ISSN 1009-3079 CN 14-1260/R HREN B

2005F128158H 281386 25234 2795

« B 7, = 8. BRIEF REPORT

EE TGF -o HHTBTERLEBESRKNERZEEBHIR

RRIRIERE X

ZRE, AR

EEE SN TFFARARER &AM T 510370

BREETE, Pl K I E AR Wl K iP T 410008

BIRMES: KR, 410008, A EIDTIIHRSSS, DEASMKE
f52. guiyingzhang@hotmail.com

E53%: 0731-4327106

INFSEEE: 2005-07-28 #25HHA: 2005-08-31

Expression and significance of leptin
and transforming growth factor-a

in gastric mucosa of Helicobacter
pylori infected patients with chronic
gastritis and gastric ulcer

Dian-Ling Li, Gui-Ying Zhang

Dian-Ling Li, the People’s Hospital of Fangcun District, Guangzhou
510370, Guangdong Province, China

Gui-Ying Zhang, Xiangya Hospital of Central South University,
Changsha 410008, Hunan Province, China

Correspondence to: Gui-Ying Zhang, Xiangya Hospital of Central
South University, 88 Xiangya Road, Changsha 410008, Hunan Prov-
ince, China. guiyingzhang@hotmail.com

Received: 2005-07-28 Accepted: 2005-08-31

Abstract

AIM: To investigate the expression of leptin and trans-
forming growth factor-a (TGF-a) in the H pylori infected
gastric mucosa, and to explore the correlation between
leptin and TGF-a..

METHODS: Immunocytochemistry was used to detect
the expression of leptin and TGF-a in the mucosal bio-
psies from the corpus ventriculi and the gastric antrum
of patients with H pylori* and H pylori~ chronic gastritis
and gastric ulcer.

RESULTS: Leptin was weakly positive in the corpus
ventriculi mucosa of normal person. The expression
of leptin and TGF-a were significantly increased in the
corpus ventriculi mucosa of H pylori* infected patients
with gastritis and gastric ulcer as compared with that
in the H pylori™ patients (leptin: 73.33% vs 23.08%,
P <0.05; 70.59% vs 25.00%, P <0.05; TGF-a: 73.33%
vs 15.38%, P <0.05; 76.47% vs 25.00%, P <0.05). The
expression of leptin had no significant difference in the
gastric antral mucosa between the four groups (P >0.05).
The expression of TGF-a was markedly higher in the
gastric antral mucosa of patients with H pylori” chronic

gastritis than that in patients with H pylori~ gastritis
(53.33% vs 7.69%, P <0.05). The expression of leptin
and TGF-a was positively correlated in the corpus ven-
triculi mucosa (r=0.80, P <0.01).

CONCLUSION: The expression of leptin and TGF-a is
positively correlated in the corpus ventriculi mucosa of H
pylori* patients with chronic gastritis and gastric ulcer.
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