EMBEARB®RE 2022%F F£12% H6H 847~-852 E(ﬁ‘ﬁw%si)i
ISSN 2095-2341 Reviews A

o Do IO

Current Biotechnology

SSE5MERBNXEMRER

NEE, £F, ¥, EiE,

LRI E IR S A A, Eat 100124

LRk, RIEIFE, #HTE

B OE: BN, AACHIEEASMRR T EARENE LR, KT ERKERN N> FIHEAEE. WA
NMEEAEH - ANEE BT, FALBRUXRAELT 0. FRKA AL GEHBH T FEF A ERGHJTANRH
WHEAH XREHNE TR SMRAENEERREMAR, WA ARLERISR AR TR T BT E 8 W7
REXREMME EHERRE. SR THEEHNAARBAEERFRLERRNERURSPRARTHALH
Jrg WA R R R RN RR, FLRNBRA T A EEHAETR AR EFR MR THEFRET .

X AARA FAEHALBESPRALTIGRRLERE
DOI:: 10.19586/j.2095-2341.2022.0060

hE 425 R57,T0116.2 XEKARERD A

Research Progress on the Relationship Between Hydrogen and Intestinal

Flora

LIU Zijia , JIANG Xue , YI Yang , WANG Meng , MA Cheng , SONG Yifei , XIE Fei’
Faculty of Environment and Life, Betjing University of Technology , Beijing 100124, China

Abstract: Hydrogen has been proved to have significant medical effects on a variety of diseases, however, the molecular mecha-
nism of its effect have not been fully elucidated. Intestinal flora has been regarded as an important "organ" of human body, which
is closely related to human health. Studies have shown that there are a large number of bacteria capable of hydrogen metabolism
in human intestinal flora, and the changes of these bacteria may be closely related to the occurrence and development of a variety
of diseases. In addition, the study also found that exogenous hydrogen intervention may improve inflammatory bowel disease, fat-
ty liver disease and other diseases through the remodeling of intestinal flora. This paper reviewed the hydrogen metabolism of in-
testinal microflora and its relationship with the occurrence and development of diseases, as well as the related research on the ef-
fect of exogenous hydrogen intervention on disease progression by regulating intestinal microflora, hoping to provide help for re-

searchers who are committed to studying the medical effects of hydrogen from the perspective of intestinal flora.
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