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[ ABSTRACT]
cently, it has been found that LPL degradation is regulated by a variety of related proteins, the process of LPL degradation
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Lipoprotein lipase (LPL) degradation is one of the important ways to regulate the level of LPL.  Re-
mainly includes two parts: intracellular degradation and extracellular degradation. The intracellular degradation of LPL
means a large amount of newborn LPL which were transferred to the lysosome for degradation via the related proteins. The
extracellular degradation of LPL means mature LPL which were re-uptaked or transported into the cell under the action of
the related proteins, and then gathered into lysosomal for degradation. This article will review the LPL in the process of

LPL protein synthesis, transportation and biological functions, and then elucidate the relationship between its degradation

and metabolic syndrome.

JEHE R (lipoprotein lipase, LPL) SR LPL SR AYFEMEE LPL RIAE I B2z — X

AR O SR , =5 A 45 S5 J5 40 i 2 JUL AR
HEWLARAR G 7 200 16 LA 2 It 240 0 45 LR 30
LPL 38 b 7K fife 1 o es & Hoh =B BE 2 1 (triglye-
eride-rich lipoproteins , TRL) WNFLEERCKL ( chylomicron,
CM) FIRAPR %5 B g 2K 1 (very low-density lipoprotein,
VLDL) , AHUAL UL A7 25 I5 iR (free faity acid,
FFA) % fLIERE . LPL ik 52 2 FDH 3R A 2, Horp

[WFmBHEI] 2016-12-26 [1&E B
[E£mE]

Bk s I0 H (0223-0002-D0033)

[TEEEN]

B LPL (7= £ 40 A3 LA K I 25 H i = g K SF B A7
FEAEF, LPL R A oo A5 o2 06 5 400 P 4 A A 2
JRIAN R A B 43, LPL 40 i P B i 32 2 02 78 B 2k
LPL )& BRI T3k 7% v 52 B AH G 2R (4%, Bk
LPL KEF 8 B B b e TR f . LPL 41 A1 f&
A TS A A LPL FIAEER Y LPL FfR M1
iR, SRR I M A Y B LPL E A G B 1

2017-02-20
R A AR T H (81270269 81370377 81570408 ) ; B 48 K27 73 #LAR T 25 7F 5 by [l QU O E 522 81

JRCIEEIG | RIS A WIS T 1) A Sl KRR AL A L5 B3 , E-mail A7 chenghp69@ 126.com,, 1@ A& I 1L

7R T B ISR A4 S, E-mail 25 wdy20042004@ 126.com, 38 iRAMES B 50, 11, 207 A58 4 S0, E-mail

tangchaoke@ qq.com,



514

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 5,2017

FH S W B B 02 AN P I P A 5 4 3 1l
TP, P2 LPL FEARARTS , LPL B /K2 H B
BB, RS B IE H I = R KT A, B
A B A 3 2R R P R S, PR, AR SCX LPL
R S LR — B A T 23

