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Regulation of lipoprotein lipase and its role in atherosclerosis
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Abstract: Lipoprotein lipase (LPL, EC 3.1.1.34) is a rate-limiting enzyme and responsible for the degradation of
triglyceride (TG). The lower activity LPL is tend to initiate hypertriglyceridemia (HTG). Many factors have been
found to regulate the expression and activity of LPL, including angiopoietin-like proteins, apolipoprotein, miRNAs,
and IncRNAs. The role of LPL in the development and progression of atherosclerosis (AS) is up to the distribution
of LPL. Different LPL distribution results in its different role (promoter or suppressor) in AS. This review aimed to
summary the role of LPL in AS, which may further reveal the role of LPL in lipid metabolism and provide a new
target to prevent AS.
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B O, A SC EE AR A 9% B A R AR SR S RNA
St LPL F) 4% DL K %F AS B 520, 9 LU LPL A #E
FBG AS R TR AE G LA

1 LPLEYZHS %)

LPL & — & i s B iy, F2 0 WL,
E UL R AN B AR A R, R
TH M= AREER R KRR, FAEX TR
55 % 10°, EEFALF AN 8 S ik E. LPL (N
IS T —ANMRRA RSSO A, — AR E
(apolipoprotein, Apos) H4E A7 s LA S — AN Be K4 R
FRAE FA 10 A = A (Ser132-Asp156-His241) ), C
Ui E B LPL JE R RIYR — AR e e AR A
. LPL (1) 40 WA 75 2 22 Fh At M 2% LA K AH 5% B 1o
25 . 1AMk A 22 R T P o 9 b R i)
LPL fufk, 2ead g i i e 4 K 1 1 (LMFL) 7 & %
B LPL [FYR 4k, T SellL &Rl & AN SN L
%A SellL-LPL-LMF1 &% ™ ; S &Mtz s m
IRFER N AT S, MOV EA TS TER LPL, FEfE4
i 3 s YR 3 WA 3 400 b R T B AR 1 SRpE
(HSPG) 45f, 75 B J= 1 M 1k JUL I 4 0 v % 2 Ml 2
H4 & A 1 (GPTHBP1) I B N HA% 2 A8 9 B
iR R A AR g hag U

2 LPLAJIhHEE

LPL )R B A 4N SV e . AE BN A
4R b, LPL FERFE/KAR M N CM #1 VLDL
BIER, NHZRALTE B NEINTEL (free fatty acid, FFA)
M. HRFREY LPL /KA TG JGib 2414 &
Ao P AR 18 A 0 W05 2 R o (PPAR@), T R HE DT
R TRE U, X 2 W] B I E PY R 40 i K LPL
TE ek /b g 5 B FAAE B TR B A0 ) 422 R4 B A AE
. W AS IRAERE. RRBAFREI, B
W2 i b () LPL e i3 55k 200 Pt B 5 g ol {1 Ao L R
AHMTE R, PRGN TR E R, ik AS K fE ik
2 U LPL REAR 3k i i 200 it $5 EDCRT i 4730 2 Mg i
g, X2 BRI R — 115 AR A DG 550 1 2 22 (A
2z — ", 2018 4, Chang %5 " §f 5t & /%, LPL
G EcA A ON S ALY b G S (1 si R 7201 1R 2 S A )
Wk 4 i, ) B A I M 2 L £ 3 Bk SR AR BURE
RERA, TR AS &

RGP ) LPL @ ¥ JH [E BE I 4E £ K B
B EMMETC, JEFFEICINAEIE DA SRR L E
AP, fE VLDL B3I AEM F LPL i£ 2 5 Neuro-

2A Afaf o4k M Rk, LPL fEME REMIB R
oAbk A R BAT EEAE M. T il LPL fEi
TN BRI LERPREAC IS E . $os LPL W] BERE
BB R B 06 1 — A e A Y R AR SR W,
LPL o 4 A5 LA HE fi AU A0 B 1 A 435 =52 10

