CN 43-1262/R " [E Sl ik difb 44 ik 2023 4F55 31 55 1 9

ASCGIH W %5, SLCA. HUART T PH B Tl 3E Piesol S5 SNKIGHEREMLATTEERE (1], T EIZIIKEE (LIS, 2023, 31(1): 9-
16, 33.  DOI: 10.20039/j. cnki. 1007-3949.2023.01. 002.

[SXZHE]  1007-3949(2023)31-01-0009-08 - A ES SO NERFERE -
PUBRT T4 FH 2§ - 18318 Piezol Sk FERI L AIF 58 30k )i

M OE, EOE
(PLURFEFRBEARFHBET - RARI T 518107)

[(ZEEHABN] Saod EFHE PULURFEFRAEE HEAALESH, PLX
FHFELIT, 1993 FHL FHMEFRIEREFH L 1996 S3RE3 P LEHAXFEEFM
45,2002 H3EAF b K F E S H LS4 2002—2005 £ £ £ B Baylor E ¥ R3S
+ENG%, BWAEYEREARZLRF FPEREARFLOCAE S LER 2 £
HEER BRCBEFREAS(ISHR) PESAER S AAREARF AT S EFLIALSD
K SR AR A /\'»fn’”%‘—ikém/\m' THEEREFRBES, TEANFCLER
o K IR B B AR 10 SF R R A K MRR AN T s R T S R R A
A B FPHIYER , 4 Redox Biol Cardiovasc Res Cells Front Cell Dev Biol .Biomed Pharmaco-
ther .Phytomedicine F e ER Fou b RAAE LU 40 & 2 B b XNk 2022 4 ESI &
WAL, IHERAAHAFEALRERARETFAA AL ARHAFELTERA A @ LR A E X BAFR
10 &3,
[# ZE] Piezol FAA—AIFRBFRAMITIE B T8 E, EAARABAER T, TRASI RS 4 4751 5T RN
AR IARE T A AR EET FRFESTELSEZMBA 2L S AR R E 4, Piezol EE T 2 A A
TohEZAT ARG WE Ao ERAER EL TR L EETBFF L CFEHTLEETEME
. Piezol TRZ AT B A ER AV TN, EE X LZR ZF6Hh S mPhhE AL EnBEs
5| Ak ok K EAEEWE AL, Piezol W HIE EE My it X ER BRI REEE RS RAEIHRBAF
A E AR g T LA IG5 B AR % B Piezol ¥ @t M F W M, AL F E4% R Piezol @
B E I MR AR AE S IR AR AL 7 i e B R A A SRR AR AR AL 6 7 6 BRARHT 60 BB
[REHE] PARAMBMESE Fi@id,; Piezol; TN Zwmih, EXmi, ShRHBHERL
[FESEE] R363;R4 [SCk#RIEF] A

Research progress of mechanically gated cation channel Piezol and atherosclerosis
TAO Jun, TAN Hongmei

( Department of Pathophysiology, School of Medicine, Sun Yai-sen University, Shenzhen, Guangdong 518107, China)

[ ABSTRACT] Piezol protein is a non-selective mechanically gated cation channel. ~ Under the action of mechanical
stimulation, it can cause the influx of cations such as calcium, sodium, potassium, etc. , and then convert the mechanical
signals into bioelectrical signals, and integrate the signals into cells to participate in a variety of physiological and pathologi-
cal processes.  Piezol protein widely exists in the cardiovascular system, and plays an important role in many cardiovascu-
lar activities, such as blood flow shear stress and vascular tension sensing, vascular development and angiogenesis, and
vascular remodeling.  Piezol can sense the changes of blood flow shear stress and vascular tension, and its expression is
also affected by them, thus affecting the morphology, arrangement, synthesis, secretion, inflammation and adhesion of vas-
cular endothelial cells. Piezol can also regulate the migration, inflammatory reaction and lipid phagocytosis of macropha-
ges, and participate in regulating the occurrence and development of atherosclerosis.  The proliferation of vascular smooth

muscle cells is also regulated by Piezol, which then affects the remodeling of vascular wall. ~ This article mainly reviews
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the discovery, structure and function of Piezol channel, and its research progress in atherosclerosis, in order to provide

new ideas for the prevention and treatment of atherosclerosis.
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Figure 1. Biological structure of mechanically gated

ion channel Piezol
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