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F= ik 2 P % e ik e R [ B ¢ C I AN Bh B A A RE X R A E A

INEWR, H O, B, Rk, RRE, FET
(UMERKFEMESR, 7 M 511436)

R A 2REFORRERAGTREIWOE R, RIS o IR IR0 Bk F e AT
FEPRAARF BF L, A2 BB AR KAL) 2N A R AR AR S E R R A E R BRI
Fo MARRZATH XML, E-imioale BEEXd AR RRASHXE, TLmeR
RAEA G2 BBz 6y Rt id A2, LB NEHAF R BBRALS, AMMRBHRLG R L S3EE T
BEAEXREZNAE. ALLZAET ER MRG58 B B K A3 bk H A A P 694 Rl L], & 72
A B Bk 3 A ARAE S B R IR Y IL MR, I A G T R IR IR

KA EEmie; MeoE: MEREEFARE: SakBRL

The role of macrophages and lipophagy in cholesterol

metabolism and atherosclerosis

SUN Xueni, XU Hao, PENG Miaoru, ZHAO Yuanshu, WU Xintian, XU Xiaoyang*
(School of Basic Medical Sciences, Guangzhou Medical University, Guangzhou 511436, China)

Abstract: With the rapid growth of the global economy and the increasing prevalence of Western dietary
habits, the morbidity and mortality of atherosclerotic cardiovascular disease are escalating annually in modern
society. Dysregulation of cholesterol metabolism is widely recognized as a significant pathogenic factor in
atherosclerotic cardiovascular diseases. As pivotal cells of the immune system, macrophages have garnered
significant attention for their role in cholesterol metabolism. These cells not only directly participate in
cholesterol metabolism but also maintain cholesterol homeostasis through lipophagic mechanisms, playing a
central role in the initiation and progression of atherosclerosis. This review examines the mechanisms of
macrophages and lipophagy in cholesterol metabolism and atherosclerosis, aiming to deepen the understanding
of atherosclerotic cardiovascular disease and provide a theoretical basis for its therapy.
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ASCVD)AMX I BN H s W00, I8 R 32 % BREIET ANE13% 2. RAE SR £ R
FIFET RN 2 — . R BAH % (World Health  ASCVDI XK R 2, %25 5 5 85 (A IH [ B (low-
Organization, WHO)E(¥E 4t it W.7n, H20004E DL density lipoprotein cholesterol, LDL-C)/KFHIFt &
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& AL EUR R 32—l ASCVD 97 2 HE At
Fe Sk REREAL , 2 DLIS P SORE YRR AE 1 I
A, FERIONNE BT ML AR DT K B EOE
. B R R, X SRR HR Y O, S
FUME AR AT, DT 384 00O XL A (O 5
PEAMR A ey A A2 KU o

BN K A A 0 R AR 06 T LB P B 40 I R 45
5, S BURS R G d 1 E A2 1L IR T U0,
IR KT RERERS . HhSE, N AN, B
-3 VLA PR 2= 43 WA 3 1 % (reactive oxygen
species, ROS), &K% &R & H (low-density
lipoprotein cholesterol, LDL)¥:1b NE AL % A
5 H(oxidized low-density lipoprotein, Ox-LDL).
E=R a7 bl UM a1t} 10k SIS I D B AN vl
A% 4 ) R HR B AL I AL I oV B4R . B
A ffu i I 1 T RS2 AR A R Ox-LDL, 5 EiIH [ B
JUg Jo AE G PN B AR SR s 2 ] T ) R 52 0 46
X it — A BRI A FAER, IR 2R R
TRANAI . SRTAT, V0L 200 M 7 ) ik A5 R B A 7 54
B Bt (AN - 3905 A 38 WG ) D R A 7 ) S 47 v R B A
S HWRFOR DL, A A K% R L Y R 4
bR T EEAERP.