YER, (HEBARHUREEA At — 25 9
3 LPLFIEIFE
3.1 HEEER

WIRE AL MK E A EEA RNy, FE
1 FH A2 38 2 2R A 10 I 5 DA 4 R A4 I AR 3~ 1
BIREARROEZ MR, ENHESADIRETT
TAFE N 22 5o i AR 35 L 5 20 = Mg I 2
AS [ E BB, SO0 & I A & 2 VLDL
&S apoA-V IR EE HE VMG, BHTRE, &L
% apoA-V [#) LPL i fa /N B H LR TG K- 2 3%
FE, AHER apoA-V B IE /N R IR TG 7K -F
HARZ ", X E£ W apoA-V 1] 5 LPL 1E4E
FVER, JEHEFBRAAN K TG K. #E— 4
SEOG R B, I N K 41 B b Y apoA-V RE e it
GPIHBP1 5 LPL 454340 LPL f#fi#, H. apoA-V ™~
/NERIMZE TG K2 Tt 5, #2878 apoA-V & 4EFF
LPL Jif M [ 5 R 7 27,

ApoC-I/II i 3k /N B AR & & A & TG I,
X T] B2 apoC-I/III #4348 7 LPL [f145 #8503 apoC-1/
IIT fe () 422 34 o i 38 A R AR B 1 4 (Angptl4) R,
M4 LPL (35 1t BV, Alvi 25 P ESE 3 4 &
RE# | apoC-IIl &5 LPL 45 &, 3458 LPL Bi&EPE, [%
fIIMSE TG /K, S H I =R IE & 42 . ApoC-IT
REAE % Bh IR 145 & LPL ik apoC-1I-LPL £ 54,
H4in LPL X} B 25 (1 48U0kL () 55 Fl v, #2871+ LPL ¥ s
fiRThae. #h s Ak 2 AR Be B 4 Bk R 4210
I LPL {35 4, Frp ApoC-1. ApoC-IIT 417 il /s sl
M W 4B - LPL 354, 1 ApoA-V Fl ApoC-II
REX /N BN B2 4l i b LPL %35, BRIk TG
Ko
32 MEEREHEZER

I A= B & #F 22 [ (angiopoietin-like proteins,
Angptls) SHi&HE. fe3s. BEEMIS IS, Hir
TR 8 AN, B Angptll~8. 5T, Angptl3.
Angptl4 A1l Angptl8 REFM LPL (35 PEE A . Angptl3
FEAEM S FRE, E55E TG fUAE K KL%
Ko Angptl3 ELEEPRASLE MR, BI N A 4 2 e
SERIRT C R 2T 4B A R g5 M s, N K45 il i
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Ji@ 25 K 8 g2 4 i) LPL 223k I BE&AIS LPL ¥ P 1) 32 22
X3, BRIX A2 17 £ 22 R Bk B PR I % TG
AKCEFGE o R 3, $78 Angptl3 (155 17 [ 2%
PR AT VR N = TG IfCAE 5% B 96 76 0 978 (1 96 97 #E
s B Kim 2 PR BUAETE TR B A4 o0 A
Angptl3 e i 1) LPL & My 2 HLAA 0 5 JoT A
B E 255 Angptl3 1) N R 5 i 12
SERIHR AR 17 AL 2 AR AE ATSR AR S

Angptl4 5 Angptl3 A A ALE) N K i 4 15
BRI C Ky £F 4t A R 45 M3, AR A2,
Angptl4 07 “HisE, FHFRENEEHLANTZR
ke BT RKIZERIRE TS, R4/ HEA WK
Angptl4 ] N oK 3 4 1l B25€ S R 45 & LPL, i
FfIlB LPL i fhix —id 72 ™. Angptl4 R fIg s
o 0 v /R JiE A 9 PCSK3/furin 7% S T 1) LPL 43 fi#,
JNiE LPL AR B tRAhszig b, NS RAEE
ERINE R4+ LPL & &, F£MK Angptld £
IEIKE, BRI S R T REHI A Angptl4, {2k LPL
SRUAENGE N AR, RIEKME TG Hhfig ¥

N Angpt8 HAE I HRr e SR IL, B 5 BB R
VI K. Angpt8 Bl = N R Ui 4 i 02 e 45 1)
BFN C R iy 47 4 B 1 SR RE 45 F k. Angptl8 T DL FL
FE 200 LPL % M B0 e N B &5 440 1 4028w DL 38
Angptl3 JE 1k, P[] Angptl3 #4] LPL % %, S5k
TG /KF 7t P Zh ¥ S 56 iF 52, Angptl8 [ BH
Wi e i LPL 350, BRAK/N B TG /K P
Angptl8 BEHITN Angptl3 5 LPL fRSEA1 /7, 3455 Angptl3
Xt LPL (JFMEIVER], 10 Angptl3 ) N 3 2 fih 42 e 45
P EE % 5 Angptl8 AHEAEH, {1 Angptl8 734,
i LPL %k P, Luo 2 PV % B, Il 2% apoC-111
PR A v 0 I 2 B8 A N T Angptl8 7K1 ik
HPEMT, $27R ApoC-II §E P& Angptl8 (17K ~F ik 1M
W% LPL /KR H i =B Thee, SECO M BRI
K. 4 EHTIR, Angptls A1) Angptls3. Angptl4
F Angptl8 B B 42 41 ) B E ik P (5] 4 FH 3 5] 40 )
LPL [ %35, S TG MR &% R 1, &
AS IR R
33 WMRIEMAZRERRE

