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Introduction
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from chronic liver cirrhosis.
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Research objectives

1. Tounderstand the interaction between and the
consequences of chronic alcohol exposure and HCV
infection under conditions of reduced anti-oxidant
capacity.

2. Toidentify redox sensitive proteins, under the
experimental conditions, that may contribute to liver
damage and carcinogenic process.
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Biochemical analyses:
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Procedures

Proteomics:
Detecting protein
Treatments: Biochemical analyses: modification via
Control vs. Alcohol Liver enzyme activity; bisANS or disulfide

R labeling;




Serum ALT assay measures liver function
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Alcohol treatment causes an elevated serum
ALT level, suggesting liver dysfunction
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Histopathology:

Control

Normal liver Sodl +/+ Sod1 -/+ Sod1 -/-




Proteomics

1. BisANS for protein conformational changes
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BisANS detects protein conformational changes
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6-1AF for protein modifications
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2-dimensional gel electrophoresis




2-dimensional analysis by

Dymension
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2-dimensional analysis by
Dymension




2D gel Mass
Spot picking Spectrometry




Functional annotation
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Summary & future directions

< Oxidative stress and reduced antioxidant capacity increase live
pathology. There is an additive effect of HCV transgenes and
SOD1 deficiency on alcohol-mediated liver damages.

< Our mouse model is useful to investigate the interaction
between alcohol and chronic HCV infection and the long term
effect on liver carcinogenic development.

BisANS and disulfide based fluorescent labels are useful tools to
detect protein conformational changes and modifications from
oxidative stress.
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