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ABSTRACT Objective: To study the relationship between Characteristic of Pathohistology, Helicobater Pylori and Degree of
inflammation in Chronic Gastritis. Methods: 467 cases of chronic gastritis children in our hospital from January 2010 to February 2016
for gastroscopy diagnosis were selected. The histological features of gastric antrum mucosa were examined, and the positive rate of HP
was detected, and the relationship between HP infection and pathological features of chronic gastritis and the degree of chronic
inflammation was analyzed. Results: In the pathological examination, the HP infection rate in children with mild, moderate and severe
inflammatory reaction (7.7%, 41.2%,51.1%) was increased, and the difference was statistically significant (P<0.05). The positive rate of
HP in children with inflammatory activity of 76.3% was significantly higher than that in children with no inflammatory activity for 23.7%
(P<0.05). The positive rate of Hp was significantly increased with the increase of the grade of intestinal metaplasia, the formation of
lymphoid follicles and the degree of atrophy. The incidence of lymph follicle formation, intestinal metaplasia and gastric atrophy in three
groups of mild, moderate and severe inflammation was significantly increased, Hp positive rate was significantly increased,and the
difference was significant (P<0.05). Conclusion: HP infection is important factor in the pathogenesis of chronic gastritis,is closely related
with gastric mucosal inflammation, activity, lymph follicle formation, intestinal mucosal atrophy atrophy grading and other pathological
changes.
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Table 1 The relationship between HP infection and the degree of chronic inflammation and activity

Degree of inflammation Degree of activity
HP infection Cases
Mild Moderate Severe No Yes
+ 274 21(7.7) 113(41.2) 140(51.1) 209(76.3) 65(23.7)
- 193 136(70.5) 55(28.5) 2(1.0) 10(5.18) 183(94.8)
X7 42.088 27.518
P 0.000 0.000
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Table 2 The relationship between histopathological characteristics of chronic gastritis and Hp infection

Hp infection

Pathologic features x4z P
+ _
Intrms;zllljzlfslymph Yes 100(97.1) 3(2.9) 78.403 0.000
No 174(47.8) 190(52.2)
Without intestinal metaplasia 140(51.9) 130(48.1) 14.587 0.002
Intestinal metaplasia Mild intestinal metaplasia 73(64.6) 40(35.4)
grade Moderate intestinal metaplasia 41(67.2) 20(32.8)
Severe intestinal metaplasia 20(87.0) 3(13.0)
Degree of atrophy No atrophy 72(50.3) 71(49.7) 8.080 0.044
Mild atrophy 138(60.8) 89(39.2)
Moderate atrophy 52(63.4) 30(36.6)
Severe atrophy 12(80.0) 3(20.0)
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Table 3 The relationship between histopathological characteristics of chronic gastritis and degree of Inflammation

Pathologic diagnosis

Degree of Inflammation Cases Hp positive( % )
lymphoid follicle Intestinal metaplasia Atrophy
Mild 249 0(0.0) 39(15.7) 150(60.2) 113(45.4)
Moderate 195 90(46.2) 138(70.8) 155(79.1) 140(71.8)
Severe 23 13(56.5) 20(87.0) 19(82.6) 21(91.3)
Totals 467 103(22.1) 197(42.2) 324(69.4) 274(58.7)
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