1 LPLEIF451EH

LPL J&—Fh /3 W BB A 1, iy W] B — 2R
LPL SIFREAREM T, i LPL 1 JE N 25 5%
J FRORELTED A J5 05 B A= il s H B A SR 2
A LPL LT A B 5 B LPL by i P Y B4
2, FEAR W K F 1 (lipase maturation factor 1,
LMF1) WVERTT 478 ik X LB 2 ] 21— R 44
XS PR T E S T R AN SIS 85 1 A% R AR 1 Y
YERR™ . B Y LPL A7 88 7e A% J8 Bl N 5 B
Az LPL M A i B 3 3] P JoiE 1) ) 4 L Jo T
B S B v R BRI b o SR A T Mg ik 1] 7 A W
B 5 A U S SR BIE s 1 — R K LPL, 22
R BRI R 2 2 4 Wb/ Nt T B TR C
(protein kinase C,PKC) 5 134 D ( protein kinase
D,PKD) LA N 22 & 1R - 75 AR AT AE LPL 73/ ML fE
TG AR A AR W/ N 24 55 20 Ll
DIt B 20K LPL 3 2 b, o3 i 2= AL A1 )
LPL F 5 5 20 i JI5 3% T 1) A R & Tk JHF 3R 4 1 SR b
(heparan sulfateproteoglycan , HSPG ) 4% & 8 B} fifi /7 7
210 S i S 1 i 1 A S i L DS
LPL M SEJRANMIAE [ () HSPG i i T ok, S4B
J& IR LPL 7ERHE 51 e TS S0 iR
PR JUL S8 2 50 %% B2 BR B 1 45 & 25 1 1 (glycosylated
phosphatidylinositol-anchored high-density lipoprotein-
binding protein 1, GPIHBP1) %54, 4 GPIHBP1 4+ &
TR IS DAY B 200 7 35 2 A L PN B 00 S T 4t o
TEN EZ 4 e 317, LPL 5 HSPG H1 GPIHBP1 L [7]#4
HIE BT &, i POF 455 2K TP iiF B A9 TRL, &
FEHOK i H = Feiohag

LPL (& 1 AT LU $E K it Wi A A b, ik BAT AR
ity R I RE , BOR B 22 1) BF 5 3 W 552 o 40 i = 1wl 119
LPL & T L& AR B R« 20 T8 AR . LY 40
i 7 40 B P 2 T A9 LPL W] DL 40 e s 2 1
RS EE B IL 5, BB A 1 15 I 17 IR
(free fatty acids, FFA ) %5 g fif 7= Wy i A 40 B 247 4
AT BE MR 17 54 T T 5 ol ML B e 240 56 1T Y
LPL i AT LASE AN e e i i Jig 2 11, 34 4 40P LA
WENRE N | CBEAAREE B2 AR 2 155 7E F R A4 R

AT R 55 8 T, 00 1 g 240 e 8 R 5 e 5 6 G 2
1,5 38505 W 20 10 0 R Ak, DT A2 2 96 VA 20 g 4 T2
BCLA B AR AE SN 10 & Ao A8 B E (CRE S 02 7 /I
BR) LA P R R, LPL HLA 5 B A e e Sk s 76 K
fiki rh , LPL 38 3 i 326 JIF 31 s 0 i 5t 2 5 44405 05 52 fi
I EFLR AN, 4 R 2500 LPL L4k Wb 2 1
B AR B M 3K b, 364 LPL HA {2 2F L AR i 77
BOVE T FERG DT 414 LPL AE K B 5 4 i 43 Ak 1 A
TCFE A XA E AR b RN IR B A A B B
PEH

2 LPL MR SiAE

2.1 LPL K40 P P R

MM LPL f R fiff o 72 52 31 22 b IR 3R 9037
SELIL /& E3 ¥ 320 Hrd1 £ N 5 A SCRE 7 (endo-
plasmic reticulum associated degradation, ERAD) i 72
T EL i R 1, SELLL BEMSAEAR E LPL Rk
[ [FI 5 LMF1 Fl LPL 2[5 #4 i SEL1L-LPL-LMF1
AW S LPL - AR, £ LPL B s e
WO R T AR, 14N, SEL1L iR RERZ M HLIA AR 1y
oAt DR R, BRI 4B SELLL () = RAL
SE ERAD [ % il oK 47 & 2 F T /F (unfolded
protein response , UPR) #{7if , 12 i B LPL 7£ 40 iy
PR BRI i i H o = R KO T, TR
SELIL 1§ 8L T, LPL 8 ff B 75 ER P iU 11 Bt
REY), RE Y RENE HRAT N 5t 0 AH OC K A 7, I
ZETE T PN BT R A, SEL1L S PR bR /INER 22 e
NIRRT MR SR 16 JE IS, i PRI R /I U i) i o A JH
IFE ST = R 7K P B i T WT /N B R 0 BRI
T HI =R KR BT E

