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In Vitro Inhibitory Effects of Honokiol, Magnolol, Geniposide, Chlorogenic Acid, and Astragaloside IV
on CYP1A2, CYP3A and CYP2D Activity in Human and Rats
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ABSTRACT: OBJECTIVE To evaluate the in vitro inhibitory effects of five kinds of herbal constituents (honokiol, magnolol,
geniposide, chlorogenic acid, astragaloside IV) on CYP1A2, CYP3A and CYP2D in human and rat liver microsomes.
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METHODS The activities of CYP1A2, CYP3A and CYP2D in human and rat liver microsomes were evaluated by detecting
turnovers of its substrates after treatment with the five kinds of herbal constituents in vitro by HPLC. Phenacetin, midazolam and
dextromethorphan were used as substrates of CYP1A2, CYP3A and CYP2D, then the inhibition ratio and ICs, were calculated.
RESULTS The ICs, of honokiol on CYP1A2 in human and rat were 5.5, 3.9 ;,Lmol~L’1 and CYP2D in human and rat were 35.3
and 46.7 pmol-L™', respectively. The ICso of magnolol on CYP1A2 in human, CYP1A2 and CYP2D in rat were 23.8, 29.1 and
39.9 umol-L™', respectively. The ICs, of geniposide, chlorogenic acid and astragaloside IV on the three kinds of CYP enzyme
subtypes were greater than 100 pmol-L™". The ICs, of honokiol on human and rat CYP3A were >100 pmol-L™'. The ICs, of
magnolol on human CYP3A, CYP2D and rat CYP3A were also >100 pmol-L™'. CONCLUSION The activities of CYP1A2
and CYP2D in human and rat liver microsomes are respectively inhibited by honokiol, the activities of CYP1A2 in human and
rat liver microsomes and CYP2D in rat liver microsomes are respectively inhibited by magnolol, which are all in a

dose-dependent manner in vitro.

KEY WORDS: honokiol; magnolol; geniposide; chlorogenic acid; astragaloside IV; cytochrome P450; liver microsomes
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Fig. 1 Effects on inhibition ratio and ICsy of different
concentrations of ingredient on CYP in human and rats(n=2)
A—effects of honokiol on CYPIA2 in human and rats; B—effects of

honokiol on CYP2D in human and rats; C—effects of mgnolol on
CYP1A2 in human and rats; D—effects of mgnolol on CYP2D in rats.
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Detection of MCF-7 Breast Cancer Cell Line Based on Polydiacetylene Chromatic Inmunoassay

FAN Caixia', XU Xin** , CHEN Zh1x1 XIAO Wangchuan JI Xlaofeng (1.Shantou University Medical College,
Shantou 515041, China, 2.Aﬁ"llated Yuebei Peoples Hospital, Shantou University Medical College, Shaoguan 512026, China;
3.College of Resource and Chemical Engineering, Sanming University, Sanming 365004, China; 4.Department of General
Surgery, Sanming First Hospital, Sanming 365001, China)

ABSTRACT: OBJECTIVE To synthesize PDA/PC biosensor capable of specific recognition of cancer cells by immunoassay.
METHODS Polydiacetylene/phospholipids (PDA/PC) nanoparticle vesicles were prepared by sonication and subsequent
EDC/NHS coupling. Anti-Cytokeratin19 monoclonal antibody was covalent linked to PDA/PC nanoparticle vesicle to fabricate a
polydiacetylene (PDA)-based colorimetric biosensor for detecting tumor cells. Physicochemical property were characterized by
transmission electron microscope negatively staining technique, laser scattering particle size analyzer and UV-Vis
spectrophotometer. Colorimetric response CR changing with the amount of CK19 antigen were determined to assess their color
change sensitivity. Breast tumour cell line MCF-7 was chosen as a model to evaluate the biosensor to determine the tumor cell
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