HAT, J6I7 SR AL 1 2 ZE 254 v T
fE2E25%, X a2 p/E R L) 32 2502 il i AR
SR [ B% (total cholesterol, TC)A1H yi =B
(triglycerides, TG)/K TRk Mg 5 . JRE M
TR GYAERE G167 U 1 — 7 &k, (BAEfE
MR I 7 — A RN, WL A
WEREPE, IXAE— @R BRI T AN A ) 22
SVERITIZ M kA, 4y A TE A AR HE T
BT RN, STRORBEE BT, WTRES
AT 30 Jhk 585 B A58 A BE R 1l S 42 AL 1) F 0
AR Rk, RN T R A A e
A JIE [ A R I BLR] AN B TR 7R Bk ok
BEREAL 90 BEAL A, 38 9 S R T SR 6t T
TEAEAE R

1 B RS A8 B A A

JIEL 1 A 00 A A SRR 5 R AL
BT R4 TR ER . B AR D
GuBE AR GE A R o, E T RE I A B

B, g FHEME, SRR Py R S R
W LE A4 N 1) 32 i 2 AR 85 I B 1 R v
FE R AR . A5k A S 3o R IR R A2
RN A SN B, B S RV B A
FH FR 14 g 7 ¥ (Iysosomal acid lipase, LIPA)ZKf#A
WS NH[E B . A2 IR W VA BEAR TR S, Ui s IE [
T I B AR B E 1 JE 2 -DU w0 CAL 1 8 F (Niemann-
Pick type C1 protein, NPC1)F1JE & -t CHI2E
1 (Niemann-Pick type C2 protein, NPC2)¥%5iz % H
fan ey, Wi /R AR, AN, ZRRiR. TEW
I G SR SN -3 i R w1 e S 2 o
(cholesterol acyltransferase 1, CATD)f#AL, ST
1% EHT IR Ak 9 L T B o e A, R A R T I
Il Pt 3 W DL B A NG PRI ) R XU, Bl
i ATP 4 & & 4% 18 8 I AZ R i 71 1 (ATP-binding
cassette subfamily A member 1, ABCA1)FIATPZ: &
B IZEAGK M It 1(ATP-binding cassette
subfamily G member 1, ABCGI1)/ 5 fIH [ f i
] #6128 (reverse cholesterol transport, RCT)I&1E# 4%
BEMPANS R, A P A R 4
B, AR AN HE R4 T OCHE R, X S ARk
oA ] P R AR A T 28 Ok EL (& D).
L1 RE{RREEI R IR R B E AR
NPCIHINPC2:2 5 BHAMCH B A i, dlid
A FE A1 R [ R i e g A . NPCILAL T
AR b, & 2 2 K U 3k (amino-terminal
domain, NTD). HfEiH(middle lumenal domain,
MLD)#IC-%j3#(C-terminal domain, CTD)UA X134
5 545 (transmembrane  domain, TM)!', JJH[F B 7
JeGNPC2EL &, BefrHfadkin, JFSNPCIHINTD
TR LS, WA, HEREEY U
7 HLHIEEANTD,  Lhsi K s 1) 5 i 77 =X 2
BRI, JEMNTDHE R 48 5 15 £ I I 45 ) 3
(sterol-sensing domain, SSD), Z 5 I [& B 1)1z fii .
QianZ5! "l I ARG A M RAEWF 7T, /R T &pH
PRBEAE I [ B2 MANPC2%% 12 ZENPC 18 5 5 78 H 1Y
o TALEL. BeAh, AW, B OCE R
FH-2(lysosomal-associated membrane protein-2,
LAMP-2)fet% B 45 A R i, BUid 5NPC2#;
IS EE AR EAEH, 25 HEREZHm . X
B S T DR B fige R[] B 2 35 1Y) 4y - R AR A I 1 EE
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Macrophage

RCT

SR-A: JHIERZIRAZKIA; LDLR: KZFEREAZMA; SR-B1: HERZABI T B LIPA: BRMEMIIE; LXRa: FFX3%{ka; CATI: fH
B EEEEL LR B 1 CYP27AL: M KPASOR 2T KA Fi1; SREBP-2: [EEEATijoih4E A& A2 27-HC: 27-3IEHEEE; NPCl: JE
SR TRCHIIE A NPC2: JB2-WwiChR2EH;: ABCAl: ATPEASHBEAAFILG R R1; ABCGl: ATP4& G EEAGHRITK I

