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Triglyceride (TG) is predominantly present in triglyceride-rich lipoproteins ( TRLs).

lipoprotein lipase; atherosclerosis

Dysregulation of

TRL metabolism is closely associated with the occurrence and development of atherosclerosis.  Lipoprotein lipase (LPL),

a glycoprotein secreted by parenchyma cells, can cleave TG within the TRLs to produce free fatty acid. A variety of factors

are involved in TRL metabolism and atherosclerosis progression by regulating LPL expression and activity.  Thus,

clarifying the role TRL metabolism and its regulatory mechanisms could have significant implications for the prevention and

treatment of cardiovascular disease.
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IMRIERIRET . B T EATR G K R, X PR s
s 25 8 B S 8 mUIR & 1 BURE A" RE TE 1M K
Highn . JLF A IR 2 B 2 B 5z JE A R
REJT, {H DL /55 % B BB 25 11 (high density lipoprotein,
HDL) FRZ IS E (low density lipoprotein, LDL)
IR 1R . TG TE MK h B FF 5 1) TRLs #%1z
FZALHE VDL CM DS AT TR 8 R A0 0 18] 7 A=
M5 AT W, U AT G 5 BF 58 W, TRLs & T+ 1
mmol/L, CVD KUK i 2.8 £5*

TRLs & — K& ERBERIEE A, KN B E
VAR UM A TEBOR 28 57 . TG Fil CE ZH i TRLs
ARz G WA | D L [ A B I IR A i 3R T
BJZ ., TRLs AU 2455 W 2k & 42 SR IR T/ M s i)
HNIEVERAR AN SZ TP IR 45 0 N PR i A AR AMIRE
WA REE ) TG TR A S #/Nb 40 i i, 12
WHEA K TG ¥l (80% ~95% ) -5 apoB48 ) CM
Ol A B CMZE A LR AR PR 22 2 S R
E g, 528 2 11 apoC- 11 L apoC-1IL Fl apoE #H
% P, — B A MIRAEES , CM B3 & 7
TYAMAE R LPL PR K, 7 A2 1 75 I 107 TR
(free fatty acid, FFA) #1 CM Z% ¥4 %) . FFA 1] 8% fk
FRRE, A A TENR T AL Zh . CM 3R AR £
CE Fl apoE #H %, 51K % B i & H 5z & ( LDL
receptor, LDLR) 5%, LDL 32 & #H & 1 ( LDL receptor
related protein, LRP) @tEE, HEASTREAR 012 o

TEWNRIE AR BFA0 M P ) FRA FTH 35
TG, 225 355 apoB 1 VLDL FUkL A% .0 , 743 1630
[8], ApoC- I . apoC-1I | apoC-IIl Fil apoE %5 %% g £ H
iE—20 4 3 B VLDL UKL /Y 3R i, 12 i il 24 1Y
VLDL kL, 43 AIMLEY VLDL [RJ#¢ By LPL A5 ik
KA, B = A S /NI VDL A e 45 %% 52 i 2
(intermediate density lipoprotein, IDL) . HEfi# ™ 4= i
IDL U — 7873 Ri AT W i, T b A s 7 g
i, — o WG I Y LPL 43, B 4 JE A LDL
LU TR

2 TRLs IR O & % B9 1

LPL & TRLs fQ ) BRI A , 7573 W) , il id —
obt o1 B 200 AL PN S 200 5 S M T S T JUL P
JE 1 1 5 B R AR 1 455 85 1 (glycosylphosphatidyli-
nositol anchored high density lipoprotein binding protein
1,GPIHBP1) #iz ZR AN M A" . RN S0
LPL 5 5 5% B Ui/ LDLR ™ /)N BB B 1 B i

LPL 2 (K 5t B 12 28 apoE ™~ /0N B 3l ik 545 #F 6 1L &
LS ApoC-TIfE K LPL % Al F-7E TRLs L3 1 7]
R HEEANEM . ApoC-Ill \apoA-V Il A& A= R A 2R
F 3 (angiopoietin-like protein 3, ANGPTL3) ,ANGPTLA4
F ANGPTLS 45 ZFp i L i I8 LPL 1K 51%
P, X4 LPL A% i W% TRLs fRFE CVD &
S AR R PR AR
2.1 GPIHBP1

