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A Study on the Intestinalization of Gastric Mucosa
and Gastric Acidity in Various Gastric Deases
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Table 2. Age & Sex
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Duodenal ulcer M ‘ 1 2 3 3 1 0 0 10) 14
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F 0 0 0 0 0 0 0 0
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Table 3. Incidence of Intestinal Metaplasia in
Gastric Diseases

Disease Ncoése()f Metaplasia | Percentage
Gastric tumor 48 30 62.5
Gastric ulcer 44 25 56.8
Duodenal ulcer 14 3 21.4
Gastritis 5 4 80.0
Totals 111 62 55.8
Grade II-1II of

metaplasia 50 45.0
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Incidence of Metaplasia to Different Acidity in Gastric Diseases

S Acidity Normoacidity Hypoacidity Anacidity Hyperacidity
o
N No. of| Meta— No. of| Meta- No. of] Meta~ . |No. of| Meta— o
Disease \ case plasia % case plasia % case plasia % | case plasia %
Gastric tumor(48cases)] 3 0 0 12 9 |75.0| 31 20 | 64.5 2 1 ] 50.0
Gastric ulcer(44 case) | 33 18 | 54.5 4 3 |7.0 2 2 100 5 2 40.0
Duodenal ulcer
(14 cases) 11 3 |27.2 0 0 0 0 0 0 3 0 0
Gastritis(5 cases) 1 0 0 1 1 100 3 3 100 0 0 0
Totals 48] 21 w7 1w | 13 74| 3| 25 [e04] 0] 3300
Table 5. Degree of Metaplasia to Different Acidity in Gastric Tumor
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Table 6. Degree of Metaplasia to Different

Acidity in Gastric ulcer
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ABSTRACT

A Study on the Intestinalization of
Gastric Mucosa and Gastric Acidity
in Variocus Gastric Diseases

Young Sun-Woo, M.D.
Ja Hoon Kim, M.D., F.I.C.S.

Dept. of Surgery, Medical College of Seoul

National University, Seoul, Korea

Intestinal metaplasia of the gastric mucosa has

been long recognized, but the relationship between




the metaplasia and the gastric acidity has been
little recorded.

In order to observe the influence of the frequency
and the degree of mucosal metaplasia upon the gas-
tric acidity, the author reviewed 111 resected stomach
specimens on the basis of gastric juice analysis and
pathologic aspect.

The cases observed were 48 cases of gastric tumor,
44 of gastric ulcer, 14 of duodenal ulcer and 5 of
chronic gastritis.

The results obtained are as follows:

1) Of a total of 111 cases, 55.8%

severe intestinal metaplasia of the gastric mucosa,

showed mild to

which were 62.5% in gastric tumors, 56.8% gastric
ulcers, 21.4% in duodenal ulcers and 80.0% in chr-
onic gastrities.

2) The frequency of intestinal metaplasia of the
gastric mucosa as to the gastric acidity was 76.4%
in hypoacidity, 69.4% in anacidity, 43.7% In norm-
oacidity and 30.0%
while in gastric tumors, 75.0% of hypoacidity cases,

in hyperacidity respectively:

64.5% of anacidity cases, 50% of hyperacidity cases,
and none of normoacidity cases; in gastric ulcers,
75.0% of hypoacidity cases, 100% of anacidity cases,
54.5% of normoacidity cases and 40.0% of hypera-
cidity cases; in duodenal ulcers, 27.2% of normoa-
cldity cases and none of other acidity cases; and in
chronic gastrites, 100% of hypo-and anacidity cases.

As for the Grade

66.6% of hypoacidity cases, 48.3% anacidity cases,

1-1 metaplasia, there were
none of normo-and hyperacidity cases in gastric
48.4% of nor-
moacidity cases, 40.0% of hyperacidity and none of

tumors; 75.0% of hypoacidity cases,

anacidity cases in gastric ulcers; 18.1% of normoa-
and 100% of hypo-

and anacidity cases in chronic gastrites.

cidity cases in duodenal ulcers;

3) It is, therefore, apparent that the frequency of
intestinal metaplasia of the gastric mucosa increases
in accordance with the decrease of the gastric acidity,
irrespective of primary disease of the stomach; and
the degree of metaplasia is also roughly corelated with
the decrease of the gastric acidity, but not proporti-
onal to variety of acidity.

4) It would thus appear that one of factors respo-

nsible to decrease of the gastric acidity in gastric

diseases could be ascribed to the corresponding pre-

gence of the intestinalization of the gastric mucosa.
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Fig. 1. Gastric Cancer (H/E) Anacidity, Fig 2. Gastric ulcer (H/E) Hypoacidity,
Grade [ metaplasia Grade [] metaplasia

Fig. 3. Gastric ulcer (H/E) Hyperacidity, Fig. 4. Duodenal ulcer (H/E) Hyperacidity,
Grade | metaplasia Grade [ metaplasia

Fig. 5. Chr. gastriitis (H/E) Anacidity. Fig. 6. Chr. gastritis (PAS stain) Anacidity
Grade ]| metaplasia Grade I metaplasia