BB B R IER ) LPL —34r £ W AL 18
M I 73 WA B A T e 2Rk B v 1 55 — 38 20 AR 3
LPL D5 &5 ZR HeAA 5 1 A9 ) 2% 25 44 (trans Golgi net-
work , TGN ) ™ 11 73 28 4 11 AH O Z {K A ( sortilin-
related receptor A, Sorl. A) 254G TE i Sorl. A-LPL &
B, EEYT L W B R R R R R
PLENR G N, 24— RIMEM, I SoL A 5
LPL /3 &, Sorl. A H [ 3] TGN 4§ 2R H, LPL
W58 BT h TR AR . DR R FER TR
Sorl. A 4R LPL A3 P8V 80%, {H )& LPL
mRNA JKF-BA7 224k, 5 A 0 ) 50 40 = 410 g
JRH S B R AL PR, £ R 3K Sorl A B4 A LPL
TEPERGIN T 90% LA -, H e 2H U~ S R 30, 7
/IN BT B o 228 50 240 LRI g b 28 T o 4 L Y T3



CN 43-1262/R  h Eah kAL 4d 2017 4F56 25 555 5 1) 515

ARl BB SR LPL 28 48, Ui LPL &
BAEAE T BT, A SorL A JE R B ER /1N Bk
B4 TP 2 T R A 28 M I 200 B IS 1) 8 Y R S AR AR
DR AR TP (0, UL LPL R Bl B A, X
BT Sorl A RESEVENT LPL i i K 0 4 B AE o8
ULHH Sorll A il i #4328 LPL 2 BEAIE UE LPL [#fi

LA A= A & FE £5 F (angiopoietin-like protein,
ANGPTL) J&—41 5 .48 A= Wiy R 7E 45 4 AT RE 45
TR E AR, BatE £ MR ER A 8 1,
Iy 6E 44 H ANGPTL1-ANGPTLS , 8 3 # 2 1 fF 5%
K I ANGPTL ZEAILAAR o8 B A, 1l 8 28 45 O Ikl
A% OB W MR T i i R R,
ANGPTLA FERG Wi ZH 2 rh | 38 20 52 i) 240 i P98 2E LPL
FE TR R FE R b B LA A i, B0 — SRR TE M LPL
FAR WIS A 8, 9870 LPL 4306 28 i 4, [] i A2
HETCIEPERTRT Az LPL H e R HE A 5 THT 1) ) 2% 455 1)
R NI s | e 28 LPL 78 % B A v S 401
Refg . gE LTI, 40 M P9 LPL B 52 3 i W
SELIL Sorl. A LK ANGPTLA 225 1845, 5% 10
A= LPL (A L5530
2.2 YHARRRER LPL PEfE

MiAh LPL B fi £ 2Lk Z R CE A
{14 200 B PN 7 A P R 8 7 200 i 55 6 T ) 41 e 1] i
() LPL YAk 2 40 B 9 28 7 Bl IR I A . R 2508 &
BURTEE LPL 256 A4 M 2% 10, 40 B 1 HSPG W]
B LPL GBIV, 58 &30, W LPL A JE] £
£ LPL-HSPG H A YL, LPL MK R & ) — i
ARG X — 1t B 5 HSPG 4547 5 1% B LA K
LPL 78 HSPG {58 BB A & sedh, iF &1
HLAh LPL [ ik Rt v & #5225 AR, 3l a2 it
LPL MZH 522 i HSPG | %8 ik 3] 200 it 1] Bt , A5 )
T LPL 5 GPIHBP1 %45 & %%z, Nl BE AR 4F LPL
Rfp s R ANGPTLS fEA%{IE i ANGPTL3 24 fift
T RCEA AR R B 2K, 9 5 ANGPTL3 —
AR DA BT ¥ i 5 X4 ) LPL 3% % ; ANGPTL4
WU TE B [ 5 5 SR A A1 0 36 1 — SR A LPL #54 pft E
TEPERLR LPL!" . ANGPTL BE68 A5 2503 i 41 i
1 LPL 5 GPIHBP1 %54, K4k LPL 5 GPIHBPI1
Z AR SERN ST 45 LPL 3% B3 H ke 31 58 4 e 41 ffa [7)
B, AN LPL 20 e -1