BEAEWFFEIN B R £ Tk 1T 25 26 1 22 i ( heparan
sulfate proteoglycans, HSPG) i i 5 LPL AH HAEH,
M LPL iz 2% 3] i 38 15 v & #5 K g TG IVE .
{HFEE I IRA , ZBLELZ GPIHBP1 1)/ F
LPL NHENE A TRLs 12BN ™5 1 & TG IUAE, [7]
it % B GPIHBP1 BERSAE B 40N P K2 4 ek , ot
REMS A RS LPL 4547 dE—2BS080IESL , GPI-
HBP1 K LPL 553 P4 Rz 200 o i 29 B 40 i o
TRLs WAZ0FE B4 10048 e R T 5 87, LPL A RE % X H:
PEATHRAAE FH . BIF9E & B, B A2 U/ TRLs 15 &
A4 1 43 A, JF 5 GPIHBP1 Ml LPL {7 1E 3L 5E
fzBR5:, i GPTHBP 1™/ TRLs HY 125 AL B 5L
SPARFERE

GPIHBP1 &7 LU &5, X & H 5 LPL 454
(6 B A7 A, 24 LU &5 #4380 B CcD59 BUAR A,
GPIHBP1 MIAfES LPL 454 LU S5# i
10 2 e MR R B, AR T — >R FL 5 AR 40l LA IR
GPIHBP1 5 LPL 456, #8753 5 1Y B S %
=48 LU g5 30 5¢ 2 %4 T GPTHBP1 5 LPL ()
S G RWTN . LPL AR B A o (3R 2 298-488 ) it
55 GPIHBP1 KA 45 545 A, Hirp sk 5L 400-435
PR S A R B Y AR AL T AT AT
W miR-377 i $0 ) UTER DNA HRH R 1, -
P8 GPIHBP1 & ik, 3 /b 1L 2 TG 7K, 2F ifif 41 i
apoE /N BRI EERE AL AE CM IfLIE S
LPL % E 5 X 2275 C418Y #{ E421K 5, Afik 5
GPIHBP1 454 , Joikitiz 28 B 40 158 s 1, HoK i
TRLs fEHIN %, 32 TE M CMILAE (1 322 J A 122
2.2 ANGPTLs

ML A R E AR 1 (ANGPTL) 2 —2K 5 14 4=
IR SR ARARL B 5 0%, FEALHE 8 AN A - AN-
GPTL1 ~ ANGPTL8, F£ ' ANGPTL3 , ANGPTL4 FI
ANGPTLS 7E ¥ TRLs Ui ih BA EEAEH

ANGPTL3 1 N-7A i 5 Hy 58 J5E 205 ) Sl 27 4 2
FIREE C AR a5 H sk 4l i, ANGPTL3 J& g & AR
Y AT B, R AR YA D RE R B LPL
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WD WS R B, ANGPTL3 %% §: 31 LPL 23k
FTE MR I, AT FEAE 30% 19 CVD KU Bl
REA ] PN B2 B8 B ( endothelial lipase , EL) i P, M
SR I Y HDLC /K>, #F55 % W, ANGPTL3 1)
BB M 225 B T 45 25 A0 MUl 3% >, B,
AN TR A 2, SITX 2l & 1 28 78 HE71 5 i 1 3¢
LPL 7K & MU 2 5, 3K FRA B 28 A %
BEACEMIR K, BR T S17X 4b, ANGPTL3 % [H
A7 7E e Uy fe sl O M 58 AR, 41 G400VEsXS
119L£sX22 . N147X , E95del , N147sX1 . E119fsX8 }%
N121sX9 %5'%7) | ANGTPL3 i [4: 18 3 v /0 T 41 fifg
apoB-100 73 WA FI I 41 A 4T & 75 apoB-100 fig &
FEER, (i 1 2% LDL 7K S B A, 1 JiF J0F 45 B apoB-
100 340 3= % & i T LDLR 1 LRP-1 353k 4
] MBI R, ANGPTL3 1 fig Bl 2k v 2%
A # B A BRI TG, HDLC | LDLC ¥ & &
CVD RUBG™'. T A7 9 2% MG R BF 58 % 9,
ANGPTL3 A& 5 A L% TG 7K T AR it T 3
F#AK HDLC s ok () f T 52 i, ANGPTL3 7 2 Ff
PR, e FE A e SR AZ R ( ASO, TIONIS-AN-
GPTL3-LRx) il Evinacumab, i IR ¢ .75, CVD
BE AT W ASO 677 6 JE )5 , ANGPTL3 &
FIKSF-REAIG 46.6% ~ 84.5% , H It = 15 F A% 33.2% ~
63.1% ,LDLC &5 1.3% ~34.3% , VLDLC [4A%27.9% ~
60.0%"*" AN, Evinacumab 5251 AR #2516
TG /K3 (76% ) #1 LDLC 7K3F-(23%) ',