TR LI IH 2R 22 1 280 (hepalan sulfate proteoglyean,
HSPG) J& 7514 P 2 Fh 41 B R 1H LA S 4 /1 25 )72
FIL RS TR . HSPG J2& LPL flg 48t i #&
e BB T, 24 LPL M SZR 40 P 43l 5
YIS, HSPG it 5 LPL MIF R 45 & X 45 &
) LPL A 200 i JE 2 % 25 41 i [) 5 I A e v

P, B 5 LPL il GPIHBP1 454 RIFNSMHAEH . X
I, HSPG 7t LPL A8 F2 Hr 4 “ iR 7 I A £,
H BB IR KBRS LPL 88 25 o 2 40 i B2 i R
WK, HSPG 5 4REK 1% VIAHG, EReiH Y
Z PP 90 R HRIA, T 28 RE R S RE S LPL V&
PR IEACE B, ERESTH Y LPL "] 340 ox-LDL
PRHL, ox-LDL F 38 AN it = w248 B v K 10 1 =] s
WRE(E A HSPG Feff, 5 (M A B2 4 i (5 Wi F )
T2, JnEE AS kR BY, 420K HSPG Al fig il i 4% 4
i PR 73Rk 520 LPL 7KSF Jeii i, 28RE R 7K~ F 1
U ReAd HSPG Y PERRAG, 20 i 2% T o R 7K T
3.4 MiRNAs5LncRNAs

MiRNAs & —REH 22 MEH IR IR IS 5%
RNA 73¥, ilidgs G 3 JEREIX (3 UTR) 7E
KT AR B R R IE . AR S0 4 F AR 7T R B0
miR-467b, miR-27a/b Fl miR-590 i it ¥ A ¥ 2R
LPL /> THP-1 10540 i Py 10 IR [ i 25 & B0 7
B FRT A Z R4 i o, miR-29a 38 i #1177 Bk LPL
) LPL [f 2234 B9, MiR-134 83 454 Angptl4 (¥
3" UTR #iffil] Angptl4 3Rk, T THP-1 EIgE4HfE
P LPL 7KF, 40 M N G i & AR S 8 AS KB
MiR-186 1 H T~ Bt hik -y- 2%l (CSE) mRNA [ 3’
UTR, [¥K CSE Rk [FB M LG, FHAS LPL
B fife 1 =y LPL (9 7KF, 5 3% THP-1 B 41 ff
e & A Y,

LncRNAs 2K JE KT 200 Mz HR AAS Y
A FRE SR KSE RNA 7)1 2017 4, Mazidi
26 UV R se 2 0A, Wi LB 4 AU P A7 7 8 1 i T
7 1Y) IncRNA LSTR, ‘B g3 il apoC-11 Ki&, i
LPL £ iE K F It TG /K fiR, M| AS K4EKRE.
K €0 5 155 4024 Hh ) IncRNA AK079912 %t i 7 41 it
Pt R E L, W RIB AR AK079912 #50
LPL ({235, (BB LR A Frdt— B iR R B,
TS G 10 2HL 23 N () IncRNA HOTAIR 1 Ay 5 B A
fii7 240 B 4 Ak 1 % B TR B R 3 R LPL &9 P
iR LR, IncRNAs 7] fgid it apo Z 5 A 5%
Ao Bl SR 0% () #E PRl (Al 7 LPL 7K~F,
{HEA12 15 B8 B 42145 LPL oA i BH