LPL v DL 5 fi0 % J BR 26 11 32 (R HH G 2R 1T (low

density lipoprotein receptor related protein, LRP) 454

FEE A Y, LRP Ge4FMAME) LPL #8553 410 g
IR TR Lillis 281 BF 9T % PRAR M A1 3L 5
LDL AT DI 3=k A 542 20 B 1 s 20 e R 1 7 S

T WLAHRRLAEE 1 LRP1 34T P9 Ak DA 17 200 b 15 1L
LPL fE2h LRP 1T A — [] 9 15 3] 4t i P9 JF: B i
AR AR . WF5E & N Sortilin AL 25 S /R 14 32 44
F A AT AAE R M AN G LPL o 58 45 B2 i P
BRI RN, 5 SorL A 455 i — T8 Rk RN 1K,
LPL e 32 2 1 Wl U rh 96 A, T A2 14 G 2 1
(receptor-associated protein, RAP) A LI# il i LRP |
VLDL 321 LDL S2 14 S LPL LA A e
Obunike 25" F§*'1 #Rric LPL 3T HSPG LRP FI
GPIHBP1 %41y 25 [ LPL 45U AR 1Y 52 M, 2% 30
BEERBE RAP U 32 (KA 5 B 7 40 i 3% 1
LPL Ffifid 72

T3 7 T, FE B P T ) PN B2 AR A e
HSPG LPL GPIHBP1 3L [ER e i g fif-F- 5, LPL
BEBL M P FE  ANGPTLA 2555 R+ i
Wi TE S LPL 254305 LPL A Tk —
FARIE LR W T TP 1 LA DT BN SR R AT 65 1Y
ZHINZ5H , LPL 5 GPIHBP1 M H 455 I E AW
W252 B WG IR, W 2 22 (6] 19 25 RN 7 B A, DT o6 45
LPL F P9 B2 40 it 2 1 i 25 o ok, 3R [l A B v 1
g L iR, 454 78 40 MR i LPL W) 32 31 3% o
HSPG ., ANGPTL3 . ANGPTLA . ANGPTLS . LRP1  Sortilin
DI K RAP 458 8 A, 52 L4 LPL 4 7K 37 B
ik,
2.3 {EIAFRRY LPL PEfE

PEERHG LPL DARIUR — SRR U 7, LPL R
A H-IH =R K 7 i R 5T 2 5 40 B 2 1 s 2
UKL 32 R AR5 G LA, I s 3 H v = e
() CM 1 VLDL #% LPL /K J5 , A& Ui 2 A 7 iR 1Y
[A) i 36 P Bl & 7% 42 18 & A ( remnant lipoprotein,,
RLP) WJE %, iF £ )5 LPL Al 5 RLP 454, i T LPL
RERSIRIIT &5 & T Z AR R 2B 5, mT LA R A
SHREALS A BN E, P LPL BT AR R A
W RLP ARSI Nykjaer %1 2 L R (&
LPL 2R 15 LRP1 45 & e —rh el ik, wFse sk
HIA PRI [5) 28 8 1 LPL — R AR TEAE THF £ 5 il
S —FRTEMIE R LPL, K 245 & 16 B AN 454
s TET A P B2 A b 5 59 — Rl TEIE MY LPL, 24 6
) 80% , /71 T 5 RLP 4542 il RLP-LPL &
A4t LRP1 M1 VLDL 32 K4 5 JF 41 Jfd 45 B
RLP it AFFE0 A R4 70, LPL B[] RLP —
TEC 40 B B 7 32 AR N AR T, 2R N AR
HEN BN BHA P E TR AR

