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Helicobacter pylori Infection and Histopathological Features of Gastric Mucosa

Gyung Hyuck Ko, M.D., Cheol Keun Park, M.D., Chun Sik Choi, M.D.
Heung Bae Park, M.D., Jeong Hee Lee, M.D., Hye Jung Lee, M.D.
Hyun Ju Kim, M.D. and Kwang Ho Rhee, M.D.*

Department of Pathology and Microbiology*, College of Medicine,
Gyeongsang National University

A microscopic examination of 1,000 cases of gastroscopic biopsy specimens revealed that the
prevalence and severity of chromic gastritis, neutrophilic infiliration, and Helicobacter pylori
infection increased with advancing age until the age reached about 40, but they decreased
thereafter in accordance with the increasing prevalence of intestinal metaplasia. The prevalence
and severity of Helicobacter pylori infection, chronic gastritis, and neutrophilic infiltration were
proportionately related to each other and to gastric peptic ulcer, but inversely related with
intestinal metaplasia and gastric carcinoma. The results suggested that chronic gastritis and gastric
peptic ulcer may be associated with Helicobacter pylori infection and that if these lesions persist,
intestinal metaplasia may develop with decreased severity of chromie gastritis and Helicobacter
pylori infection but, instead, increase of the risk of gastric carcinoma. And it is thought that
the cause of the high incidence of gasiric carcinoma in Korea may be related to the fact that
chronic gastritis and Helicobacter pylori infection develop earlier in life and therefore the
prevalence of intestinal metaplasia is higher in Korea than in other countries. (Korean J Pathol
1996; 30: 199-209)
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Tahle 1. Age and sex distribution of the patients

Number of patients

Age
Tonal Male Female
|~ 5 32 22 10
6~ 10 e 35 37

11~15 96 46 50
16~20 12 9 3
2125 |5 7 L
26~ 30 21 12 9
31~35 40 18 22
36~40 52 34 18
41~45 57 40 17
46~ 50 o7 59 38
51~55 128 103 23
56~ 60 112 8 34
61 ~65 122 B7 35
66 ~T0 7 54 23
T1~T73 31 20 11
T6~ 16 9 7
Total 1000 653 347
N

NN

NV

46-50 51-55 56-60 G1-65 66-70 71-75 76-

age

Fig. 1. Relationship between age and chronic gastritis.
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Fig. 3. Relationship between age and helicobacter infection.
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