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Abstract: As a common malignant tumor of the digestive system worldwide, liver cancer remains a
significant global health burden, with particularly severe incidence rates in China. Current therapeutic
approaches primarily include surgery, radiotherapy, chemotherapy, targeted therapy, and immunotherapy.
Although these interventions have achieved notable clinical outcomes, they are often accompanied by
adverse reactions and complications that substantially impact patients' quality of life. Traditional Chinese
medicine ( TCM ), known for its low toxicity and a multi—target, multi—system, and multi—pathway
therapeutic profile, has demonstrated remarkable potential in liver cancer treatment, especially Chinese
herbs for activating blood circulation and removing blood stasis ( ABRBS ), particularly for Chinese
medicines of promoting blood circulation and removing blood stasis. In TCM, although there is no explicit
definition for liver cancer, it is mostly classified into the categories of “abdominal mass” “tympanites”,
and “hypochondriac pain” . Its main manifestations include the formation of lumps under the
hypochondrium, which are palpable with tenderness upon pressure, accompanied by distending pain in
the hypochondriac region, dark complexion, purple or dim tongue body with ecchymosis, and slow and
unsmooth pulse. Syndrome differentiation and treatment based on these symptoms, tongue signs, and
pulse manifestations highlight the critical role of ABRBS herbs in liver cancer therapy. Modern research
has revealed that ABRBS herbs exert anti—liver cancer effects through multiple mechanisms: inhibiting
tumor cell proliferation, metastasis, invasion, and angiogenesis; promoting apoptosis and ferroptosis;
regulating the immune system; and enhancing sensitivity to chemotherapeutic agents. Signal pathways play
pivotal roles in liver cancer development and progression, and ABRBS herbs modulate tumor cell growth,
apoptosis, and metabolic processes by targeting these pathways, thereby achieving therapeutic effects. This
paper systematically reviews and integratively analyzes domestic and international research on the anti—liver
cancer activities of ABRBS herbs, aiming to provide a scientific foundation for the clinical application of
TCM and the development of innovative anticancer drugs.
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Table 1 The mechanisms of action of blood—activating and stasis—removing traditional

Chinese medicines in anti—hepatocellular carcinoma
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Continued Table 1  The mechanisms of action of blood—activating and stasis—removing traditional

Chinese medicines in anti—hepatocellular carcinoma
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Exploration of the Theory and Approach of Tail Moxibustion in Treating Cognitive Impairment
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Abstract: Moxibustion therapy for the treatment of cognitive impairment has unique advantages
and is safe, effective and easy to accept, and has been widely used in clinical practice. As a new type
of moxibustion therapy, tail moxibustion has not been fully developed. The acupuncture point of tail
moxibustion is located on the Du meridian, and the Du meridian is closely connected with the brain, so
it is the core of moxibustion therapy for the treatment of cognitive disorders to regulate and wake up the
mind by warming the Du meridian. Based on Prof. LI Yongming's many years of research andcombining
traditional Chinese medicine theories with modern medical achievements, this article conducts an in—depth
discussion on the application of tail moxibustion therapy in the field of cognitive impairment treatment.
The article introduces the origin of the theory of tail moxibustion, points out the relationship between the
mechanism of moxibustion intervention in disease and mast cells, elaborates on the special anatomical
structure of the tail bone and its unique efficacy, and analyzes the theoretical basis of tail moxibustion in
the treatment of cognitive disorders in both traditional Chinese medicine and Western medicine, and then
deduces that it may have potential clinical value in the treatment of cognitive disorders and other psychiatric
disorders. Existing studies have shown that eye acupuncture combined with tail moxibustion therapy can
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