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Association between of serum high-sensitivity C-reactive protein(hs-CRP)and helicobacter pylori infection

Huang Jian, Xu Xiaokang

(Department of Clinical Laboratory . Danzhou First People’s Hospital » Hainan 571700, China)

Abstract ; Objective
pylori infection. Methods

To examine the association between serum high sensitivity C-reactive protein (hs-CRP)and helicobacter

258 Subjects with gastric diseases were diagnosed by 14C urea breath test(UBT) ,urease test and histolo-

gy,and Serum concentration of hs-CRP was determined by immunoturbidimetry. 30 health cases were control group. Results The

levels of hs-CRP in patients with Hp-positive were higher than other groups. The levels of hs-CRP in patients with Hp-positive

were higher than those in patients with Hp-negative. The levels of hs-CRP in patients with Hp-negative were higher than those in

control group. Conclusion hs-CRP can be an index of treatment and judging prognosis for Hp infection.
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