Bl EREAEEEESIRE

FR) LA o

W R R 5 B H-2(lysosomal integral
membrane protein-2, LIMP-2)/2 —Fh & &R AL
WIS EE S, FEEM TR, J&TE
ERZIKCD36H X BB L i)EE R 2 4KB
2k T %(scavenger receptor class B type I, SR-B 1)
RICD36[A &% % %™ . CD36MSR-B I /i F i)
NI i, 2 5AE B SRR =15k H
RUALZ Y. LIMP-2 G ZMISR-B T 19 fls A 4
4, Heybrock W Hlit 73 FEA . CHEIE . TR
o TSRS, UESE T IR B A R R X
HI{fe %5 i 15 44 25 1 (sphingolipid  activator proteins,
SAPs) 5 LIMP-2 1) i N 25 W s 45 &, i i JIH [ Wik
ALIMP-2 g /K BE A, 3 1 A7 3 2 1l A I ] e 1))
Bt . AN, LIMP-2 5 2 50 i 1 i 5 oo 25
& #5 H-2(sterol regulatory element binding protein-2,
SREBP-2)4 3 1) JH [& B2 18 5 A& LDLAZ A& /K, 15
FLAE 5 g VAR L ] 9 % 3 b 1) BAR AL RS 515 3
BT BT . Sakane 5P hiE L 43 A AL
WA e e RN RIL, LIMP-2t825 7 AW
FEo Xeegs RN, LIMP-27E fH [H BEAC b & 1%
THEZEEM.
1.2 ¥ fEE % IE

10 ) fH [ B2 7% 32 (reverse  cholesterol  transport,

RCT) & i % FE NG 8 0K A0 J] 4H 23 b (1) JE [ B 4 i
2 AR DL AT AR BCHE M ) i R, A B T 4R BRI
PRy UEL T2 P87 2425 R — el AT A R R
(KRR BT RN EY) . Diao®™ K, FHMETEE
ABCA1/ABCG 1K #EOx-LDLi% T [IRAW264.7
5k 240 o (1% DL [T B MG, DT D ) 9 3 4
BRI JH E AR 2. Ak, BRI R B, E ML
W GRIE ST MLIE T B-F2 T FRAK T, it it H [l W i
IZR(WABCA1. ABCGIFISR-B I )& A i KIE,
M ek 2D I J5 AR B8 R VLR A B T B, B A 3 ik ol
FEREAL KRR T, R, 3 3k i 3 eI 1 ) B i
8 550 JIE ] s AR R R, RE 8 A Ak ) AL [
(AR B AL TR 4 R B T2 B, DT 9 20 B ik s A9 it
T kA

2 ENRZHARAEEiR S 8 E R

R 200 YL 1 T DL 5 e A A B e LA
WA U~ 287 0 5 AORE 7 TR ¥ REHEH . B
Wik 21 L ) 35 T A7 Dy R 52 43 - 50 ] el At 477 I
FEAR AR R AT BE 51 K 2 Fh 2 IR a8 AL P AR 50
1K L5 8 BRI B AR T AR 995 (lysosomal  storage
diseases, LSD). LSDJ&—2& T i B4 o RE e i
(5 = B ) R S B A MR Y AR
T 200 6 2% A, g v o 240 P 3 5 DA B B Jok s A e
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AR FE IR 53 1 WL -5 i Bl A D AT 14 A 9 ML ) (L
Vi Tl AR il B B AR D R R ) ELA v BE AR LA
G, T 0 M ) i il S ) e A IR Join A T B0 K ks
FEREAL 325 g iy i 1 OB AR 1

WA — D IRYEA M As, A& Z60M K fig
By, Py YRR A0 I N RGP L BRI AN Ak
HAN SRR I B A ), WA TR RIS £
PhPTR B IR OG, AFEMIRE . RIEMEBR . R
ThEE S H . M IR AT MR S AR o P 1
BRI AL AL ) R b, VA B AR Ty A 2k i T
VIR BRTE B AORE SN e N Bz 4 453 4 A i
2, Rk R b,

