CN 43-1262/R " [E Sl ik difb 244 & 2024 4F55 32 555 7 627

ASCHIUN: BRowk, 5K BE, 82 M, AR VRV LA MR A B A S A AR A () ). R E Sk A A A, 2024, 32(7)
627-633.  DOI: 10.20039/j. cnki. 1007-3949.2024.07.011.

[ XEHES] 1007-3949(2024)32-07-0627-07 - XERERIA -
1L 1= LA e ¢ 2R iy 1 B i 5 i 45 5 4k

Bl?\ i’ﬁl , g& %IEZ,S’ Eg }ﬁZ,S , _[_-l:lj\{ 2,3
L ZM K FH— s R EF R, HH 20 73000052, 20 K55 — E RS AA, B 20 7300005
3. ZMKFHE—ERSE RS HHZ M T 730000

[ ZE] PFHAR2TEPHELRROIE FR TR L LR, CRAFTRAAELAPHFA LLLZE
A B RRBAERRAL B R KR AR B R R SRR B, SR — A £ 3 eh a2 b T T L e R 64 R,
FHBRAETEESZ — ZL@BPESHIRTELSE T, FHBLGRR, B RBER, REHLT S
AEIRT, L3358 KT REA DB VMR E A, b, P EBRTARE RTS8 T E %A, e
RERFHRAT AN, 2L HXF REAE FARTAF, BLEHARAAR T ERFTRLESLRET £
LW IR, BT T — BN R AT, TS R KRG T LT BT T &,

[X87] FWRBARI, w5HBIL, G FRNMI, 05 FFIamKARTHSE

[HE42£ES] R5;R363 [ SCHFFRIZAG] A

Osteogenic transition of vascular smooth muscle cells phenotype and vascular calcifi-
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[ABSTRACT] Vascular calcification refers to the process of calcium salt deposition in the blood vessel wall, leading to
vascular stiffening and loss of elasticity. It commonly occurs in middle-aged and elderly individuals, especially those with
chronic conditions such as atherosclerosis, hypertension, diabetes, and chronic kidney disease. ~ Vascular calcification is
an active process, and one of the key events is the transdifferentiation of smooth muscle cells into osteoblast-like cells.
These cells release calcium ions during the calcification process, leading to calcium salt deposition and the formation of cal-
cified plaques.  Vascular calcification is regulated by various factors, including high levels of phosphate and calcium, oxi-
dative stress, and mechanical stress.  Traditional Chinese medicine research has shown potential in attenuating vascular
calcification, with substances such as Ganoderma lucidum spore powder and its derivatives, Panax notoginseng, baicalin,
geniposide, and triptolide.  These studies provide important evidence for further understanding and intervention in vascular
calcification and reveal potential inhibitory factors that could be explored for future treatments.

[KEY WORDS ] atherosclerosis; vascular calcification; vascular smooth muscle cell; osteogenic transition of vas-

cular smooth muscle cell
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Figure 1. Osteogenic phenotype switching of VSMC
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Table 1. Experimental study to improve vascular calcification
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Table 2. Experimental study of traditional Chinese medicine on improving vascular calcification
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