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[Abstract] The basic pathogenesis of chronic heart failure (CHF) is deficiency of the essence and excess
of the substance, among which the theory of "kidney storing essence and producing blood" is particularly
important in the treatment of CHF. The article discussed the physiological process of "kidney storing essence
and producing blood" from four aspects: "kidney storing essence—rooting original Qi—Qi generating blood",
"kidney storing essence—governing bones—producing marrow—transforming blood", "kidney storing essence—governing
water—generating fluids —transforming blood", and "kidney storing essence—producing kidney Yin and Yang-
assisting in blood production". It also explored the relationship between "kidney storing essence" and CHF in
conjunction with modern medicine’s concept of iron homeostasis imbalance (iron deficiency/iron overload).
Research indicated that iron deficiency is the most common cause of anemia in CHF and is closely related to
the imbalance of iron homeostasis. Both iron deficiency and anemia are not only common comorbidities of
CHF but also important factors that promote the occurrence and progression of CHF. Iron overload, on the
other hand, can lead to oxidative stress and cell damage, exacerbating the progression of CHF. The physiological
process of "kidney storing essence and producing blood" can alleviate anemia and iron deficiency. The physiological

activities of the small intestine in receiving and transforming substances, separating clear from turbid, and the
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liver in storing blood and its dispersing and descending functions, which are involved in iron homeostasis, are

recisely regulate e function o idney storing essence", thus systematically regulating iron homeostasis
p ly regulated by the funct f "kidney storing ", th ystematically regulating h t

and affecting the occurrence and progression of CHF. Traditional Chinese medicine (TCM) has certain advantages

in the treatment of CHF. The article emphasized the importance of the "kidney stores essence and generates

blood" theoretical system in both Chinese and Western medicine for treating CHF: kidney essence storage is

the source of blood generation, and it participates in regulating iron homeostasis. Both can affect the process

of CHF and enrich the research direction of TCM in treating CHF.

[Keywords] chronic heart failure; iron homeostasis; iron deficiency; iron overload; kidney storing essence;

kdney generating blood
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