LIPA /& — P OC B I R 1t /K i, 57 53 2 fif 4
MOV B AR N B AR BT . AE NSEAI/N R 1, LIPASR =
i b5 77 FE ) TG S TR K DA K B ik s A
B DIH R, Viaud 5L H], LIPAMIH 25
B R A P 25 - e T ] e AR 27 -8 R L ] 2 A
WD, IR ERAR A G BR I . NodFEZ R A
3(Nod-like receptor protein 3, NLRP3)if i ¥i% A
Rac1%5 H(Ras-related C3 botulinum toxin substrate 1)
Fefd, SEUHXSZR s 10 IE [ B SRS AR R0
AT $000 6] L B2 ) ARt o BF TR B, CD383E: Al ik
3 B R A B S i AR D RE R A, 2 T 9R /b v g
A AR 8 AP Vi 2 L ] ) BT, R R VA 4 T
K EW KA R DY, gk sk, WERRRE,
P& AT LLIE 3 CD3 8/ M1 IR ik 1 — % % (nicotinic acid
adenine dinucleotide phosphate, NAADP){5 5 i %
A R 2 0 4 0 v I A T 8 T I ) U
T 44 370 50 ok ks R A A PR R AR A . e
AR 7S 1 BV T A T B < R 8 O L5 00 1)
HEANEH, It 7 AT RERIRITHE .

3 REMEFEBNBKISHERE UL P RIER

HAT, KT Bk REREAL I B 1 2 2 AL 37
AR R AU IR A B S U RO S N
{11 5 e N R AR e VR S uE i ol
SR, A HE AR 5 T BRI IR A I RS R R
N9 Bl K o B A A0 R HRTE Bl i) S B R Y,
HhH [ A 3t 52 BEL AT RE [ O A A2 A K A
RO WHICREL, TEBIKOERERE 1L 1 R B
It 2 e e Al it S R ) ML 1 A 8 P 4

WG AR 2, A 32 I ] 0 A, a3k i s 2 78
RANMATE RS BEE SRR I R S, B
W AL 1) 38 5 AT B T RN R P3 48 /A FR) 800
TREM 1B A0 B IR A SR, AT X 0 Jik 5k o
WAL 0 & R P AR PR E Y . AR, (E BNk O i
FE A B R S B B, I R ) R 1 2R 3 T A 51 R I o
A AL, BET R W R 4 A S T
R ATEENE, A FBORRR, #—
A5 0 R AR Ak R O IR, R W TE B0 ik
FEREAL AN R B BOR 38R B R mERER], (HH
FARMLH 1 75 2 — DRI, U 9 AH B
TR G T 3R BRI -

3.1 Rgmg

W A0 S AE A SR (s A LR E 2 )
T, I PS4 RN PR AR E i R
H I R 48 B BB M XUJE R 4 ¥
(phagophore) TR, 14584 £ 97 (.55 75 P it (1) ik
PR R AgE i ds . B R AR
EAFEN B &I AR, RATEHRH
MRtk . BHJE, BWRASERRRS, BEEWE
B4 o FE L TREVA Bl A P, VA R A T R A A il A
R A A B S A AT A, 7 A T P R
R =t E AR, AR =
TR EEWE. E R T EE N S E
JRg W R o R ATL 1) I L A R B R A . AE
EwRgn i, R e S E R E &, A
PRV R I (4R TR oK il IR B . RS
i EL [ P e A [ W 0 e dE kA 4 HE A R
e,

