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Abstract

AIM: To investigate the relationship among
serum gastrin (GAS) and somatostatin (SS) and
Helicobacter pylori (H.pylori) in patients with diabetic
gastroparesis (DGP).

METHODS: Fifty-six patients with type 2 diabe-
tes mellitus were divided into simple diabetes
mellitus group and DGP group. Forty-seven
non-diabetes mellitus patients were divided into
control group and simple gastroparesis group.
H.pylori infection in the mucosa of sinus ven-
triculi was evaluated by rapid urease test and
Giemsa staining. The contents of serum GAS
and SS were measured by radioimmunoassay.

RESULTS: There was no significant difference be-
tween the rapid urease test and Giemsa staining in

detecting H.pylori. The detection rate of H.pylori was
comparable between the simple diabetes mellitus
group and the control group. The detection rate
of H.pylori was higher in the simple gastroparesis
group than in the control group (rapid urease test:
73.3% vs 47.1%, P < 0.05), and in the DGP group
than in the control group (rapid urease test: 87.8%
vs 47.1%, P < 0.01; Giemsa staining: 81.9% vs 41.2%,
P <0.01), the simple diabetes mellitus group (rapid
urease test: 87.8% vs 47.8%, P < 0.01; Giemsa stain-
ing: 81.9 % vs 43.5%, P < 0.05) and the simple gastro-
paresis group (rapid urease test: 87.8% vs 73.3%, P
<0.01; Giemsa staining: 81.9% vs 66.7%, P < 0.01). In
H.pylori-positive patients, the level of serum GAS in
the DGP group was higher than that in the control
group (147.58 +16.68 vs 80.91 £ 15.23, P < 0.01), and
the level of serum SS in the DGP group was lower
than that in the control group (16.29 + 4.27 vs 47.81
116.88, P < 0.01). In H.pylori-negative patients, there
was no significant differences in serum GAS and SS
levels between different groups.

CONCLUSION: H.pylori infection can increase
serum GAS level but decrease serum SS level.
The pathological alterations in the gastric mu-
cosa induced by H.pylori infection are closely
related with the development of DGP.
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FREHS

Giemsa

4R n - — TR (%) - HitHER(%)
H.pylori (+)  H.pylori-) H.pylori+)  H.pylori-)

ERH 17 8 9 471 7 10 41.2

BEREA 30 22 8 73.3° 20 10 66.7

FERRA 23 11 12 47.8 10 13 435

DGPZH 33 29 4 87.8"" 27 6 81.9

*P<0.05, °P<0.01 vs IEEBWIBA; °P<0.05, °P<0.01 vs BAYERFA; P<0.01 vs BATIRTEA.
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o " H.pylori+) H.pylori-)

GAS SS GAS SS
IERH 17 80.91+15.23 47.81+16.88 87.77 +13.82 52.66 + 15.05
SEMAE 30 72.95 + 15.35 62.65+12.47 102.86 +23.92 56.41 +11.61
BERRAE 23 105.84 + 16.86 44.32 +10.09 97.10+27.31 38.00+13.04

DGPAH 33 14758 £ 16.68®  16.29 £4.27®
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36.29+11.88
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