1. Molecular mechanisms of bacterial components in

induction of host pathogenesis

Our study has been interested in the investigation of
molecular mechanisms of several virulence factors
involved in bacteria-induced pathogenesis of host cells.
We have been working on several virulence factors of H.
pylori. The relationship of virulence determinants with
more severe clinical outcomes has been reported. In
addition to H. pylori, the functional studies of cytolethal
distending toxin (CDT) secreted from C. jejuni as well as
peptidoglycan produced by Gram-positive bacterium
have also been investigated.

. Development of potent chemical compounds on
anti-microbe effects
The other focus of our laboratory is functional studies
involved in the screening and discovery of novel drugs
against microbes and microbe-related diseases. To
develop new antimicrobials against virus or bacterial
infections, we have begun a series of experimental
design for such specific goals since 2006. Some of those
chemicals and pure compounds from food or traditional
Chinese medicines have been elucidated their molecular
mechanisms on antimicrobial activities and suggested
that they have potential to develop new therapeutic drug
for the prevention of microbe-related diseases. Molecular-
bases for developing a novel treatment to combat
microbe infection is currently undergoing in our
laboratory.

. Cancer biology
Seventy thousand patients are diagnosed with cancer in
Taiwan every year. Early detection of cancer would
greatly improve long-term survival rates. We have
recently obtained several proteins as sensitive
biomarkers for early detection of patients with oral
cancer. In addition, we have also investigated how
various potent drugs against several types of cancers in
the molecular mechanisms. The aims of discovery novel
drugs for inhibiting tumor cells are currently developed
and characterized in our laboratory.
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Fig. 1 Molecular mechanisms of H. pylori-
induced pathogenesis
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Fig. 2 Depiction of cytolethal-distending
toxin intoxication of cells



