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[Abstract] Osteoporosis (OP) is a systemic bone disease characterized by low bone mass and damage to the microstructure of
bone tissue, leading to increased bone fragility and susceptibility to fracture. Owing to its high prevalence, disability and mortality
rates, as well as more sequelae, it brings heavy burden to patients and society. In recent years, as the research on the chemical and
pharmacological effects of Psoralea corylifolia has made great progress, scholars have isolated compounds such as coumarins,
flavonoids and monoterpene phenols, which have anti-OP, anti-oxidation, and anti-inflammatory properties, Psoralea corylifolia has
been widely used in the treatment of OP. This article reviews the regulatory mechanism of active ingredients of Psoralea corylifolia in
OP lipid metabolism, bone metabolism and oxidative stress, as well as related therapeutic strategies targeting Wnt/3-catenin, PI3K/
Akt, PPAR-vy/Wnt, RANKL/RANK/MAPK and NF-kB signaling pathways, in order to provide further reference for the prevention
and treatment of OP.
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Tab.1 The main and specific components in Psoralea corylifolia
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Tab.2 Study model and mechanism of psoralen coumarins in the treatment of osteoporosis
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Tab.3 Study model and mechanism of Psoralea corylifolia flavonoids on osteoporosis
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Tab.4 Study model and mechanism of Psoralea corylifolia monoterpene phenols in treating osteoporosis
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Fig. 1

osteoporosis

PI3K) /4K [1184 i B(protein kinase B, Akt)%f PI3K/Akt
YER—FhEEAE S, WS 5T |
AR R, 0] 5 IG5 5 SRR DL R
SRMEEAHE AR, 1632 RIS R B BRRTE 5, PISK
FHUEARBEIRE- — IR BRIk, ‘BRI — %
PR AR I 0G Ake, 45 T Ul CyclinD1, JiRE) ZRAEAE
KT 1. Runx2, Bax. Bd-2%5ZMEHMEL, Ut
TV R A 38 5 . S AR Tt B, X B
AR R B RAIDCEERR ., —J5fl, PI3K/Akt4l T
UiiF 1) GSK-3B 175 % B -catenin B iR ft., i 153 3 7] B
B-Trep WUAl, 5k B-catenin #1772 2 AL A EE H {4
Rfits 59—y, Eid GSK-3B MIBEMRIL I, (e fdi
B-catenin £ B I IHE T HEHIFE A Runx2 Fl Osterix,

Mechanism of Psoralea corylifolia active components mediating Wnt/[-catenin, PI3K/Akt, and PPAR-y/Wnt axis against
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Fig. 2  Mechanism of action of active components of Psoralea corylifolia mediating RANKL/RANK/MAPK and NF-kB signaling

pathways against osteoporosis
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