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Mast Cell Increase and Stem Cell Factor Receptor (c-kit)
Expression in Helicobacter pylori-infected Gastritis

Seung-Joo Jekal

Department of Clinical Laboratory Science, Wonkwang Health Science College, lksan 570-750, Korea

It is known that mast cells (MCs) are increased in H. pylori-infected gastritis and its increase is mediated
by stem cell factor (c-kit ligand). To determine the mechanism of mast cell recruitment and activation by
stem cell factor, weinvestigated the expression of stem cell factor receptor (c-kit) in H. pylori-positive and
-negative gastric mucosa. Biopsy specimens from 16 H. pylori-negative and 20 positive subjects were
examined. H. pylori infection in gastric mucosa was examined by the Warthin-Starry method. MC and c-kit
were identified by immunohistochemisty, using a monoclonal antihuman MC tryptase antibody and a
polyclonal anti-human c-kit antibody. Densities of MC and c-kit positive cell were measured by a
computerized image analysis system. MCs were detected in the lamina propria of both H. pylori-positive and
-negative gastric mucosa. Densities of MC and c-kit positive cell were significantly greater in H.
pylori-positive than -negative subjects. c-kit was located on the surface of MCs. These results indicate that
stem cell factors may be one of the factors involved in mast cell increase and that they activate mast cells

by binding with c-kit.
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Fig. 1. Microscopic pictures of the mucosa with H.pylori-positive gastritis stained with anti-human mast cell tryptase (A) and
anti-human c-kit (B). Many mast cells and c-kit positive cells are demonstrated in the lamina propria. Original magnification: x400
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Fig. 2. A microscopic picture of the mucosa with H.
pylori-positive gastritis stained with alcian blue (pH 0.3) and
immunohistochemical double-staining for c-kit positive cells.
Mast cells are stained blue with alcian blue in the cytoplasm,
and c-kit positive cells (arrow) are stained brown along by the

cell membrane. Original magnification: x400.

160
* X
E 120 - [
E
g 80 -
k)
Z 1
Z 40 -
Q
o)
0 1 ]
HP(-) HP(+)

Gastris

Fig. 3. Comparison of mast cell density in the gastric mucosa of
the antrum between H. pylori-negative and H. pylori-positive
gastritis. Error bars indicate SD. H. pylori-negative gastritis,
N=16; H. pylori-positive gastritis, N=20. ~P<0.01 compared
with H. pylori-negative gastritis.
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(p<0.001) (Fig. 3).
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Fig. 4. Comparison of stem cell factor receptor (c-kit)-positive
cell number in the gastric mucosa of the antrum between H.
pylori-negative and H. pylori-positive gastritis. Error bars
indicate SD. H. pylori-negative gastritis, N=16; H. pylori-
positive gastritis, N=20. ~P<0.01 compared with H. pylori-
negative gastritis.
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