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Adherence and Induced Apoptosis to Hep —2 Cell in Two Different Groups of Acinetobacter Baumannii Strains. Liu Caixia ,Qiao Zengpet,
Yang Jinhong, Li Xiangyang. The Second Affiliated Hospital of Wenzhou Medical College , Zhejiang 325027 , China

Abstract Objective To study on the adherence and apoptosis to Hep — 2 cells in two different groups of acinetobacter baumannii
strains. Methods Totally 20 susceptible and pandrug - resistant strains were selected and 0. Sml of the bacter suspension with a concen-
tration of 3 x 10°CFU/ml was added into the monolayer cultures of Hep —2 cells. Then the culture was kept in the temperature of 37°C
and the atmospheric concentraion of 5% CO, for2,8,12,16 and 20h respectively. Finally, the adherence rate,adherence index and apop-
tosis situation of Hep —2 cells from different time were calculated. Results The group of susceptible strains adhereing to the Hep -2
cells was mainly in disperse and wide pattern, which caused quick cell lesion and obvious morphological change; while pandrug — resistant
strains were mainly local adherence, which caused light cell lesion and slow morphological change. There was significant difference in the
average rate of cell adherence, while no significant difference in the average cell adhesion index between the two groups was found. Con-

clusion It illustrated that the ability of adhering to Hep —2 cell and cytopathogenicity were weakened in pandrug — resistant strains. Ev-

enthough the mechanism of adherence and pathogenicity of A. baumannii still remains to be elucidated, it was assumed that self mutation,

the deficiency of outer membrane protein or the effect of inserting of various drug — resistance genes might cause the above results.

Key words Acinetobacter baumannii; Adherence; Apoptosis
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