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HOMA-IR. TC. TG. 1k % F£ g & 11 (Low density
lipoprotein , LDL) 7K V-2 0 A 256 , T sl e
By AL (Superoxide dismutase, SOD) 25 B H K 42 4L
W) (Glutathione peroxidase , GSH-Px) \Nrf2 , HO-1 7K
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KA % g . ) ke gy e
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TV 7 AT T R T TR AL I 3 3k il (PI3K)/2 11 J il B FSH. i FL & (Prolactin, PRL) . it & ¥ [C & ¥ £
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TNF-a ., i 58 Ak W B 3 14 (Total peroxidase activity,
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( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )



ERNZRAR-PEIIU * PERSERIRHFIIR

RIFER A10 mRNA KPS BF S 4H 24 AMPK . GLUT4 it
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AR C I R 2 20 PCOS. XIHT M PCOS 1
e Jig 5 K IML4E (Hyperinsulinemia , HI) £ 3 % H X 2 fifi
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Based on the Theory of “Spleen Qi to Dispersing Essence”

SHANG Tingting , CHEN Wenyue, WU Die, GU Chenxt, ZOU Shu, REN Qingling
(The Affiliated Hospital of Nanjing University of Chinese Medicine, The Chinese Clinical Medicine Innovation
Center of Obstetrics, Gynecology and Reproduction in Jiangsu Province, Nanjing 210029, China)

Abstract: Polycystic ovary syndrome (PCOS) is a complex disease that significantly impacts women’s reproductive and

metabolic health. The reprogramming of glucose metabolism points to fundamental changes in energy metabolism, which

are central to the imbalance in energy metabolism, hormonal abnormalities, increasing insulin resistance, and chronic

inflammatory states observed in PCOS. This represents a core pathological link in the pathogenesis of PCOS. The theory
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of “Spleen Qi to Dispersing Essence” provides a comprehensive overview of spleen function, essential for ensuring the
normal operation of organs and the distribution of Qi, blood, and bodily fluids. It serves as a crucial theoretical support
for the treatment of PCOS with traditional Chinese medicine. This article explores the role of regulating PCOS based on
the theory of “Spleen Qi to Dispersing Essence” with a focus on the reprogramming of glucose metabolism. The
mechanism of traditional Chinese medicinal treatments that assist Spleen Qi to Dispersing Essence is closely related to
regulating glucose metabolism reprogramming, offering a novel research direction for the treatment of PCOS with TCM.

Keywords: Polycystic ovary syndrome (PCOS), Spleen qi to dispersing essence, Glucose metabolic reprogramming,

Insulin resistance
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