ANGPTLA .2 5 5 2 (A AR A 45 AR
ANGPTILA 5 ANGPTL3 BARHRAEML M H] LPL 35 ¢,
(BAPAEAE 2625 5. (1) ANGPTL3 3= 75 JiF 41 it 3¢
ik, 1 ANGPTLA 7 U402 36355 (2) AN-
GPTL3 FZAF s IR N6 LPL 3% %, {5 AN-
GPTIA fEE & RS RS T B L HAEM; (3) 5
ANGPTL3 AN[A], ANGPTLA 7] 754 LPL 43/ H 4>
Wh/ 5553 WA BRI ) 5 (4) ANGPTL3 2T X Z K1Y
ABJEH T ANGPTLA K1k 52 %] PPARs I
I, TR IBTRAL L E TR AL SZ AKX ANGPTL3
HIANGPTLA 122 SR 5 n] W3 P & 7E IR & A AR
WO TR VR Y AR S bk BE Bk, ANGPTILA
FERAKFIA BT ANGPTLA K S53ERS g
Jfi 2 ( non-esterified fatty acid, NEFA ) ¥ B 52 1EAH G,
M5 M3 TG K2 AHE, ANGPTLA 147 4t 4R
FRRELE I A 6 4S5 TG 7K B AR AR 5 Y 1 2%
A0 10 G223R ., T266M | R336C , W349C . G361S
1 R384W , ifif P251T R371Q 248 1] S5 TG /K-

FHE

ANGPTLS J& ANGPTLs % % f)— ™87 W B, 5k
Z YR DRSS R S B A A DL O TR R
SEETRI (R R RE B ] LPL S PR 4
Ho ANGPTLS &2 15 L 2% TG 7K 0 T 40 i 117 A=
PEFRP T, RN A 248 I Mg s 1R 1) gt Mty 41 2%
I CHEAT BT, ANGPTL8 2 /NI TG /K F-
i, 17 ANGPTL8 3 Fe ik 4 hn i 2% TG K, 755
FE I R B K RERE AL i 2 BORE PR 5 b, 3k
ANGPTL8 1 TG /KF-Ft 7, JF H ANGPTL8 /KF- 5
Eh 3 Ik P BB R S AR OGO
23 #HEEEAR

ApoC- Tl F A B, A1 6 79 N SE sk, H
N-A w4l ¥4 38 5 08 oL 25 & O, CoR o 25 i 1l 5
LPL {f b A &, gt LK S APOC2, ApoC- I 7 IfiL
J% TRLs UKL A HDL Z [E7E 3, ApoC- Il i C-K i
HELE HP ) R L R 5% 3 Tyr63 |\ T1e66, Asp69 Fil GIn70
XFF LPL 3% AL B R i 2 75 107 i3 apoC- 11
KT AT BEAIK TG 7KF-, 2201 apoC- 11 & LPL 5%
I, [FE; ApoC- I W REXTF2KF TRLs 515 2 P B2 41 g
T LPL 3P 45 APOC2 g
REABERENE TG M E, KL T LPL
Bz,