3.2 SR-B | 5pgn&

BT8R SZARBIE 1 B(scavenger receptor class B
type 1, SR-B I )7EfH [ B A AN K st o S AL P
RAGIRETRAE T REER .. SR-B 1 iEd {2k
R A sy % B2 R &5 [ (high-density lipoprotein,
HDL) A S JE e (38 ) i, R OR41E
VoK 2% 20 Bk o R R AL K i3 R L R, 7R Rk
5 FERE Ak 1 R BB B, SR-B T ad ik i 3 15 e 240 it
JEWERL R, BRI R FEAZ O BT, T 1 5 2R
e e Y. Tao 5 1SR H 2k DM mld B B R R ) T
SR-BIfE B MMz A1, & DLSR-B 1 38 id 45 55
it S AL ) I AR BE ) OS2 R a(peroxisome
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proliferator-activated receptor alpha, PPARa)FJ¥LIE
77 ¥ 3% [K T EB(transcription factor EB, TFEB)%*
ik, BEMIATE B E B RRE, miRiEEA
J7i%34(vacuolar protein sorting 34, VPS34)Fl
Beclin-1. X —HLHIANAG BT HE B HITERR, iL6E
HE 2% B Jhk ok FE AL gk e o X SE R LR R T SR-
B I 7E BRI 3 W (R Dhe, IR Jush kR ke ad
A RITRBT AR YT R4 1 HT A s
3.3 EEMEE SRR

R B RO R PRI DA g B E
Ii%: 5% 18 (selective autophagy receptors, SARs), XLk
B i A B2 A B8 4% 1R 1) A 1O 20 L P RS o L2
AR REMRSCE FY, G2 B AR AT
R AN (ol AT ol e 2 ok P M ) — ARl i T2 3,
F W KRR SRR AR L FE . Robichaud %)
JE I o T R S T A A I A A R R T
wABRHA, IR T2 ERE T, SRS E
HAARE E2) AU (KA B L 5 A A G )
R PTG 7 I Cn 5 i o T M e 4 A R 1 2) . Al
ATTAEASE P ol TR Ak [ 06 4 PR , R % 381 Mg v A
PEBHIEFRE F A2 kp62. NBR1. OPTN. Z % K&
T AH 9% B H #4288 -3 (microtubule-associated protein-
light chain-3, LC3)HJEN . XK E MWLM EIEIK
SR b R S IR R B R AR 2 AL A
HWEA SR A E IS, LiangZ i ik, H
Wik BHL BT AT 3B ik p6 2/l FL B W) R 0 A R FE R
(mammalian target of rapamycin, mTOR)/}X52/ka
(liver X receptor alpha, LXRa)fE 5 i %1%
ABCAIMABCGIA 3 HIMHE BEANAT . XA H R
p621E B ik s AR AL I 97 BT FE R B FH AR At 1 3
WK .
3.4 HittiBXRZFZA S

Clq/MyE R AL A 74 X E H9(Clq/tumor
necrosis factor-related protein 9, CTRPI){E N—Ff#T
BRI R, CA5IE S B8 gk 22 O 1L 5006 1)
B . ZengZWRIL, CTRPOE biflz H4E5H
P4 K B 22 (ubiquitin-specific peptidase 22, USP22)]
FKik, BmYEFELR ZWALEE 1 (sirtuin 1, Sirt)AIEE
K, TR 2 W 20 i, ek /b i Joi AR
R WAL REKY, CTRPIREW @I ¥ A M
R, FARG 2 5 2 P A TR R A R T, 2k T

