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Abstract Objective: To investigate the effects of the Type IVB pili of Salmonella enterica serovar Typhi on
the activity of PKC, ERK and NF-«B in THP-1 cells. Method: THP-1 cells were incubated with the Salmonella
Typhi strain A21-6 or Salmonella Typhi strain pilS™. the activity of PKC, ERK and NF«B were measured with
substrate phosphorolysis kinase assay, Western blotting and luciferase reporter gene assay,separately . Result:
The Type IVB pili of Salmonella entrica serovar Typhi strain A21-6 was signiflicantly elfected on the activity of
PKC. ERK and NF-«B; the activity of PKC. ERK and NF-«B were increased 10min, 30min, 60min alter being
stimulated with the Salmonella Typhi A21-6,and reached the peak value at 30min, 60min and 120min.respective-
ly. Conclusion; The type IVB pili of Salmonella Typhi may play an important role in the activity of PKC, ERK and

NF-kB induced by Salmonella Typhi, which could significantly increase the activity of PKC, ERK and NF-«B in
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THP-1 cells.
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Study of correlation between antinuclear antibody and anticardiolipin

antibody with idiopathic thrombocytopentic purpura
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Abstract  Objective: To approach the correlation between antinuclear antibody (ANA)and anticardiolipin anti-
body( ACA)with idiopathic thrombocytopenic purpura(ITP), Method: The levels of serum ACA and ANA of 50
patients with ITP and 25 healthy cases were detected. Result: The positive rates of ACA and ANA with ITP were
higher than those in the healthy cases. The positive rates of ACA and ANA were 30% and 34 % respectively in 50
cases of ITP patients. Conclusion .

ACA could combine with phospolipid of platelet membrane, resulting in platelet

reduction. We should observe the patients whose ANA are positive, which could be useful in the prognosis of auto-
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immunity disease.such as SLE.RA.
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