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Pathogenesis and therapeutic strategies of necroptosis in psoriasis

based on the theory of 'blood heat injuring yin"
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(Abstract] Psoriasis is a chronic inflammatory skin disease with immune imbalance as its core mechanism. Clinically, it
is characterized by recurrent skin lesions, refractory to treatment, and is often associated with multisystem complications.
Necroptosis, mediated by the receptor-interacting protein kinase 1 (RIPK1YRIPK3/mixed lineage kinase domain-like protein (MLKL)
signaling axis, induces keratinocyte membrane rupture and the release of damage—associated molecular patterns (DAMPs), thereby
participating in the amplification of inflammation and impairment of the skin barrier in psoriasis. Psoriasis falls within the
categories of "white scaling skin" and "white lichen" in TCM. Iis core pathogenesis involves blood heat injuring yin, with
exuberant heat toxin scorching yin fluids, leading to internal disturbance of blood heat, malnutrition of the skin, and
intermingling of dryness and blood stasis. Based on a systematic review of the pathogenesis of psoriasis, this paper delineates
the clinical evolution pattern through three stages—exuberance of blood heat, depletion of yin fluids, and obstruction of the
collaterals by blood stasis—to reflect the progressive changes in psoriasis. Furthermore, it analyzes the consistency between

the theory of "blood heat injuring yin" and the pathogenesis of necroptosis, and clarifies the molecular pathological role of
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necroptosis in the progression and persistence of psoriasis. Building on this understanding, this paper proposes a TCM

intervention strategy centered on clearing heat and cooling blood, nourishing yin and moistening dryness, and circulating blood

and eliminating stasis. It further elaborates on the modern mechanisms by which representative formulas such as Xijiao

Dihuang Decoction, Qingying Decoction, and Yinxieping Pill improve psoriasis through the regulation of inflammatory pathways

and cell death patterns, thereby providing a theoretical basis and practical pathway for the pattern differentiation and targeted

intervention of psoriasis.

(Keywords) psoriasis; blood heat injuring yin; necroptosis; RIPK1/RIPK3/MLKL signaling pathway; Yinxieping Pill
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