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FRFSE R OOUNR, & BT HE S G KLF2 A S A

- 18 -

I 400 ] 200 L TR AL R BT AS RO BT AL . el WA
B2 5T SR A W E O R A AR AR TR A Bl AS AR
It HXF 259 B9 0T R BR TAE S 3T AS 259
£ =2
Mg F1 VSMC & 44 i AS 5 kb A (1 9K 3 22 40
ML FEMES) AS g B & JE o B bl = OC H B 1R
F o BEAh, AS 528 br i ¥ FC, R U T B8 A 5 2k
) Mg F1 VSMC, FC 1% 2K & B 1 F1 8 I5 28 02 4 30
AS BEHRIANTRE Ty 10 K R SR bR T . 1R O 4 i 4
FRIEWHAMIBENIEE, A WMERE FC NI
i, 2 IR T B AR S Oy AR T L PRI, 4 L
Wi P 4% Mg Fl VSMC IR AL Y £ BE SRR AS BT IR
ToBE R — AR R I RELE LB ILAE T,
AS 5 W HE 2 W 2 H AT X — S5 AT SR
Mz EHVFZ A R TR, HSEEN
&, AR EOE IE AN S A R T AS BIIRYT . H Y
S EEOE S S B FC AMEMSE T R AS KR, FH
JEF W 18 B S R Ok 5 k2D AT 3 R X
AS B RGE BEVE AR 4 AS R AR K R RN B AR
A 04175 100 KA T A4 T 00 1 g s ) L O 1Y
SR JBE RIASR S N [ 4 O X B e ) e 45 B B X AS
WIEA R ERE, PRI S, Bt &
RIE TFL A WS HI X AS B4 FIE T, {H X 26 24
WYy ER X Z2 A 4 L 19 W A A R R D RE B = R
T 2 A T ey 1o M T SR Y 25 AT AR R R R 2
W& R Ebr, 546, BRIX T [ W58 32 24
HILE PI,K/Akt/mTOR 3X 7% 48 MU3E P& 1 At 5d #% 1
MRAAFTHE, B2, 8T HEEE Mg f
VSMC iR AR Bl iR AS K LA E VR 25 1 5 25 4 FF
R A RAR K — B B[R] A BIF 5 RS 2 —
S % ik
1 Chang AY, Skirbekk VF, Tyrovolas S, et al. Measuring population
ageing: an analysis of the Global Burden of Disease Study 2017[J].
Lancet Public Health, 2019, 4(3): el59 - el67
2 Poznyak AV, Wu WK, Melnichenko AA, et al. Signaling pathways
and key genes involved in regulation of foam cell formation in athero-
sclerosis[ J]. Cells, 2020, 9(3): 584 - 594
3 Nogiec A, Bzowska M, Demczuk A, et al. Phenotype and response to
PAMPs of human monocyte — derived foam cells obtained by long —
term culture in the presence of oxLLDLs[J]. Front Immunol, 2020,
11. 1592 -1610
4 Zheng S, DuY, Ye Q, et al. Atorvastatin enhances foam cell lipoph-
agy and promotes cholesterol efflux through the AMPK/mTOR pathway

[J]. Journal of Cardiovascular Pharmacology, 2020, 77(4): 508 -
518



S 20

202249 A HES1E FoW

- BRIl KT -

10

13

18

20

De Munck DG, De Meyer GR, Martinet W. Autophagy as an emer-
ging therapeutic target for age — related vascular pathologies[ J]. Ex-
pert Opin Ther Targets, 2020, 24(2) : 131 — 145

Ma C, Xia R, Yang S, et al. Formononetin attenuates atherosclerosis
via regulating interaction between KLF4 and SRA in apoE ( -/ - )
mice[ J]. Theranostics, 2020, 10(3) : 1090 - 1106
Barrett TJ. Macrophages in atherosclerosis regression[ J]. Arterioscler
Thromb Vasc Biol, 2020, 40(1) : 20 -33

Cao H, Jia Q, Yan L, et al. Quercetin suppresses the progression of
atherosclerosis by regulating MST1 — mediated autophagy in ox —
LDL - induced RAW264. 7 macrophage foam cells[ J]. Int J Mol
Sci, 2019, 20(23) : 6093 - 6109

Tong Y, Cai L, Yang S, et al. The research progress of vascular mac-
rophages and atherosclerosis [ J ]. Oxid Med Cell Longev, 2020,
2020 7308736

Ishikawa M, Toyomura J, Yagi T, et al. Role of growth hormone sig-
naling pathways in the development of atherosclerosis [ J]. Growth
Horm IGF Res, 2020, 53 —54. 101334

Chappell J, Harman JL, Narasimhan VM, et al. Extensive prolifera-
tion of a subset of differentiated, yet plastic, medial vascular smooth
muscle cells contributes to neointimal formation in mouse injury and
atherosclerosis models[ J]. Circulation Research, 2016, 119 (12)
1313 - 1323

Basatemur GL, Jorgensen HF, Clarke MCH, et al. Vascular smooth
muscle cells in atherosclerosis[ J]. Nat Rev Cardiol, 2019, 16(12) .
727 - 744

Shen C, Wang T, Jiang J, et al. Bergaptol from blossoms of Citrus
aurantium L. var. amara Engl inhibits LPS - induced inflammatory re-
sponses and ox — LDL — induced lipid deposition[ J]. Food Funct,
2020, 11(6): 4915 -4926

