. 82 - Journal of Inner Mongolia Medical University Feb. 2022 Vol. 44  No.1

BEEREEERNIARHIR
B E R, BT R

(1.AEFERXFE, WEF s 010059;2. AEE ER X FWEER Hi A4,
3.op ey — B HALAA)

W E. % %%HE £ (autoimmune gastritis JAIG)IE R VI, R —Fr B T4 -0 B & o Fe K ks,
WMBRFEZENABR BREGMEERL R TSRS FRER, B A ARG T %, AIG B L7 £ %
(AR EERELBNRE, REHEZ AIGH RAHR, BSMFREK %, @itk BN I £ k3T AIG
T 0 S g S A R AR LRI, VU A AR R AR IR A4 B R AT B

KR A G E AR F K RAE R AR TFRAR; AR

FESYES: R573.3 XERFERIRAS: A M EH S :2095-512X(2022)01-0082—06

RESEARCH PROGRESS OF AUTOIMMUNE GASTRITIS
YANG Gerile, LI Yanmei,ZHAO Liping
(' Inner Mongolia Medical University, Hohhot 010059 China )

Abstract: Autoimmune gastritis (AIG) is rare in clinic. It is an organ specific autoimmune and inflammatory disease.
The histopathological manifestation is atrophy of gastric fundus and gastric body without involvement of gastric antrum. It is
no specific symptoms in the early stage, and there is no radical cure at present. Follow—up of AIG patients mainly focuses on
the degree of gasiric mucosa atrophy and precancerous lesions. There is still a lack of systematic research on AIG in China,

and there are many studies abroad. By searching relevant literature at home and abroad, this paper summarizes the latest re—

search progress of AIG and related diseases,we hope to provide new ideas for the research in related fields.
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