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Historical Evolution, Pharmacological Mechanisms, and Innovative Strategies of Duhuo Jisheng
Decoction (Jl%G%5/1:{% ) for Lumbar Impediment Disease
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( Hospital of Chengdu University of Traditional Chinese Medicine, Chengdu 610075, Sichuan, China )

Abstract: This study aims to investigate the historical origin, pharmacological mechanisms, and
innovative strategies of Duhuo Jisheng Decoction (JHi i &F 4= 7% ) in treating lumbar impediment disease.
Through literature analysis, we systematically examined the historical evolution, formulation principles, and
clinical applications of this prescription for managing lumbar impediment disease. Modern pharmacological
studies reveal that intervertebral disc degeneration ( IVDD ) involves multifactorial pathogenesis, including
inflammatory microenvironment, oxidative stress, traumatic injury, and abnormal mechanical stiress, which
activate regulated cell death ( RCD ) pathways leading to IVDD and disc homeostasis disruption. Duhuo
Jisheng Decoction exerts therapeutic effects by modulating multiple RCD pathways to delay IVDD, with core
mechanisms involving autophagy, apoptosis, pyroptosis, and ferroptosis. Based on these findings, modern
medical perspectives have guided the proposal of innovative strategies such as compatibility optimization and
dosage form innovation for Duhuo Jisheng Decoction. The results confirm that Duhuo Jisheng Decoction,
as a classical traditional Chinese medicine prescription, demonstrates significant clinical efficacy and
broad application prospects in lumbar impediment disease treatment. Future investigations should prioritize
mechanistic exploration and pharmaceutical innovations to enhance its clinical translation potential.

Keywords : Duhuo Jisheng Decoction (V5274294 ) ; lumbar impediment disease ; historical evolution;
pharmacological mechanisms; innovative strategies ; traditional Chinese medicine
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Table 1  Literature analysis and pathogenesis of Duhuo Jisheng Decoction in lumbar impediment disease
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Table 2 Mechanisms of Duhuo Jisheng Decoction in IVDD
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Research Progress of Xijiao Dihuang Decoction (FEFfiHL¥%7% ) and Its Single Components in
Treating Primary Immune Thrombocytopenia

LIU Xiaoqi', LI Mingxia®, MA Juning”, YANG Jing’
( 1.Shandong University of Traditional Chinese Medicine, Jinan 250014, Shandong, Chinaj;
2.Weifang Municipal Hospital of Traditional Chinese Medicine, Weifang 261000, Shandong, China )

Abstract: Idiopathic thrombocytopenic purpura (ITP )is a common immune-related hematologic
disorder characterized by sustained low peripheral platelet counts and significant bleeding tendencies,
which can even threaten the patients' life. Traditional Chinese medicine ( TCM ) emphasizes syndrome
differentiation and holistic regulation to achieve the therapeutic goal of treating both the root and the branch
of the disease. Xijiao Dihuang Decoction (JEfi HE 877 ), recorded in Waitai Miyao, is a classic prescription
for treating heat heat entering construction—blood and internal heat accumulation. The formula consists of four
ingredients: Shuiniujiao ( Cornu Bubali ), Shengdihuang ( Radix Rehmanniae ), Chishao ( Radix Paeoniae
Rubra ), and Mudanpi ( Cortex Moutan ). Modern pharmacological studies indicate that Xijiao Dihuang
Decoction and its constituent herbs are effective in regulating immune cell balance, inhibiting the release of
inflammatory factors, and reducing oxidative stress. Clinically, Xijiao Dihuang Decoction can be adjusted
based on the patients' syndrome, and it can also be combined with other TCM formulas such as Danggui
Buxue Decoction (2JUT%M177 ) or Erzhi Wan (-2 FL ), as well as conventional Western treatments. This
combination not only enhances immune regulation and anti—inflammatory hemostasis but also reduces steroid
usage and potential side effects, improving overall therapeutic efficacy and patient quality of life. This article
systematically summarizes the mechanisms of action and clinical application progress of Xijiao Dihuang
Decoction and its individual components in the treatment of ITP. Additionally, it discusses the current
limitations of research and explores future research directions, aiming to provide a more solid theoretical
basis and standardized application plan for integrated TCM and Western medicine treatment of ITP.

Keywords : primary immune thrombocytopenia ; Xijiao Dihuang Decoction (R ffiHL#77% ); mechanisms
of action; clinical application; research progress
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