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Discussion on the Imbalance of Glu/GABAergic Neurons in Refractory Gastroesophageal
Reflux Disease and the Treatment Principle of “Regulating the Pivot and Treating the
Epigastric Region” Based on the “Self — stabilization Function of Rehabilitation Mechanism”
ZHANG Nan', WANG Hongwei' , FANG Shuangshaung' , HAN Ming' , ZHENG Qinwei', XU Tingting' ,
ZHU Shengliang' , NI Hongmei’, FANG Shengquan'
1. Department of Gastroenterology , Yueyang Hospital of Integrated Traditional Chinese and Western
Medicine, Shanghai University of Traditional Chinese Medicine, Shanghai 200437, China;
2. Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China

Abstract  “Self - stabilization Function of Rehabilitation Mechanism” is the body’s compliance with the operating law
of biochemistry and restraint, as well as the dynamic adjustment process of balance — imbalance — rebalance and
stabilizing mechanism, which can guide the reversal of hyperactivity and the prevention of disease. Psychosomatic
problems and visceral hypersensitivity play an important role in refractory gastroesophageal reflux disease (rGERD) and
are regulated by a key mechanism of Glu/GABAergic neuronal imbalance. Physiologically, Glu and GABAergic neurons
are opposite and interact with each other, and when the birth — control and regulatory mechanisms between the two are
malfunctioning, “Loss of Self - stabilization Function of Rehabilitation Mechanism” occurs, leading to neuronal micro —
environmental disorders and promoting visceral hypersensitivity and the development of the disease. Based on this
theory, this paper discusses the intrinsic connection between the imbalance of Glu/GABAergic neurons and the core
mechanism of tGERD, which is “disorder of the pivot, dysregulation of qi, and stagnation and deficiency against the
gastroesophageal” , and proposes that the essence of treating rGERD is to harmonize the balance relationship of pivot,
with emphasis on regulating the pivot and qi. The treatment principle of “regulating the pivot and treating the epigastric
region” is to adjust the pivot of the liver and stomach in order to lower the turbidity and rebelliousness, adjust the pivot
of mind in order to resolve the depression, and benefit the yang and nourish the yin in order to help the smoothing and
moisturizing as the treatment method, so as to make the body return to the state of “Self — stabilization”. We also
summarize the relevant studies of TCM intervening in the imbalance of Glu/GABAergic neurons and restoring the E/I
balance, which will provide new ideas for the clinical research and mechanism exploration of the combination of TCM
and Western medicine in the prevention and treatment of rGERD.

Key words Self - stabilization function of rehabilitation mechanism; Regulating pivot and treating the

gastroesophageal ; Refractory gastroesophageal reflux disease; Glu/GABAergic Imbalance; E/I imbalance
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