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Eight-year follow-up study on prevalence of gastric cancer and the histopathological changes of gastric
mucosa after H. pylori eradication ZHOU Li-ya, LIN San-rens DING Shi-gang, etal. Department
of Gastroenterology, the Third Hospital, Peking University, Beijing 100083, China

[ Abstract] Objective To investigate the prevalence of gastric cancer and the relationship between
H. pylori infection and the histopathologic changes of gastric mucosain patients who had their H. pylori
eradicated for 8 years in the high incidence region of gastric cancer. Methods One thousand and six
adultsCage from 35 to 75 years old) were randomly selected in Yantai area, Shandong province in 1996.
Five hundreds and fifty two individuals with H. pylori positive were randomly divided into treatment
group (n= 276) and placebo group (n= 276). Treatment group received triple therapy (omeprazol
amoxy cillin and clarithromycin) for one week. The placebo group was served as control. One month after
completion of treatment, H. pylori status was reassessed by > C-UBT. Eradication rate of H. pylori in
the treatment group was 89%. Follow-up study was carried out with endoscopy in the 2nd, 5th and 8th
year, respectively. The endoscopic appearance and histology of the biopsies from the same site obtained
at the first and final endoscopy were compared. Results (DAt the 8th year’s follow up 7 patients deve-
loped gastric cancer, 1 inthe H. pylori negative group(n= 246)and 6 in the H. pylori positive group(n
=306). The prevalence was 1/ 1968 person years in the treatment group and & 2448 person years in pla-
cebo group(P<<0.05). @ At the 5th year’s follow up, 6 patients had gastric cancer, 1 inthe H. pylori
negative group (7= 246)and 5 in H.pylori positive group (7= 306). The prevalence was 1/1230 person
years in the H. py lori negative group and 5/ 1530 person yearsin H. py lori positive group( P> 0.05). @

: 100083

Email; liyazhou @medmail. com. cn


Administrator
高亮

Administrator
高亮


2005 6 25 6 Chin J Dig, June 2005, Vol. 25, No.6 — 325 —
Eight years after eradication of H. pylori, the proportion of gastric atrophy in the body in the H. pylori
eradication group was much lower than that in the non-eradication group(P<0.01) . However the pro-
portion of gastric atrophy and intestinal metaplasia of antrum had no significant difference afte H. pylori
eradication(P> 0. 05). Conclusions H. pylori infection increased the risk of gastric cancer occurrence,
H. pylori eradication is able to reduce such risk. H. pylori eradication results in reduction in the pre
valence of gastric atrophy in the body, while continued H. pylori infection leads to progressive aggrava
tion of gastric atrophy and intestinal metaplasia.
[ Key words] Helicobacter pylori; Gastric cancer; Gastric body; Atrophy; Intestinal metaplasia
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