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Photodynamic
/Photothermal Therapy

is a form of photetherapy involving
light and a photosensitizing
chemical substance which
generate reactive oxygen species /
heat to elicit cell death.
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Scheme 1. Synthesis of R-BPS and EA-BPS.
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Figure 2. Photodynamic and GST-pi binding properties of EA-BPS.
Fig a : a mixture of EA-BPS and DPBF Y107 residues are present in the active site

DPBF : chemical probe for singlet oxygen (Type 2 ROS)
DCFH ROS sensor : primarily for Type 1 ROS

Conclusion: R-BPS and EA-BPS are capable of promoting ROS production
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Figure 3. PDT sensitizer potential of EA-BPS.
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Figure 4. Effect of EA-BPS with and without photoirradiation on lysosomal
dearadation-denendent wav
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Fig 6¢: at the tumor regions showed a statistically
~O-Control significant reduction in tumor growth and volumes
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Fig 6f: caspase-3 (red) ,
Ki-67 expression levels (green) :cell proliferation
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+ _ Figure 6. In vivo photodynamic effects and tumor regression
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