SIS & B ANGPTL & 25200 LPL 3 M A,
HH = R A, Hog e i RS TN i R



516

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 5,2017

ANGPTLA FEH milk /N R R IR IR B IR IR 5 2K LPL
AP = T WT /N B EE A F /N B ANGPTLS
1T IR RENE 2 T = i H IR = ER AR e
ANGPTLS8 FEH f bR /N AIPL AR A 5 ANGPTLS 2K 1%
FRERL/INER P LPLL A9 14 3 T e LI 3R H 3k — g
IKF-B B R A 22 ANGPTL 7E AR 3 FoR 25 fiE
PRSI LPL ZRARE AR ARG PE LPL AR T i
K fE U LPL 2 SR S LPL R kA
IR BB A, BT AN 8, 25 Lk, P36
R MAEA LPL AK# T RLP LRP1 F1 VLDL 3Z 1k
S5 A LB IBOT B A, 1 SRR X LPL [
ff it B TR — 2B R

3 LPLEREREREMERFHNXR

K SCHRARE LPL J2& 20 koo A 1 £k 1 2 57 XL
W IR 7, B e sh koo BERE 1 iy 7 Y L 7 i 3¢
i LPL HLA M I H I = 8 A0 T 5 v 4 s 2R
H (high density lipoprotein, HDL) BJ1E FH , %f B iy 3l
UK R R AL A5 AT )20 5 8 Bl kol R A AL 3h ) F 52
HR IR, LPL o 2% 35 AT 400 4 PRk 75 A 1 v O ] it
IRE NS ks B R Ak 1) & J |l 22, /N LPL T 1
) ARG 7T 438 o 2 Jhk s B A A B B i R AR R
B4 % L, LPL i 3h 7 NO-1886 1 EA I B (i 3h
R REREALAE 2 (E A Sh bR BE P, 200 35 5 A
LPL HA W B 8 A A VE T ; B4R i -1 LPL Bk
{&iF LDL 1 VLDL 5 HUi A 20 L A, £ 2 05 448 i
Wik, KB B KRR VR, AN B F
TR, 245 miR-590 .miR-134 Fl miR-467b 25 £ F
microRNA 3l 15 PR F WE I Y LPL 2% 38 7K 52 i )
Jk ok RERE AL i & A Y L B4R R LPL X
SRR AL Y & A R R B FLBh iR B AR A
LPL B2 5 LPL A4 A AU — B0 5 22 8 3
P, —J7 T, A F B A i IR LPL A A A T B
1EE WA 4% A 5T 2 19 LDL  VLDL K A& 1fii () I &
1, B LB 360 7R 40 OO %, T AR I 10-6 F1 TNF-o
GRIEHN TN, J3—J7 1, Ml LPL B nT DLy
5 LPL Afese MR G M , THAS e b & #5 TP /K fit
Tfg , REAR A 2% H = g KT, 30 451 20 ks A+ a4k
TERL, W LPL [l LLAVE A BB AG 97 3k o
REE AL o A BB 1 2 1

LPL Ik 42U SR T S B AN ] 4 A5 fifi 15
LPL RK¥EA R B Dy 6e, WF 58 & B, 8 IR s .0 DL
(diabetic cardiomyopathy , DCM ) 5.0 JJL4H il 19 BE &=
A UIAR G, i LA Mt 5 =2 2R LPL

KRR o HOh = ER AR 7 AR Y FFA 64T
SR i 7EBE R B, b R S R BP0 S B0
WMAHLERE AR &, 8 T 3R AN — AN FIE B, LR 2
it — R F P MU RO WL LPL 5 e, A 0k H
SERAK AR R A KA FRA s s AR D 58 LA 2 0
JILZE 201 R e T SR 20 I A T v vk
FFA FREEH i TO NS A R FFA 32, 51k
AL A 15 1 [R] e S0 LA o ~F- i S 300 ILRE 22
P, 55 RO U ZL K — R BT 25 2 S AR5 1
MRS Fe 2330 DCM (1 &AL F9E & B, B IR
W sh il O WL LPL mRNA FIEE /K- JF TS
SR ELC WL LPL 3% P e 2 v L g e
O WL LPL R fifad 8 mT LA B .0 WL LPL 1) 7K
FEGTEME  7F— B 22 e vk B FFA SR AL
WUREEEPE , i DCM B BRI A DDA T

