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Abstract: Essential hypertension is the most common chronic disease in the cardiovascular system,
with numerous complications, which seriously reduces the living standards of patients. However, its
pathogenesis is complex and not yet fully understood. This article summarizes the latest related studies. The
main pathogenesis is as follows : activation of the renin—angiotensin system ( RAS ), inflammatory responses
in some cells and organs, increased oxidative stress and changes in total antioxidant capacity, dysfunction
of vascular endothelial cells, changes in intestinal flora, etc. For the treatment of essential hypertension,
Western medicine is the main approach. However, while applying Western medicine to treat essential
hypertension, it is also necessary to apply syndrome differentiation and treatment. The use of traditional
Chinese medicine and its related compound preparations can better improve the clinical symptoms of
patients, protect target organs, and reduce the occurrence of adverse reactions. Traditional Chinese medicine
can respectively inhibit the proliferation of vascular smooth muscle cells by regulating the PI3K/Akt
signaling pathway, TGF—3/Smads signaling pathway, NF-kB signaling pathway, NLRP3 signaling pathway
and Wnt/B—catenin signaling pathway. It regulates hypertension in the body by inhibiting inflammatory
responses, improving vascular structure remodeling, protecting vascular endothelium, and regulating
intestinal flora, etc. This article reviews the pathogenesis of essential hypertension and summarizes the
research results of traditional Chinese medicine exiracts and compound prescriptions regulating essential
hypertension through different signaling pathways, with the aim of providing strategies at the traditional
medical level for the prevention and treatment of the disease.

Keywords: traditional Chinese medicine; hypertension; vertigo; pathogenesis; endothelial function;
intestinal flora; inflammatory response
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0], 3% 322 25 (RO B SR B0 T P9 He 40 A A s A
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Treatment of Insomnia Based on the Theory of Yin—Yang Opening—Closing—Pivoting

ZHAO Yan', ZHANG Yunshu®, JIANG Hong'
( 1.Dalian Traditional Chinese Medicine Hospital, Dalian 116013, Liaoning, China;
2.Dalian Medical University, Dalian 116000, Liaoning, China )

Abstract: Based on the “opening—closing—pivoting” theory from the Inner Canon of Huangdi and
integrating the academic thought of GU Zhishan, this paper systematically explores the innovative approach
of Professor JIANG Hong, a renowned TCM physician in Liaoning province, in treating insomnia from
the perspective of the dynamic Qi transformation of the three Yin and three Yang. Professor JIANG posits
that “opening—closing—pivoting” reveals the laws governing the ascending, descending, exiting, and
entering of Yin—Yang Qi movement: Taiyang as the “opening” governs defense externally; Yangming as
the “closing” governs internal consolidation; Shaoyang as the “pivot” regulates Qi movement. The three
Yin channels correspond accordingly, collectively forming a “Yin—Yang circular motion” system. Professor
JIANG considers the essence of insomnia to be “dysregulation of Yin—Yang opening—closing—pivoting,” with
failure of Yangming to descend and stagnation of the Shaoyang pivot as the core pathogenesis. She proposes
a “six—channel time—differentiation treatment” strategy: locating the affected channel by correlating the
patient's symptomatic time periods [ e.g., difficulty falling asleep during the Hai period (9—-11 PM )
implicates Taiyin, easy awakening during the Yin period ( 3—5 AM ) suggests regulating Shaoyang ] with

EEWH 784 PEAR TR0 ORTMR(2023 )66 5); Kk i TAEfEREZS b 23 a7 By 5 i L PHE e 2 e it H O 1R

EBB T A (1979-), &, i T IGEN, AL, i L, B 58 )5 1) - Th g B

(2021)243%5)

Eiiey

ST AL

BILAERE TTLL(1971-), 2o, AN DRAR N 30 AT B0 Bt B9 1)« th P R 25 BRI T AN R R BB

[59]

[60]

[61]

[62]

[63]

[64]

BARNABEI L, LAPLANTINE E, MBONGO W, et al. NF—«B:
At the borders of autoimmunity and inflammation[ J |. Front

Immunol,2021,12: 716469.

Ang Il-induced endothelial junction dysfunction via promoting
ubiquitination mediated NLRP3 inflammasome inactivation|[ J ].

J Leukoc Biol,2020, 108 ( 6 ): 1735-1746.

GAO H L, YU X J, FENG Y Q, et al. Luteolin attenuates [65]  JRIZEI. Fiki v 38 iz XoF e oA Kk SO 38 T R R NLRP3 A4/
hypertension via inhibiting NF—«B-mediated inflammation and PRA T R B B9 ME R [ D ] s - pRpg e B2k
PI3K/Akt signaling pathway in the hypothalamic paraveniricular 27,2024,

nucleus| J ]. Nutrients,2023,15( 3 ): 502. [66] B4R, 2EF. Wnt/B-catenin 5538 A O ML A5 e A e
LIU W Y, XU S J, LIANG S Q, et al. Hypertensive vascular JERGRIT I EERE [T ], INZREE24,2023,63 (34 ): 96—
and cardiac remodeling protection by allicin in spontaneous 99.

hypertension rats via CaMK Tl /NF-kB pathway[ J ]. Biomed [67] MRUGEE, T M. AR R S50 5 0 5 o W RO AR 1 /B- i AR
Pharmacother,2022,155: 113802. 1 ( Wnt/B—catenin ) {75 5 18 46 2% fiff 4 0 300 5 1 < A By ot
TUO P P, ZHAO R S, LI N, et al. Lycorine inhibits Ang I — FE LS P R 445 B A S [ ). rp A i il e 2 ik (g
induced heart remodeling and inflammation by suppressing the ) 1-7.

PI3K-AKT/NF-kB pathway[ J |. Phytomedicine,2024,128: [68] MLYNARCZYK MA, DOMIAN N, KASACKA I. Evaluation of
155464. the canonical Wnt signaling pathway in the hearts of hypertensive
LIU D L, ZENG X, LI X, et al. Role of NLRP3 inflammasome rats of various etiologies[ J |. Int J Mol Sci,2024,25 (12 ):
in the pathogenesis of cardiovascular diseases[ J |. Basic Res 6428.

Cardiol ,2017,113(1): 5. [69] FHdE. [EZ/NIRITXT B K i R 0 ALZF AL A FTBL

ZHANG Y, SONG Z Q, HUANG S, et al. Aloe emodin relieves

18

FIAGERTT [ D . dbat: dbatd 25 K2, 2021.



