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Effect of dracorhodin perchlorate on apoptosis of rabbit keratocyte in vitro
Han Xiaoli ,Zhu Meihong ,Hu Jianzhang ,Xu Guoxing. Department of Ophthalmology , Affiliated First Hospital of
Fujian Medical University , Fuzhou 350005 ,China

Abstact Objective  Present study was to investigate the proliferation inhibition of rabbit keratocyte in vitro afier
intervention of dracorhodin perchlorate and the effect of dracorhodin perchlorate on the cell apoptosis, thus to supply a new method
for the clinical prevention and management of corneal scar. Methods The eyeballs were obtained from 18 New Zealand white
rabbits. Rabbit keratocytes were cultured by tissue explant culture technique in DMEM/F12 medium containing 10% fetal bovine
serum and passaged in trypsase containing EDTA. 10,20,40,80 pg/mL of dracorhodin perchlorate was added in medium for the
inhibiting rate of cells proliferation using MTT colorimetry. The apoptosis of the keratocytes were examined under the electron
microscope 24 hours after exposure to dracorhodin perchlorate. Flow cytometry was used to analyze the apoptosis rate of
keratocytes. Results The third generation of corneal stromal cells showed the positive response for vimentin antibody, showing
the red fluorescence. The corneal epithelial cells presented the positive response for cytokeratin 12 antibody, showing the green
fluorescence. The IC,, of dracorhodin perchlorate was 47.72,41.40 and 32.01 in 24,48 and 72 hours after intervention of
dracorhodin perchlorate respectively. MTT colorimetry showed that the inhibitory rate of dracorhoedin perchlorate was obviously
increased in a concentration-dependent manner. Apoptotic keratocytes were seen under the electron microscope. Flow cytometry
showed the apoptosis rate of cells was gradually raised with concentration increase of dracorhodin perchlorate in 24,48 and 72
hours after intervention of dracorhodin perchlorate (P < 0.01). The significant correlations were seen between concentration of
dracorhodin perchlorate and inhibitory rate in 24,48 and 72 hours(r =0.984,P <0.01;r =0.947,P =0.007;r =0.920,P =
0.03 ). Conclusion Dracorhodin perchlorate inhibits the proliferation of rabbit keratocyte in vitro at a concentration-
dependent manner.
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