LPL Ak H i =g 7K fife B4 7= 4 A s i s AR o
H, — 71, AT DA E s LR L 2R AR R fE
Sy —J7 1, AT LA B 7 41 U U LA P R R A B
AELE T MR 21002 WF 58 & 3R, 76 i i 1 41
o B RO SRS & SRR 414 LPL 3
S ECRES T AR L4 LPL KSE 2 TR, 7EA
MG T 25 S AE ERT | BRI 40™ A: 1 LPL 234
T, L Xof 6 £ R 285 R e 5 2 R A1) SR R PRI, 3
W T EHR W 43 A B HE AL 218 0, 51 & 19 5 Akt
FUAEREAE 4L ZURR S M A i B 2 R 3 3k 1 /N
BB L 2 0IE 5 LPL X 08 92 A 7 A2 £k F B iy 43 A
HAEHEEM, LPL 22— MIERESEH , 158 & B0, 1l
HKrh ANGPTLA /K5 )5 KAERE RS TE Bt #2221 A
5%, T ANGPTLA J& 540 LPL 263K 7K 1 4% K 71
RERZ 02 1 M N AN A0 M A LPL 9 B fif o B, el AR
LPL R B v] Lok SR B Z HH TR e o 25X
PERR R LB AT 24

4 BESRE

BUARIRE LPL 25 R 3R 42 T 00 B 2 (B
1), —J7 1, FEARAE P8 A LPL B4 s A Tad 72
t,SELIL Sorl. A K2 ANGPTLA %5345 g 4 LPL 7§
M K% f# K SF; %5 — 5 1, HSPG, ANGPTL3,
ANGPTLA ANGPTL8 .LRP1 Sortilin ) % RAP % 5%
W25 A 7E A BSE 1 1Y LPL 2 Pk 5 b, PE 3R
T ERKRIE A LPL K #i T RLP . LRP1 Ml VLDL %
AR S5 T 240 5 SO B3 M, T R4 XY LPL
REf L BR A T — 205, Nl LPL B i i
FESFEARPUA LPL 8 KV, e T 30 38 Hbk =



CN 43-1262/R " E shikafifb A2 ds 2017 4F55 25 555 5 1) 517

P AT, 100 H i =15 SR 22 MGl S PR
AU 3 . LPL [ 2 2 m HLIA LPL S K
A E 2R AR, Al LU — B VA R, O 540
INZHKSKAERE AL DR Co S A0 E Pk S5 A Qg
TR BRI T BORISRN

- - - - - - - - - - -
-
H H ANGPTL  Gpmer ] §
¢ > ~ % e
JLPL / HSPG, N B
-

LRP & Sortilin

ANGPTL
e—@®

LE—
PERALIEM
o

|
Ls_ oo

[ 1. LPL f&fR#E X E ER: P 5 M 5 Golgi: 15 /K 44k
LPL: i385 1 M  LMF 1 ; i 5 7 nG2A ] 7 15 PKC : 8 H
C;PKD: 5 F#H D; ANGPTL: Il A2 iU B8 F 5 SELIL:
suppressor of lin-12-like protein; Sorl. A ; 3288 A 3244
TGN : (55 /K HE VA S 187 ¥ PR 2544 5 Sortilin: 43 4% 25 11 ; HSPG
iR LT 28 85 11 GPTHBP 1. 4 56k 0 i ik LS5l 22 e 2
JENRE FZE S E 15 CM: FLBE BORE ; VLDL: #R AR % B2 IS &
1 LRP ;AR %5 B2 i 25 11 52 AR G2 11 RLP SR AR IR 22 1
ApoC: HlFE H C1 1 C3; EE: M1 AA ; LE . IR MK LS
TBEIR

Figure 1. LPL degradation pattern
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