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bladder cancer patients. Methylation levels of the candidate genes were quantified using the urine sediments from 28

bladder cancer patients 30 healthy volunteers and 10 infected urinary calculi patients by quantitative methylation—

specific polymerase chain reaction( qMSP) . The four most efficacious and reliable biomarkers were selected after

the sensitivity and specificity of each biomarker were further calculated and inspected. Results
PCDH17 POU4F2 TCF21 and ZNF154 in the detection of bladder cancer were 46. 43%
46.43% respectively; the specificities of these biomarkers were 95. 00%

The sensitivities of
92.86% 39.29% and

97.50% 97.50% and 100.00% re—

spectively. POU4F2 appeared as the best biomarkers among the four showing a sensitivity of 92. 86% and a speci-
ficity of 97.50% . Conclusion Bladder cancer can be detected by a biomarker panel by using qMSP depending on

the urine samples from patients.
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The study of kupffer cells phenotypic changes in alcoholic fatty liver
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Abstract Objective Establish the model of alcoholic fatty liver in mice and isolate the biological activity kupffer
cells (KCs) in order to study its role in the alcoholic fatty liver disease. Methods C57BL/6 mice were fed with
the Lieber-DeCarli diet for 16 days plus one time of acute alcohol lavage to establish the model of alcoholic fatty
liver. Tissue specimens were collected on the sixteenth day after gastric lavage 9 h later. To verify whether the
model was established successfully by detecting the level of serum alanine aminotransferase/glutamic oxalacetic
transaminase( ALT/AST) and total cholesterol /triglycerides( TG/TC)  the level of TG/TC of liver tissue homoge—
nate and liver pathological section HE and oil red staining. KCs were isolated by in situ perfusion and the cell
yield and cell changes were detected by flow cytometry. Cytokine levels of organization and the primary cell were
detected by qRT-PCR. Results The model response to liver injury index of ALT/AST was higher than that of con-
trol group meanwhile HE and oil red staining results were consistent with that. So the alcoholic fatty liver model
was successfully established in mice. Cell yield of each mouse was about 1.5 x 10° ~2.0 x 10° KCs were double—
labeled by murine macrophage cell surface marker F4/80 molecule and white blood cells surface antigen molecules
CD45 F4/80 and CD45 double positive cells were selected to flow analysis. Data showed that natural CD68 * was
significantly lower in the model a large number of the infiltration of mononuclear cells were elevated. Florescent
real4ime quantitative RT-PCR( qRT-PCR) results showed that cytokine tumor necrosis factor ( TNF-o) interleu—
kin-6( IL-6) monocyte chemoattractant protein( MCP-) level increased significantly in liver tissue and primary
cell. Conclusion The model of alcoholic fatty liver is successfully established and there is a high yield of cells in
situ perfusion. The incidence of alcoholic fatty liver may be relative to hepatic macrophages constitute and pheno—
typic changes associated with elevated cytokine mediated infiltration of peripheral mononuclear cells.
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