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Protective effect and mechanism of dihydromyricetin on gastric mucosal - EEE

injury of autoimmune chronic gastritisrats
CHEN Li-Feng, ZHANG Qiong, DONG Qian-Qian

(Ingtitute of Materia Medica, Hunan Academy of Traditional Chinese Medicine and Materia Medica,
Changsha 410013, China)

Abstract

AIM To study the protective effect of dihydromyricetin (DMY') on gastric mucosal injury of autoimmune chronic gastritis
rats and mechanisms in order to provide experimental basis for DMY's applying in prevention and treatment on chronic
gastritis. METHODS To emulsify supernatant of homogeneous gastric mucosa from Sprague-Dawley rats and Freund's
complete adjuvant (FCA) as immunogen was subcutaneously injected into rat back and both sides of inguinals once every
15 d for 3 timesto establish rat chronic gastritis model. At the same time of the second immunogen injection, DMY (50,

100 and 200 mg-kg'l) or rebamipide(27 mg-kg'l) as positive control, were intragastrically administered once daily for 30 d.
Water was used instead of drugs in normal and model groups. The rats were sacrificed on the next day after the last
administration. The contents of total and free acids (TA and FA) were measured by acid-base titration and the content of
free mucus was measured by alcian blue assay in gastric juice. The levels of gastrin and matilin were determined by
radioimmunoassay, and the activities of total superoxide dismutase (SOD), Cu-Zn-SOD, Mn-SOD and inducible nitric-
oxide synthase (iNOS), and the levels of maondialdehyde (MDA) and nitric oxide (NO) were determined by
spectrophotometry. The levels of interleukin-2 (IL-2), 1L-4 and immunoglobulin G (IgG) were assayed with ELISA. The
histopathology of gastric mucosa was examined under the microscope. RESUL TS Compared with normal control, all
detected indexesin model group changed pathologically except plasmamoatilin level. DMY significantly ameliorated these
pathologically changed indexes of model rats. DMY increased contents of TA and FA, also decreased content of free mucus
in gastric juice and gastrin level in serum, and had no effect on moatilin in plasma; remarkably reduced inflammatory cells
filtration into gastric mucosa tissue and the scores of inflammation, and obviously improved the histopathological changes
in gastric mucosa; significantly raised total SOD, Cu-Zn-SOD, and Mn-SOD activities and reduced iNOS activity; inhibited
production of MDA and NO; lowered 1gG and IL-4 levels, and increased IL-2 levels. CONCL USION DMY can
significantly protect gastric mucosa from injury of chronic gastritis. Its mechanism maybe that DMY can regul ate the body
immune functions to inhibit the autoimmune reaction; or it can up-regulate the activity of enzyme system eliminating
oxygen freeradical and down-regulate activity of enzyme system producing NO, and then to inhibit lipid peroxidation.
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