TE By Jik o Ao 58 A4 55 AH DB VR T T B TERE I
AT LisEIE e REn k. /R 3Bk AE
AR gH g R B, B T %k 4(C-X-C
chemokine receptor 4, CXCR4)Mp62f13RIA/KF I
W, MLC3-1/LC3- 1 HA Fif. #E— B R)sking
B, CXCR4 o il 1 38005 B s 56 UL - 3 - 33 g
(phosphoinositide-3-kinase, PI3K)/ZK ¥ B
(protein kinase B, AKT)/mTORfE S, {Li#kE
Wk 1 T AR PR A A, DT il A 80k ks Ao 5B A0 O 2
Gk R KB BEAR . — T SR, TR
WS TR HAOAIC I i 1 52 A e IR e ok /)~ B, 80 ok s A
PR, B REARMWLIKERFIEH
(leucine-rich pentatricopeptide repeat-containing
protein, LRPPRC)W.ZEIE I 7 FH ALK S B i
F AL B /) BRI B 20 i FIR AW 264 7411 v
LRPPRCH i, HALHIVLRPPRCIE I mTORTE
3 S A ) L T AR O 9 A A A T B
X — L AT BEE S K AR AL B R AR S R ek
HHEIEEH. BRABERET2(sphingosine kinases 2,
SphK2) 1 T 8 2 B i R Ak 9 3 2 W7 - 1 - T 1R
IshimaruZEC ¥ E 2 W1, SphK27E [ Wit 7 175
A 3 A DAY I e At e R b R 4 DGR E
3L 2 B3 (methyltransferase 3, METTL3)/&N6-
L IR 7 (N6-methyladenosine, mO6A)& 1 H 3L 4%
¥l 2GR Z 0, B A mRNA EFm6A
i, A2 T 47 5 ER 3R  A A i T e b R 5 S B AR
o Yo2PUR I, A AL &Y Leonurine B it
WIRMETTL3 A S HIAKTIS TR E M, B0 Wit
T, T RO G AR R o X I Bk ok
FEREAL VG IT SR B 1R i B K .
3.5 BEEXERSTHEREEREL

B AH 9¢ £ [l (autophagy-associated gene,
ATG) 2wt i) 22 TRy 58 2 A E H R I B . S
A K WA 5 s Bl A 1 5 o R o R A R B AE
F o 1% CHE B (1 f 4 Beclin-1(BECN1). ATG7.
ATGS8(LC3-1T/LC3-1). ATGS5-ATG12E &%)
ATG14%5. HWE-IBHHAER R BN Z 2T
Beam i A e BT RO RR B, T A2 2 B Bk 045 Ao A A 3
TR W R — M R &Y, B
AHR PEE AT IR AR K DIRE . Cao
SRR, MR R id RIHLC3-TT/LC3-
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I LUAE AIBeclin- 133 1 i [ W, A T 9k 2> 248 L 7Y
R R o X — B ] 7 Ox-LDL 5 i
RAW264.7 LW 20 M@ R AR TR 1, JFI80sz T 3 ik
SEREREAL IR . EAh, ZhangZ5PVil i iR 8 A
FHIATGI4 FRIEW TR I, HE5RATG14M()FRIERE
i O AR ) R R I /) B R R I 4 e
HWRTHRE, WEEpe2 AR, FFAMs SAE B, [
i BRI VE T R B, TR R A B0 ik s
FEREAC I AL . XUEHE S s, HWAHRERLE
oS3 I A I R D A DA U 0 K oS R R A T
[ HA HEAEH .
3.6 BEEXESEESIIKBHEEL

H WS R A, 32 R E 5 1 B
¥, HAfEAMPK. Unc-51FE8 1(Unc-51-like
autophagy activating kinase 1, ULKI). mTORAI
TFEB%. AMPKAENRHENIRERAL AT, FE4EHF
21 0 e B4 U TR ¥R AR, JRAE A
FEFREE T O M EP . AMPKIET B ER 1L ULK 1
SRACHE H R R 3, RN BRI PIBKC3 2 515 &
R R, 4% H AR AR R, TR I Sirt 1 2R 2
BB WA SRR R AT, DayZ PRI, R
1) e e 2 M AMPK B 135 77 PF-06409577 RE 5 7E
B 1 A0 TR R AMPK, (23 ULK LK B IR
e, AT 58 E R AN IR T IR B AL . IX LR IR B,
) B AN AR R I AMPK B 1 AT 2 —Fh o 2 3 ik
SRR VR T THE AL

TFEB /& — il J: A iR i - 34 - 12 JiE (basic  helix-
loop-helix, bHLH)SZZ M #E XK1, J&T /)
HRJE 2 % (microphthalmia family of transcription
factor, MIiT/TFE). %55 IEHLFE /N RRE AH O H% %
[A]-¥-(microphthalmia-associated transcription factor,
MITF). #5¢[KFE3(transcription factor E3, TFE3)
A 3¢ R T-EC(transcription factor EC, TFEC)P”.
VB W 0 i A A 0 R A D % B R Y IR T
TFEBIE L 45 & CLEARSE F7 R #2840 ¢ 3 K] 1 3%
TECY AR R — R E T B A R R R
MR (1. Chen®%™KI, AMPK/TFEB(S 5 il H
TE3E 2 A M SR P IR AL . HTEL AT R
TER P B % 1 RBEAE ], XA R A Bh T oE
B .

