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[Abstract] The development of hepatocellular carcinoma (HCC) is closely associated with the "inflammation—
cancer transformation" process from chronic hepatitis to liver fibrosis and cirrhosis. Based on the "Xuanfu-Qi-
Blood—Collaterals" theory, this paper proposes "obstruction of Xuanfu, disharmony of Qi and Blood, and deficiency—
stagnation of collaterals" as the key pathogenesis. Xuanfu, serving as the microscopic gateway for the distribution
of Qi, Blood, and body fluids, becomes dysfunctional, leading to structural abnormalities in liver sinusoidal endothelial
cells and stagnation of Qi and Blood. Disharmony of Qi and Blood triggers mitochondrial dysfunction and oxidative
stress, damaging liver collaterals. Deficiency-stagnation of collaterals forms the pathological basis for the accumulation
of phlegm, stasis, and toxins. These three aspects together constitute a vicious cycle of "stasis—toxin—obstruction,"
ultimately progressing to HCC. This paper advocates a treatment principle of "simultaneous dredging and tonifying":
using wind —dispersing herbs to open Xuanfu and relieve obstruction, harmonizing Qi and Blood to resolve
phlegm and stasis, and tonifying deficiency to restore collateral function. Furthermore, targeting different etiologies

such as metabolic—associated fatty liver disease, alcoholic liver disease, and viral hepatitis, Chinese herbs including
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Qinghao (Artemisia annua), Gegen (Pueraria lobata), and Danshen (Salvia miltiorrhiza) are selected to regulate

metabolism, reduce inflammation, and modulate the immune microenvironment through multi —target effects,

thereby blocking the "inflammation—cancer transformation" process. This paper elucidates the core pathogenesis

and therapeutic rationale for HCC, aiming to restore the dynamic balance among Qi, Blood, Xuan Fu, and collaterals

to achieve "preventing progression in established disease and preemptive intervention before disease onset." It

provides a reference for integrated traditional Chinese and Western medicine intervention in HCC transformation

pathways.
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