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Abstract

F A

This study was conducted to investigate the effect of chiken egg containing IgY againt H. pylori in patients
with gastritis. Sixty three H. pylori—-infected volunteers (20~43 year, Male : Female=49 : 14) were randomized
into four groups which were treated with one chiken egg containing Ig¥ b.i.d. (IgY group; n=17) or omeprazole
20 mg b.i.d., amoxicillin 1.0 g b.i.d. and clarithromycin 500 mg b.i.d. (OAC group; n=17) or omeprazole 20 mg
b.i.d., amoxicillin 1.0 g b.i.d., clarithromycin 500 mg b.i.d. and one chicken egg containing IgY b.i.d. (OAC with
IgY group; n=16) for 2 weeks or lyophilized IgY 1 g b.i.d (Iyophilized IgY group) for 1 month. 4 BCO; before
and after treatment, the eradication rate of H. pylori and histologic change including H. pylori density, acute
and chronic inflammation activity, intestinal metaplasia and glandular atrophy by updated sydney system were
evaluated. Eradication rate of OAC with IgY group (94%) was higher than IgY group (0%), lyophilized IgY group
(0%) and OAC group (88%). 4'°CO; at 2 weeks after treatment in one patient of IgY group was decreased.
But that was not changed in the other patients. 4 BCO; at 1 week after treatment in 15 patients of OAC with
IgY group was significantly lower than pretreatment level (p<0.05), and A48C0O; at 1 week and 2 week after
treatment was decreased in the other patient. Acute inflammation activity at antrum was significantly decreased
after treatment in IgY and lyophilized IgY group (p<0.01). H. pylori density at antrum was significantly
decreased after treatment in IgY and lyophilized IgY group (p<0.05). Chronic inflammation activity at body
was decreased after treatment in lyophilized IgY group. Intestinal metaplasia and grandular atrophy at antrum
and body were not changed after treatment in IgY group. Mild intestinal metaplasia in one patient of lyophilized
Ig’Y group changed to normal after 1 month treatment. Gandular atrophy at antrum and body were not changed

after treatment in lyophilized IgY group.
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Table 1. Patient’s characteristics

OAC

D

Group IgY OAC with IgY Ig¥Y
No. of patients 17 17 16 13
Age (yr) mean 29.4+5330.0%5.0 31.0x£6.6 30.0+4.7

range 20~39 23~38 21~43 2138
Sex (male/female) 13/3 12/5 13/4 11/2
Endoscopic diagnosis

Erythema 13 15 15 11

Erosion 2 2 1 1

Others 1 0 1 0

1’IgY: Lyophilized IgY group.

Table 2. Eradication rate of H. pylori

. OAC b
Group Ig¥Y OAC with IgY IgY
No. of patients 17 17 16 13

Eradication rate (%)
1 week treatment 0(0%) 12 (70%) 15(94%) 0 (0%)
2 weeks treatment 0(0%) 15(88%) 15(94%) 0(0%)
1 month treatment 0(0%)

l)IgYZ Lyophitized IgY group.
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Fi%. 1. 4BCO; before and after treatment in IgY group.
47°CO: at 2 weeks after treatment in one patient of IgY group
was decreased. But that was not changed in the other patients.
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Fig. 2. 4 BCO, before and after treatment in OAC with IgY
group.

A4"CO, at 1 week after treatment in 15 patients of OAC with IgY
group was significantly lower than pretreatment level (p<0.05),
and 4"%COs at 1 week and 2 week after treatment was decreased
in the other patient.
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H. pylori®] @A 4% : 4" %] H pylorie] 44 4
E7F X8 29102 X823 2620622 A &EF H pylori

Table 3. Histologic change by updated sydney system in IgY
group

Pre- Post-
Grroup treatment treatment
Antrum
Acute inflammation activity 24105 20+06"
Chronic inflammation activity 2.8*0.3 27104
Intestinal metaplasia 0.0x00 0.0=0.0
Gastric atrophy 0.0x0.0 0.0£0.0
H. pylori density 29+02 26X06
Body
Acute inflammation activity 1.0£0.7 09%09
Chronic inflammation activity 18209 1.7£06
Intestinal metaplasia 0.0x00 0.0£0.0
Gastric atrophy 0.0x0.0 0.0£0.0
H. pylori density 20x07 1.9£06

*p<0.05, **p<0.01.
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Fig. 3. Acute inflammation at antrum before and after treat-
ment in IgY group.

Acute inflammation activity at antrum was significantly decreased
after 2 weeks treatment (p<0.01).

M severe, {1 moderate, mild.



PR

Fig. 4. Grade of inflammatory response (A, B) and density
of H. pylori colonization (C, D) according to treatment in IgY
group.

A few gastric tissue samples show more decreased grade of
inflammatory reaction and density of F1. pylori colonization after
treatment (B, D) when compared with those before treatment (A,
C). Magnification; A~D, %X200.
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Fig. 5. H. pylori density at antrum before and after treat-
ment in IgY group.

H. pylori density at antrum was significantly decreased after 2
weeks treatment (p<0.05).

H severe, O moderate, mild.
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Fig. 6. Grade of inflammatory response (A, B) and density
of H. pylori colonization (C, D) according to treatment in
OAC with IgY group.

Posttreatment gastric tissue sample (B, D) displays markedly de-
creased grade of inflmmatory reaction and no H. pylori colo-
nization in comparision with those before treatment (A, C).
Magnification: A~D, X200.

Table 4. Histologic change by updated sydney system in
lyophilized IgY group

Pre- Post-
Group treatment treatment
Antrum
Acute inflammation activity 2.7+0.4 202077
Chronic inflammation activity 12%£1.0 1111
Intestinal metaplasia 0.0+0.0 0.0%+0.0
Gastric atrophy 0.0£0.0 0.0+£0.0
H. pylori density 2.9%0.2 23+09
Body
Acute inflammation activity 2.0F05 1.8£06
Chronic inflammation activity 29+0.2 23+09
Intestinal metaplasia 0.0£0.0 0.0x0.0
Gastric atrophy 00*0.0 0.0x0.0
H. pylori density 2007 1.9£06

*p<0.05, **p<0.01.
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Fig. 7. Acute inflammation at antrum before and after treat-
ment in lyophilized IgY group.

Acute inflammation activity at antrum was significantly decreased
after 1 month treatment (p<0.01).

M severe, [ moderate, mild.
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Fig. 8. Inflammatory reaction before and after lyophilized IgY intake.

Change of inflammatory reaction before (A) and after lyophilized IgY intake (B, C). Degree of gastritis activity is markedly decreased
in the administration of lyophilized IgY for 30 days (C) compared with that of 10 days intake (B) and preintake (A). There is nc
significant change of degree of chronic inflammation before and after lyophilized IgY intake. Magnification; A~C, X200.
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(Table 4).
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Fig. 9. H. pylori density at antrum before and after treat-
ment in lyophilized IgY group.

H. pylori density at antrum was significantly decreased after 1
month treatment (p<0.05).

B severe, 0 moderate, 2 mild.
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Fig. 10. Immunohistochemical staining of H. pylori in lyophilized IgY group.
Change of H. pylori colonization before (A) and after lyophilized IgY intake (B, C). Density of H. pylori colonization is markedly
decreased in the administration of lyophilized IgY for 30 days (C) compared with that of 10 days intake (B) and preintake (A).

Magnification; A~C, X200.
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