252 Chin J Nerv Ment Dis

Vol.51, No.4 Apr. 2025

o//%i?Ec

Ze B PR A 225 0 BRI A T 5 e

R B AR OKEHY BATFS HHES

(HE] BERHE—FE AR R, R EAT AW E U b 5 0B ALH 2 VA G . TEp g
VAL 5 T, 2R AR 1) 2 25 R R B I i v (1 e LS I T BB B S TR KRR R R AL S R K
- BTt AR TR BB A A 2 A W E WL SR A AR O BRAIL R, A ST AT A, DA I g R AR
IRE S ERAE TS TAT R BT RE I E & USRS A Z AR WA T B R, X — R B Aok R G A A f
ZEHLHIBESE LA ARG R YA T s 105 A 4 U S,

(k@R ) ROl MLOHILE RSNl be e
T

[hE 525 ] R749

WIRPERBRR R R BRI N 154

[HftRiRAEE] A

Research progress on binge eating disorder’s neuropsychological mechanism. LIANG Yikun, YAN Shuya,
ZHANG Meiqi, WEI Dongxue, JIA Yanbin. Department of Psychiatry, the First Affiliated Hospital of Jinan University; School
of Management, Jinan University, Guangzhou 510630, China. Tel: 020-38688651.

[ Abstract)

neurobiological and psychological mechanisms. At the neurobiological level, the development of BED is associated with

Binge eating disorder (BED) is a common eating disorder whose pathogenesis involves both

abnormal resting—state brain functional connectivity in the reward circuitry, dysregulation of the endocannabinoid system,
and elevated leptin levels. This paper reveals that the neurobiological mechanisms of BED may influence psychological
processes, including habitual behavioral imbalances and impaired emotion regulation. Conversely, the dysfunction of
behavior in the psychological domain may further modulate neurobiological manifestations. This finding provides insights
for future research aimed at systematically integrating neural mechanisms into clinical interventions, ultimately facilitating
treatment advancement and prognostic improvement.
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