mechanism might be involved in activation of AMPKipinl signaling and its antioxidant roles.
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The expression and clinical significance of ICAM-

and VCAMHA in colorectal carcinoma
Wu Yong Liu Yi
( Dept of General Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the expression of [ICAM- and VCAMH in colorectal carcinoma and the rela—
tionship between ICAM-  VCAM- and the occurrence the metastasis of colorectal carcinoma and to analyze the
significance. Methods Immunohistochemistry staining( S-P method) was used to detect the expression of ICAM-
and VCAMH on consecutive section in 78 cases of colorectal carcinoma and normal mucosa and 42 cases of colorec—
tal adenomas. Plasma was obtained from 78 patients with colorectal carcinoma and 40 healthy volunteers prior sur—
gery by an enzyme-inked immunosorbent assay ( ELISA) . Results There was significant difference between the
high expression of [ICAM- and VCAMH in colorectal carcinoma and the low expression in normal mucosa and ade—
noma( P <0.01) . Serum ICAM- and VCAM- were significantly higher in patients with colorectal carcinoma than
those in normal control group( P <0. 01) . The ICAM- and VCAMH levels were not related to sex age tumor lo—
cation and histological grades( P >0. 05) but had significantly statistical difference between lymph node metastasis
and Dukes stage( P <0.01) . Conclusion The increase expression of ICAM- and VCAMH in colorectal cancer
suggests that the [ICAM- and VCAM- may play an important role in evaluation of malignant degree and judging the
progress as well as the mechanism of colorectal cancer.
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