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Abstract: Functional dyspepsia ( FD )is a common chronic gastrointestinal disease with recurrent
episodes. To address the mechanism of gastrointestinal motility disorder, the promotion of gastrointestinal
motility is the most important treatment modality in clinical practice. but the clinical efficacy of Western
medicines is poor, which leads to repeated visits to the doctor and affects the quality of daily life of patients.
Many studies have confirmed that traditional Chinese medicines ( TCM ) has certain advantages in
improving the clinical symptoms of D and the quality of daily life of the patients. Mitophagy dysfunction
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is closely related to gastrointestinal motility disorder, and the PINK1/Parkin signaling pathway is the

most classical pathway mediating mitophagy. Studies have shown that TCM can improve mitochondrial

homeostasis and rebuild the quality of mitochondria by modulating the PINK1/Parkin signaling pathway,

which can achieve to promote gastrointestinal motility in D and control the recurrence of FD. In this paper,

we review the modulation of PINK1/Parkin mitophagy signaling pathway by Chinese herbal compounds,

Chinese patent medicine, Chinese herbal monomers, and Chinese herbal extracts for the treatment of FD,

which will provide a new way of thinking for further research on the targeted treatment of FD by TCM.

Keywords: functional dyspepsia; PINK1/Parkin; mitophagy; traditional Chinese medicine; research

progress.
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