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Abstract: Adenosine 5'-monophosphate ( AMP ) —activated protein kinase ( AMPK )is a key regulator
of intracellular energy metabolism. In the case of energy deficiency, AMPK kinase is activated in the cell,
and then regulates the expression of downstream target genes to promote energy metabolism and synthesis.
AMPK regulates mitochondrial homeostasis, affects cell proliferation and apoptosis, and participates
in the pathogenesis of digestive, circulatory, immune and other systemic diseases. A variety of active
components in traditional Chinese medicine, such as flavonoids, anthraquinones and saponins, can activate
AMPK signaling pathway, improve cell energy metabolism, and have unique advantages and potential in
the treatment of digestive and metabolic related diseases. Traditional Chinese medicine monomers and
compounds have made significant progress in regulating AMPK signaling pathway and treating metabolic
disorders, dyspepsia, cancer and other related diseases. This article reviews the literature on the regulation
of AMPK signaling by traditional Chinese medicine in the past five years, explores the mechanism of AMPK
signaling pathway mediating disease, promotes the modernization of traditional Chinese medicine research,
and provides basis and reference for basic research and clinical practice.
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Fig. 1 Mechanisms of AMPK activation and
its biological functions
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Table 1 ~ Summary of pharmacological activities of single Chinese herbs and their bioactive constituents
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Table 2 Summary of the effects of traditional Chinese medicine compounds
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Exploration of the Clinical Efficacy of Different Acupuncture Therapies Combined with Oral
Chinese Herbal Medicine in the Treatment of Postherpetic Neuralgia of Qi Stagnation
and Blood Stasis Type

WANG Puning, WANG Xue
( Shenhe District Hospital of Traditional Chinese Medicine , Shenyang 110013, Liaoning, China )

Abstract: Objective To study and analyze the clinical effect of different acupuncture therapy
combined with oral traditional Chinese medicine. Methods 58 patients with postherpetic neuralgia admitted
from January 2023 to December 2023 were selected as the subjects of this study and divided into two
groups: study group and control group according to the order of admission, with 29 cases in each group.
The control group was treated with fire—needle, plum—blossom needle, blood—letting cupping and other
acupuncture methods combined with oral Chinese medicine. The research group was treated with filiform
needle circum—puncture combined with oral Chinese medicine. The oral Chinese medicine used in both
groups was Chaihu Shugan Powder (LB IFEC) and Modified Taohong Siwu Decoction (Bk<rpudiz ) .
Indicators of pain, immune function, inflammatory factor levels, improvement of sleep quality and anxiety
psychological state, as well as the degree of quality of life improvement and adverse effects of the two groups
were compared. Results Compared with the control group, the improvement of pain index, immune function
index and inflammatory factor index were better than the control group, the normal level changes, the sleep
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