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[ Abstract] Objective To explore the clinical significance of nuclear factor ( NF)-kB, Helicobacter pylori
(H. pylori) and H. pylori cytotoxin associated gene A (CagA) in the pathogenesis of idiopathic thrombocytopenic
purpura (ITP). Methods A total of 168 patients with ITP were enrolled as the ITP group. And 50 healthy volunteers
were enrolled as the control group. H. pylori was detected by "“C breath test. Serum NF-kB level and Hp-CagA-IgG
antibody expression were detected by enzyme-linked immunosorbent assay. The platelet count, platelet-associated IgG
antibody ( PAIgG) and PAIgM were determined. Results  Compared with the control group, platelet count was
significant decreased,and PAIgG and PAIgM were significantly increased in ITP group when first visit (P <0.05).
Serum NF-kB of ITP group was significantly increased (P <0.05),and positive rates of H. pylori and CagA were
significantly higher( P <0.05). NF-kB, H. pylori and CagA were negatively correlated with platelet count,but positively
correlated with PAIgG and PAIgM in ITP patients ( P <0.05). Platelet count of mild ITP patients was the highest at first
visit, followed by moderate ITP patients and severe ITP patients. The order of PAlgG,PAIgM and NF-kB is completely
reversed. The corresponding order of H. pylori and CagA positive rate from low to high were mild ITP ,moderate ITP and
severe ITP (P <0.05). In ITP group, platelet count in patients without H. pylori was higher than that in patients with
H. pylori-positive and CagA-negative ,the platelet count in patients with H. pylori-positive and CagA-negative was higher
than that in patients with H. pylori-positive and CagA-positive. The PAlgG, PAIgM and NF-kB in patients without
H. pylori were lower than those in patients with H. pylori,and the PAlgG,PAIgM and NF-kB in patients with H. pylori-
positive and CagA-negative were lower than those in H. pylori-positive and CagA-positive patients (P < 0. 05).
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Conclusion H. pylori infection may be directly involved in the pathogenesis of ITP through the CagA protein. Or

H. pylori infection prompts CagA to activate NF-kB, which influences immune response, and causes PAlgG, PAIgM

elevation and thrombocytopenia decline.
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