4 LPLXTASBEIZZN

LPL 7E AS IR AE R EE EEMMAE, —7
TR B2 P S 20 B 1) LPL BEAE % B (1) /K i Bl
Z 580, @it/KiE CM Al VLDL, KIEHT AS
(ITERT 5 55— 7T, LPL A& W B B 40 A S5 S o
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68 15 W0 4 e P P T 0 AR, A L R A R 1 T ik
FAS ) R o e il =B IfIUAE (hypertriglyceridemia,
HTG) 2 A TG AR W 5w, AR, W2 AS
RAER BRI G N & . Wright 25 " % HTG Ifi
fiE AT LPL BRIy, RIS 2 KA 318
BEER 291 A IR A WG RAS R L B IR . Ooi & B &
Il LPL 28 188 fii H & M AL A AR ECE 194 i1 5
SRR TR IR E R Re 602 VLDL B % FE iR
H H (IDL) [ apoB-100 115, Jf#li il VLDL 7K fi#
AL IDL, S 3HTG k4. X ukgh LR i,
FE DR A8 e B2 LPL f0 i 2h fi s a1 1)
—Lefar R R B E A S EUHTG KA, {2k AS
R,

K 1 & FLOBE SOk I fE (familial hyperchy-
lomicronemia, FCS) #& %% L (1) ¥ e thfA et 2,
IR £ 35 & N LPL ik = 80 T RE T B S BUM 2K H TG
A CM WK E T &, ME AS KE. 5%V, LPL
5 418 A E IR R A B AR B 421 AL 2R
AR R = R g 0 LPL 5 GPIHBP1 45 4, f#
LPL EyEER B ) & |, S8 FCS R4E W,
5 87T

LPL St [ RE T m L3 TG /KF, 51 & &0
FCS % — %415 AS MR R . &R REAE
—EFEE LR AS, LRI ZMxT AS MiGIT
RORTEH . FEE 2GR DU R T4 4Rk 45, 1
PPARa [#]41F T BE 45 71 ApoC-IIT X} LPL 41 il /=
A, 5% LPL 35 M, 2EmiiHs AS IR AR E.
SEEGUESE, BT -RUORE Be A /N R S URE T v DA R
TN A S R AU, R, ISR R N RO
W LPL #& M, X7 1R REPES LPL /r R8T
R PR 9 1 O I R 9 I HL ) Y. NO-1886 /& LPL
FIBEE 7, Bei S e W 41 23 i) LPL 2R 3K I 40
Angptld [J3RIE, FEKIMHK TG /K. C10 RHATA
¥ C10d XF LPL [J#i% A 7158 T NO-1886 ), $R
C10 % C10d Fe A A 20 LPL So& 7. Pais Ak
W TIT Yol R — TR G A A1) 500, A 184 Dok PR s /)N B
APy LPL 3G 1 PR LR TG KF, 3 TFm % FEE
[ LK, $ 7 7 95 A ke — T T 2 34 i 7 7K A R 4
B G Thfe s 53— 7 A e 3t AR ] B ) 4 i AT 4
FrAHEREAC R, Bk AS IR A, HEERRE
T v PN 5 R 5 223 P4 (1) PPARy Al LPL /KF, IIfs
PRI IR 100 mg/kg H 508 B 25035 e & 2R AR,
I 175 5 P VR IS i 41 43 PPARy AT LPL [ 354 19,

U H BRI AT B B — PR IVR T AS I HE
YR . BRI, ARIEYT AT e B LPL
BRFE A T-BL, 6T LPL BB AR SR AT B T et
ARG AN, R IR 3007 B 1 ZH 23] LPL KA
AT, BN AR 7 40 AR S PT A8 AR YT LPL
B ZEFERER g4 B,
6 NNESRE

LPL feifi Z s A Ui T S M A B, — o7
[, LPL BE/Kf#MG 8 A i) TG KiEHt ASEA ;
AT, BEWE_E LPL s S, BA
2 ASER . FA/E T AR LRI 2% B 1 LPL X g AR
R ELAR G I R AR 2. Rk, LPL 7E
AS MR A EAWEERH, XET LPL (141
£ . LPL &k [ 5 SR ARG 2580 AH B 1 Kk 4R,
WA IR IE 5 B AR BRAR P, WO IR B IR YT
JuoNE E . Gadek % ™4 AP ¥ LPL JE [HyE A
BESUL N BEH RUA9T LPL 8. Stahel 25 ) K3,
A KA S B LGB R i LPL (1) 5. H
t L Be i A AL S TR S50 AS TR, 1 E B R mTE
BREEVKE LPL HI3EPE, FHTiR97 & 5 I8 HTG.
R ] fifE e 1 ER 3 9 B AR P AR A R 5
Wi, AN N LPL 38 PR 75 52 1\ A HAth A A 1
TR DA R 5 £ 45 ) 0 5 e B IR T 4R I L)
HTG, IX%6[a] 1R R R AS J A e A6 25 5L
FHOCI I FRAE BT AR I BT iR A%
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