mTORZ 40 A E 27 8%, fAAE T

AEESEYH: mTOREASY1(mTORCI)HM
mTORE &4)2(mTORC2). mTORC 13 i F 4:4F H
T EWEA %15 5l B (AULK 1E A90) KR E 0.
1678 9776 20, mTORC Ll R AL ULK 1( & Wit
96 55 WD ) DR BRI ) SR A R FLE M, AT RELLE B
WERIE s 248 FEA LR, mTORC A/ FH sk
55, ULKLISMEKE, dEmfesk g, wmE
ok % % I E 2 B0 K o R R A 1) kS e I TR R .
YangZE SR B, [ Y 2 42 R ] A E i AMPK -
mTOR-TFEB(E 5@ % 4l 5 W40 3 e, AT fie
KRR R AR . X — RILNE R
[F) 284 > o 2 R 5 0 1) 30 Ik o A A A O MLl B2 4L T
BARA -

4 YTFMSIEEER

HET, 69T shhkR R 0 3 Z Y A FE T
KUY REE BETR DGR DR 2R 25, HAR
P B2 T IAR B O JE [ e R it = i K
o ARMBR T ARG AR T ER, XLyt
JE I O B A R E B RS SRk, T B
MDA, R B KRR Bk R . BRI,
RN BRI I 18 245 4 8 T W i 4% v ) A L) B 3
Il AR N2 FH BT S5O 4 3 20 Jhk o 5 B 4K Vi 7 SRS 1)
G B E 2R .

4.1 PEERZAYI SRR

MYT R ZWAE N 3-F2 0L -3-H B T R A R A 3-
hydroxy-3-methyl-glutaryl-CoA reductase, HMG-
CoA)ik J5 B4 il 551, 188 I 93¢ 2 N [3] B2 ol oF Uik %
KB REREAL A fE . ZhengG SR B, Bl HEA% At
T8 EIHAMPK @R ALK, AR mTOR
MR AL, HEMARZEARMEVER , /b ig B AR 2R IF
R 1 R P A0, AT A 288000 ot 9 3 4 L ) T o
AN, 53— WU 0 R B, Fi & A A VT i 410 )
PI3K/AKT/mTORIE H, 45 F R 4 ) 15 0 &
MR AR RS S KR, ANMmETERRRME
Wi AR AL, R AE BBk ok R Ak 1 A,

BB A AL BG R BV T & 9 (proprotein
convertase subtilisin/kexin type 9, PCSK9)#/JIfll 7 &
— P Y P ] B 2500, RS 2 B Ik o A Al
AN 35 0403 4 B M Ig ZKT 15455, YangZ5 59 %
P, PCSKOHMEI ) 1Yo | Wi, 22 kb & i
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AN AL R RE BT DTAR BB AR, 4R
T3 00 1) 7510 S0 11 55 1 PC SO ) 771 114 1 6 2
R TEARANSLEGH, PCSKOHIH AT #E 58 THP- 147
A W R TR W, I PR AR A A N ORI
B g BRI, PCSKOHIHIF)IE i $2 7 B W /K
V-, RERE AT RA G A B K oA A A e R 1) AR N
AN RE [ B o 3K — HILHI B A T80 30 ik ok A
AR T SR LA 3R i 1 B AR, JfikE— P
SR TR R R R VE T A I R L T R LR R
4.2 PEMEZSYI SRR
Ree W 245 5 L T 45 R PR s 8 3 1 IR 7K
o AT 980/ W PR AH G 1 I ACRE - GO I 3SR
N S R N N e R R 2 s VO = S b i
, XL WIE i 22 ML OO ILE N R DR
P RAE . AR, FECE O RE, TR
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