CN 43-1262/R  hESh KA LR 2020 4E55 28 445 1

L1 67

»L\

- R -

BRI &

R, EHE, 8 &, B/ME
(FPHHEKRFRFEFRRFERSAH, 534 KT 430000)

[XEHS] 1007-3949(2020)28-01-0067-07
FEL P 1 2 11 D R
[XgE] MYER, FHRBERNL, SaFRRK
[ E]

FEN, XFLEEKS TR,
[hE4>2E] RS

B BN ok FBAE A h AL R TG SR AL AL o8 77 5 B R % L A & XM
=R AR B B 6 S Ak A R AL R 5O R R R £ R R AT R
[ XHFRIREE] A

The relationship between the function of plant sterols and cardiovascular diseases
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a significant role in preventing atherosclerosis and treating cardiovascular diseases.

cardiovascular disease

Phytosterols have many functions such as lipid-lowering, anti-inflammatory and anti-oxidation, and play

This article analyzes a number of ex-

perimental research to review the function and mechanism of phytosterols, and the latest research progress on the relation-

ship between plant sterols and cardiovascular diseases.
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Figure 1. Main types of plant sterols
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fi5 £ H JH [# B ( high-density lipoprotein cholesterol ,
HDLC) BITER, B2 5 PS B4 R AR Y e HE 12
¥, Deng A NIV BRI PS FN4EA: R E ik
B ERHE T m IR TR A R, & L AE W 2 e A
PR BT AT | 35 9 0 S A AR T, OF $2 75 mT RE I I
CVD fY 2%, Han % 7E ApoE™ ™/ B U4
) ¥ - WHRAR 5 PS IR-E T 18 Ji, 45 R WM
HIRG DUHTENGE As 578 AR B S o 5
i AR SR A T A A LR R L RS
Garaiova 25 it 25 {9i) g JIE [1 2 1f i L 35 0 75 /0 4F
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