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Helicobacter pylori Infection in Children
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Table 1. The Prevalence of H. pylori IgG Antibody in Normal Healthy Male and Female Children
Age(Year) Total IgG(+)(%) Male IgG(+)(%) Female IgG(+)(%)
6-< 8 222 18( 8.1) 111 9( 8.1) 111 9( 8.1)
8-<10 209 26(12.4) 95 8( 8.4) 114 18(16.2)
10-<12 200 37(18.5) 100 16(16.0) 100 21(21.0)
12-<14 247 54(21.9) 102 26(25.4) 145 28(19.3)
14-<15 72 22(30.6) 56 16(28.5) 16 6(37.5)
Total 950 157(16.5) 464 74(15.9) 486 83(17.0)
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Table 2. Age and H. pylori Positive Rate in 159
Children with RAP(M 2CH ofZlolgd 2l 1992)

H. pylori Positive

Age No. of Patients
Patients(%)
<6 27 3(11.1%)
7-9 45 11(24.4%)
10-12 52 14(26.9%)
13-15 35 15(42.8%)
Total 159 43(27%)
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2 oS ESS W ot oF 80%ollA A=
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