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Study on Cytotoxicity and Apoptosis of Aeromonas veronii to
Grass Carp Pectoral Fin Cell
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Laboratory of Beibu Gulf Marine Biodiversity Conservation,College of Marine Sciences,Beibu Gulf University, Qinzhou, Guangxi,
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Abstract: Grass carp (Ctenopharyngodon idellus) is an important commercially cultured freshwater fish in
China. In recent years,with the advent of intensive aquatic farming, various diseases emerged in commercial
populations, which caused enormous economic loss,even threatened human safety. Aeromonas veronii is one
of the zoonotic pathogens. This study aimed to explore the lethal mechanism of A. veronii causing to host cell
death and provide data supports and theoretical basis for further development of anti-bacterial fishery func-
tional products against A. veronii. This paper first determined the protein concentration of extracellular
products (ECPs) of A. veronii. Then,based on the ECPs of different concentrations, the cell toxicity of ex-
tracellular ECPs of A. veronii was determined according to the results of light microscopy and cell viability.
Hoechst 33342 and TdT-mediated dUTP Nick-End Labeling (TUNEL) were used to detect the changes of
nucleus,and finally the toxic lethal mechanism of A. veronii to host cells was determined. It can be seen from
the toxicity experiment that high concentrations of A. veronii ECPs have obvious toxicity to grass carp pecto-
ral fin (GCPF) cells,and the appearance of apoptotic bodies can be seen from Hoechst 33342 results. Mean-
while, TUNEL showed positive results with green fluorescence in test group and no fluorescence in the con-
trol group. It is indicated that A. veronii ECPs is obviously toxic to host cells and can cause apoptosis of host
cells.

Key words: grass carp, Aeromonas veronii » ECPs,pathogenesis,apoptosis
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