ApoC-TJ& TRLs AYZH B AL 43, tH APOC3 4%
FEA I AER TG g 43 1 TRLs 5% A1 43
FERAR R T I3 TG K BFSEIESL , APOC3
TIRBEL M S AR BERE R AN 2K TG /K- Fjsi 2> CVD
FOELA, SR E W, apoC- T BR T HE 42411
LPL 1M AER TRLs 5% f I bk 2 4, i m LA 3F T
JE VLDL-TG 43" . i1 F ApoC-TI42& CVD XU
T, — 25 B AEFEAR apoC-T /K FHY 258 B 2 9%
Tk, EEASEMTT LY DR 25 e e —
25254 Omega-3 Z AU FIIZ (omega-3 polyunsatu-
rated acids,n-3 PUFA) LI & ASO, WF5E &80 fhiT24
2yl i eIk apoC- I 23, i LPL 36 PETH i, i3
TG K- REAR, 2 1 300 341 3l ok ke B A % et b
— WP R 7T 2R 25 WAL RE AR apoC- Il 43 fif
R, A A P, n-3 PUFA & — M35 ik
IR , NARAS BN BE A A, AN BE 3 23 21 U8 1 35 42 4K
15 446 Z RS MR ( DHA) A A Bk 1M R
(EPA) . i IRAF5E & B, 5 % B 4 L 42, n-3
PUFA JAI7 LMK apoC-TKFFEAK 11% ~ 14% , TG
MK 25%~31%" . 5T 259) R, n-3 PUFA
B TARHE apoC- I A1, 18 AT LA i3 9k 2D apoC- I
FEAE SRR CVD AU, DURRZS 2538 i /b VDL
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FEAE RN TRLs 2 A QPR & A2, 3% TG 7K
BEAR 20% ~ 50% ., BF5E & BR, DU 24 4 AT 0 ol
AR o APOC3 B35 K apoC- I 4 7K -1
55 DR 25 ) e e — R S 25 9 v B nH A 51 RS
I REEAT AR AE TG 7K, 36 7T 38 1 98 /b apoC-
I 1977 A B AR 13 apoC- T /K S 2013 4E, Tonis
HIZ5A RIS T 26 AL A APOC3 [ ASOs, JT:¥ii
e — B R 8 7E AR N B R T 32 P T Re S
apoC- 7= E /) ASO , fiv 45 A 1S1S308401* | FENK 1
YAAE N RSB PR v 1S1S308401 BE A ik
FERARIMIE apoC-TL F1 TG K. flEEEEFZ 1 1
WG RAF 7T — A R WX Fl ASO HAT KLY %2 4
P it A2 h J1 2%, Bt Burdett 251 FI
ISIS308401 J7YT 3 4 ZEEPE = CM IfLAE A8 3, & 3R
IRITJR M I apoC- T 7K 7 B i B M 3 70% , 1 H¢
TG T REIR BB 55% 5 TG PRI G0 E— A5 UE S 1-
SIS308401 & | HEAKH PR AR = TG IMLAE £ 2 apoC-
ML AT TG 7K, 31K o5 B i 44 4 Volanesorsen, H
Hi, 3 Wl 5% F Volanesorsen [ I # I K ik 56
(NCT02658175, NCT02300233 F1 NCT02527343) 1F
FESEATH

ApoA-V J&—Ff 3= bl A0 A 1 366 4>
SR T, B APOAS SEH 4afs . BRI 3¢
apoA-V & FEAEE AL, (B ILAE TG i i VE A 88
T WS FRI APOAS J PR A7 5 B Jf 3 Y
AR5 M TG AKSEH CVD KU Z A5,
MIL3E apoA-V /K FIR 5 A MLHK TG KA
4 apoA-V H4 HDL 1 4F A APOAS B2k /NFU AT L
R TG ACT-HGH R, X GPIHBP1 Hk2k /)
UM S0, 0 apoA-V %45 LPL 5 GPIH-
BP1 4545, WIAEHE TG KA,

3 TRLs EShBKHBIEENL R EFBIER

ZHITFSE R 24 TRLs 10} & A B i, 4l 15
TRLs £ = Sl fioRE i i 25 A8, 1 i ik 3 Jok ke e i
LR . SRS & B8 TRLs 76 30 ik h o F 4 4
SO B B /Y TRLs i3 B i A e
Az A 7 0 g 7 R O 4 A 7 0, S M
FASHIER ™ . BRWTERBENS 5 Toll BESZ 1A 4( Toll-like
receptor 4, TLR4 ) Fl TRL2 45 % i #5521 1) 32 {4 4%
A, MBS R R, AR R ORE I DT
Lehti 55 52 % B0 30 ik o B A 3 2% v 43
B AN A S 2 RE S SO SR 4N e R TR Y
W 40 L ) R P AAR Y S , W TRLs J2: Bl bk BE

Ffe RPN AT

4 IMNEHRE

YER TG 1 FHE A TRLs 3 2 22 Fh LI 12 37
SIFKERERELL AT CVD & J# , anfie s IR e M4 Y
PSR hn i i A 1 R RN L A O T A 9 o
ARG S, TRLs QR — N2 24y f | %2
% LPL %, 2 H il 8% LPL &k 516
S0 TRLs AR CVD KUK, BLAR— 2L 259 O 0
W R AT #F TRLs 43 A, (H B AT A I R0 Fi
LA T — RS,
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