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Studies on the Target of Photodynamic Therapy with Porphyrin Derivatives as Photosensitizer
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519041, China; 2.Guangdong Pharmaceutical University, School of Pharmacy, Guangzhou 510006, China)

ABSTRACT: OBJECTIVE Introduce the studies progress on the target of photodynamic therapy (PDT) with porphyrin
derivatives as photosensitizers. METHODS  This article discussed the evidences of mitochondria as the target site in PDT with
three lines of data: the distribution characters of porphyrin derivatives as the photosensitizers in the cell; reactive oxygen species,
the mitochondrial pathway for cell apoptosis in PDT. RESULTS Porphyrin derivatives as the most common photosensitizers
could selectively concentrated at the target cell to produce reactive oxygen species, which lead to the destruction of target cells.
CONCLUSION About where is the PDT target site in the cell, there is no concensus in the early studies, but increasing studies

found that mitochondria may be the main target in PDT.
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Study and Application of Chou-Talalay Method for Anti-tumor Drug Combination

WANG Shiqunl’z, ZHU Yuzhenl, ZHENG Xuebaoz*(l.Department of Pharmacology, Guangdong Medical College,
Zhanjiang 524023, China; 2.Guangdong Key Laboratory for Research and Development of Natural Drugs, Guangdong Medical
College, Zhanjiang 524023, China)

ABSTRACT: Drug combination has been widely used in the therapeutic process of many serious illness, such as anti-bacterial,
anti-viral and anti-tumor therapeutic, etc. However, so far the domestic and overseas scholars about evaluation standards of the
curative effects have not arrived at any agreement yet, especially the synergistic effect of drug combination. Chou-Talalay
method is now generally accepted as synergy quantitative analysis method for drug combination. Aiming at the anti-tumor
research field, we comprehensively reviewed the method to lay a good basis for the rational use of drugs.

KEY WORDS: Chou-Talalay method; anti-tumor; drug combination; quantitative analysis
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