Graef M. Recent advances in the understanding of autophagosome bio-
genesis[ J]. F1000Res, 2020, 9. 212

Bu F, Yang M, Guo X, e al. Multiple Functions of ATGS8 family
proteins in plant autophagy[J]. Front Cell Dev Biol, 2020, 8. 466 —
478

Huang Y, Tao W, Yang S, et al. Autophagy: novel insights into ther-
apeutic target of electroacupuncture against cerebral ischemia/ reper-
fusion injury [ J]. Neural Regeneration Research, 2019, 14 (6) .
954 -961

Bilanges B, Posor Y, Vanhaesebroeck B. PI,K isoforms in cell sig-
nalling and vesicle trafficking[ J]. Nat Rev Mol Cell Biol, 2019, 20
(9):515-534

Sasaki Y, Ikeda Y, Iwabayashi M, et al. The impact of autophagy on
cardiovascular senescence and diseases|[ J]. Int Heart J, 2017, 58
(5): 666 -673

Geng J, Klionsky DJ. The Atg8 and Atgl2 ubiquitin - like conjuga-
tion systems in macroautophagy. 'Protein modifications: beyond the u-
sual suspects’ review series [ J]. EMBO Reports, 2008, 9 (9) .
859 - 864

Meng Y, Lou X, Yang L, et al. Role of the autophagy - related

marker LC3 expression in hepatocellular carcinoma: a Meta — analysis

21

22

23

24

25

26

27

28

29

30

31

33

34

[J]. J Cancer Res Clin Oncol, 2020, 146(5): 1103 -1113
Sengupta A, Mukherjee S, Ghosh S, et al. Partial impairment of
late — stage autophagic flux in murine splenocytes leads to sqstm1/p62
mediated nrf2 — keapl antioxidant pathway activation and induced pro-
teasome — mediated degradation in malaria[ J]. Microb Pathog, 2020,
147 . 104289
Peng H, Yang J, Li G, et al. Ubiquitylation of p62/sequestosomel ac-
tivates its autophagy receptor function and controls selective autophagy
upon ubiquitin stress[J]. Cell Research, 2017, 27(5) : 657 — 674
Ma Y, Huang Z, Zhou Z, et al. A novel antioxidant Mito — Tempol
inhibits ox — LDL - induced foam cell formation through restoration of
autophagy flux[ J]. Free Radic Biol Med, 2018, 129, 463 — 472
Yang X, Wei J, He Y, et al. SIRTI inhibition promotes atherosclero-
sis through impaired autophagy [ J]. Oncotarget, 2017, 8 (31):
51447 - 51461
Wang T, Sun C, Hu L, et al. Sirt6 stabilizes atherosclerosis plaques
by promoting macrophage autophagy and reducing contact with endo-
thelial cells[ J]. Biochem Cell Biol, 2020, 98(2): 120 - 129
Luo Y, Lu S, Gao Y, et al. Araloside C attenuates atherosclerosis by
modulating macrophage polarization via Sirtl - mediated autophagy
[J]. Aging (Albany NY), 2020, 12(2);: 1704 - 1724
Li B, Liao S, Yin Y, e al. Telmisartan — induced PPARgamma ac-
tivity attenuates lipid accumulation in VSMCs via induction of autoph-
agy[J]. Mol Biol Rep, 2015, 42(1): 179 - 186
Li D, Chen A, Lan T, et al. SCAP knockdown in vascular smooth
muscle cells alleviates atherosclerosis plaque formation via up — regula-
ting autophagy in ApoE( -/ - ) mice[ J]. FASEB J, 2019, 33(3):
3437 - 3450
Pi S, Mao L, Chen J, et al. The P2RY12 receptor promotes VSMC —
derived foam cell formation by inhibiting autophagy in advanced ather-
osclerosis[ J]. Autophagy, 2021, 17(4) . 980 - 1000
Zheng S, Du Y, Ye Q, et al. Atorvastatin enhances foam cell lipoph-
agy and promotes cholesterol efflux through the AMP - activated pro-
tein kinase/mammalian target of rapamycin pathway[J]. J Cardiovasc
Pharmacol, 2021, 77(4): 508 -518
Taa, arEr, VP, 5. WIEMEY & A ME N ox - LDL %%
B RAW264. 7 TR R 20 MO A R 1 W B 58 AE S BRI SE I [T ]
tha 25 2R 5| 2021, 36(7) : 3828 - 3832
Ma C, Wu H, Yang G, et al. Calycosin ameliorates atherosclerosis by
enhancing autophagy via regulating the interaction between KLF2 and
MLKL in apolipoprotein E gene — deleted mice[ J]. Br J Pharmacol,
2022, 179(2) : 252 -269
Tao J, Yang P, Xie L, et al. Gastrodin induces lysosomal biogenesis
and autophagy to prevent the formation of foam cells via AMPK -
FoxO1 - TFEB signalling axis[ J]. J Cell Mol Med, 2021, 25(12) :
5769 -5781
g, e, B4, 4. fr Al i Ml PI3K/Akt/mTOR 38 #% i
B WD g 20 M R A B BL R SE (0], e B AR
W, 2020, 36(7): 1230 - 1236
(Wehe F BT 2022 -01 - 11)
(R HM. 2022 -01 -28)

.19 -



