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Subtypes of Intestinal Metaplasia in Chronic Gastritis

Kyu Chan Huh, M.D., Soo Ho Son, M.D.* and Jung Wook Hur, M.D.

Department of Internal Medicine, Keimyung University School of Medicine;
*Kyak’s Hospital, Taegu, Korea

Background/Aims: Gastric carcinoma is the most common malignant neoplasm in Korea and is known
to be associated with intestinal metaplasia (IM) of gastric epithelium, of which type III IM is suggested to
play a special role in the carcinogenesis. This study is to evaluate the subtypes of IM and to measure each
subtype in chronic gastritis. Methods: From October 1997 to September 1999, 321 patients with endoscopic
chronic gastritis were evaluated the grade of chronic gastritis and IM by histologic and histochemical stain.
Results: Chronic inflammation and IM were remarkably severe in men and Helicobacter pylori (H. pylori)
positivity was 69.4% in men and 65.2% in women. The frequency of IM was 50.1%, of which 65.4% was
in men and 34.6% in women. The frequency of IM subtypes was 43.2%, 11.7% and 45.1% for type I, II
and III respectively. Sixty percent of IM was noted in more than 50 years of age and ninety percent in more
than 40 years of age. The frequency of type III IM was 61.6% in men and 38.4% in women. Sixty one percent
of type III IM was noted in more than 50 years of age and ninety percent in more than 40 years of age.
Interestingly, fifty three percent of type III IM was noted in men more than 40 years of age. The prevalence
of H. pylori infection in type III IM was similar to in type I and II. The glandular atrophy in type III IM
was remarkably severe than that in type I and II. Conclusions: The results of this study show that the
proportion of type III IM in chronic gastiritis is remarkably high in Korean and age and sex distribution is
similar to that of gastric carcinoma. (Korean J Gastrointest Endosc 2000;21:593 —601)
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Figure 1. Endoscopic finding. (A)
Diffuse erhythematous and thin
mucosa at gastric antrum. (B)
Vague, granular and whitish dis-
colorated mucosa at the gastric
antrum.

Figure 2. Subtypes of intestinal metaplasia. (A) Type [ shows

straight crypts lined by goblet cells with brush border (H&E
stain, 400). (B) Type II shows tortuous crypts lined by goblet cells
secreting sialomucins and occasionally sulphomucins, and colu-
mnar mucous cell secreting sialomucins (HID/AB stain, x 200).
(C) Type Il shows irregular crypts by goblet cells secreting
sialomucins or sulphomucins and columnar mucous cells
secreting predominantly sulphomucins (HID/AB stain, x200).
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Table 1. Grade of Chronic Gastritis and H. pylori Infection According to Age and Sex

Inflammation Activity Atrophy Metaplasia H. pylori
Age
Male Female Male Female Male Female Male Female Male (%) Female (%)

<30 1.8+04 1.6+05 1.2+04 1.6+1.1 1.4+0.5 08+04 08+13 06+05 100 80.0
31~40 19+06 1.6+06 1.7+08 1.3+1.1 1.0+0.7 13+06 06+0.8 04+05 84.6 52.6
41~50 1.7+0.6 1.7+0.5 14+1.0 1.6+1.0 1.3+0.6 1.4+0.6 1.0+1.0 0.6+0.7 64.1 74.1
51~60 20+07 18+06 14+1.0 1.5+0.8 1.4+0.8 13+06 1.0+09 06+07 68.7 75.0
61~70 17206 1.6+06 1.1+1.1 0.7+0.9 1.2+0.7 12+08 1.1+10 0.8+09 62.9 57.8

>71 1.9+07 1.7+08 1.0+14 0.7+0.9 1.5+0.7 12+08 10+10 08+09 54.5 66.6

Inflammation, chronic inflammation; Activity, neutrophilic activity; Atrophy, glandular atrophy; Metaplasia, intestinal metaplasia; H. pylori,

H. pylori infection rate.

Table 2. Age and Sex Distribution of Intestinal Metaplasia

Age Male (%) Female (%) Total (%)
<30 2 (40) 0 2 (20)
31~40 11 (42) 6 (31) 17 (38)
41~50 29 (55) 12 37) 41 (48)
51~60 42 (66) 14 (44) 56 (58)
61~70 15 (55) 19 (50) 34 (52)
>70 7 (64) 5 (55) 12 (60)
Total 106 56 162

%: percent of age matched number of group.

Table 3. Number of Intestinal Metaplasia Subtypes

Table 4. Number of Intestinal Metaplasia Subtype According to

Age and Sex
Type I & 1I Type 1II
Age
Male Female Male Female

<30 0 0 0
31~40 7 5 1
41~50 16 4 13 8
51~60 25 8 17 6
61~70 9 7 6 12

=71 4 4 3 1
Total 61 28 45 28

Table 5. Grade of Chronic Gastritis According to Intestinal Meta-
plasia Subtype

Subtype Number %
I 70 432
II 19 11.7
I 73 45.1

Total 162 100

Al o)A abol A 53.4%0] %) th(Table 4).
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1=

Type [, I Type III p value
Inflammation 1.9+0.6 1.8+0.6 0.33
Activity 1.4+0.8 1.3+09 0.67
Atrophy 1.3+0.6 1.6+0.7 0.01
H. pylori 70.8% 72.6%

Inflammation, chronic inflammation; Activity, neutrophilic activity;
Atrophy, glandular atrophy; H. pylori, H. pylori infection rate.
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Table 6. Grade of Chronic Gastritis and H. pylori Infection Rate in Type III Intestinal Metaplasia According to Age and Sex

Inflammation Activity Atrophy H. pylori
Age
Male Female Male Female Male Female Male (%) Female (%)

<30 2.0+0.0 1.5+0.7 1.5+0.7 100
31~40 22+0.5 2.0+0.0 2.0+0.8 3.0+0.0 1.7+0.5 3.0+0.0 100 100
41~50 1.7+£0.6 1.6+05 1.3£1.0 1.0+0.7 1.3+£0.7 1.3+£05 61.5 75.0
51~60 1.8+0.7 1.6+0.5 1.1+1.0 1.6+05 1.9+0.7 1.5+05 70.5 66.6
61~70 1.8+0.7 1.8+05 08+1.2 1.5+1.0 1.5+0.8 1.3+0.6 66.6 83.3

>71 1.6+0.5 1.0+0.0 0.6+0.6 0.0+0.0 1.6+0.6 1.0+0.0 66.6 0.00

Inflammation, chronic inflammation; Activity, neutrophilic activity; Atrophy, glandular atrophy; Metaplasia, intestinal metaplasia; H. pylori,

H. pylori infection rate.
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