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W OE. M P MAKSE E RS & @ (very low-density lipoprotein, VLDL) #9 it ¥ 3T A7 & 7| A& B i AX,
WEELE MRG0 £ 2R A, AKX %X 7 VLDL 4353 26 g A4 5 AR IEF
VLDL & Ao o ik 6% B %, €L46 5 VLDL & 48 % 69 3 s & @ B — 100 (apoB-100) 44 £ #
o 48 R R b = B85 4515 & & (microsomal triglyceride transfer protein, MTP) i ¥ VLDL 4~
PG AE ] A B F MR & Fo g By B *F VLDL &R 69 % rm . Rl BT #2388 T VLDL & & Fn 5 ik id £2
AR —F AR T A mebus, f LR Z T VLDL £ % 4k Ly 5 A7 %,

KRR MR ARAKE S &
HESES:QI MERFRIRED : A

SRR b ) 1 5 AR 7 2H 28 b i D R 2
SNPIHR N A ACIH ) T 2ERE R R R . R BT
Tk ABZ B W 7E i Ak ik B R OB BT R iR 1Y B T
s L, AR 25 LUIR & A B K& 16 3 &
BB ENR S A HE AR T o B8 E OB 1Y) S )
TE JLAN G 0 2 A JHF U R i 3 N B T A AR % IR
1 ( very low-density lipoprotein, VLDL ) £ ¥ &
f4okE ( chylomicrons, CM) |, B AT 114 2H 2 A1 3 i 2o 2
E S0 ST = I P X ) T | = D i | B g = W
SMAF VLDL Hl CM & 8 o W i) 253835 0
TH = L E [E R B 5 2R 82 1 B - 100 (apoB-
100) 75 P4 5T I 9 42 001 5 18, H 1l = T A0 i i 78
T8 T PN BT ) b i, apoB-100 1 JIH (3] i 76 A T
JT M _E A . apoB-100 % B4 UG, # B kA
Do) s, 3 3k 9 TR P JBE PR B, 9 TR PN BT L )
B H b = W M B [E B fE & % VLDL, H #i,
VLDL b fiig o Fl 8 11 5T %) &5 1 B HE TR AN TG 2
HARE AN o> F HLH 7 2k — 2 WF5E . 25 VLDL
B WY E I BR T apoB-100 Z 4b, i A7 UKL
& H 9l = BE % 2 & 9 ( microsomal triglyceride
transfer protein, MTP) , MTP 3 BE 22 5 apoB-
100 78 P J5E X N 1) % 2 RS 7 s il 21008 A 1 I 2

WS B 8 :2011 - 06 —22
EETE UKL AR R B L WP 4 YT (ny-cytx-45)

SRR W e AR by
NERHS:1006-267X(2011)11-1854-08

FBRLH o BHFER . AE NI A, 2 5 VLDL &
J A RIS (A S 1 SRR 5 apoB-100 1 H il = i
A H R fe B A, RER 20 /9 H I = 5 5
apoB-100 £54 T VLDL )5 i, i Hofth — & 57
A A TR A B, 32 267 5T apoB-100 f
P eIz, DU R B 35 1 IR TR 45 5 BE T,
IRIEVRIN VLDL [ 415 iofe 45, it it — 25 56
ik TG & 1 B (apoB) J VLDL & pl A o0 0 i 3
LENEEH . Mk HUR S T 93 H, apoB-100 fy
Pr& ML iz D Re v , T 20 VLDL 1 4135 Ay il
32 21 i o

1 apoB-100 By Z5+3F01j) i

apoB & {3 i VLDL [ = 22 8 (1, 1M 78 JH
H, fy 4 WA 2E [ apoB-100 & %, VLDL, apoB-100
53 H 4 536 NEIERAL, W& F M o BRER
5 MR (Bal-Bl-a2-B2-03) FIZ4b B H 2,
I TR S I B4 A 1Bk X, AL 3R KX,
FK XA KB N8 & E (low-density lipoprotein,
LDL) {45 &30, % 41 9 VLDL itz . 437
PN SR 7K IR B g 7K IR B 22 Ak S8 B A7 AR L iF T LDL
WKL FE T . T apoB-100 4 1 o B2 0E I &
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il SR 11 B 7K 6 JOFR RT  T9E Ak 149 >F Jbk 240 % ( Cys)
R IETE L R ik 4544 , 1453 apoB-100 REfE 5 L2
Wk B 2% [ 45 45, 9F 3 apoB-100 7 VLDL i
LDL M43 i B3 bR i 24N i f b A 5 HoA i 2
SURE & 1B AR I R A

apoB-100 ¢ A [ P 5t 9 | & B, 8 035 15
Joi, BE RS IR AN s 8 ok Y T PN SR O B 5 T P
J5 L PR B A i = R A BH [ R A A% VLDL,
apoB-100 7EJiF ik VLDL & J Al 43 Wb v 2 A S5 2 1Y)
VERL, & 2 I IE & R 4 6 & % il =g i) VLDL
JT b5 1) 28 B 11, )& VLDL | LDL [ 45 #4 &
M. 80% [y LDL £ 32 (K& 4235 B , 1l apoB-100 &
5 LDL 5400 52 (R 45 & ab ANl A B le iR . WF5R
# W], apoB-100 1 B K )2 B A A M VLDL [1fE
apoB-100 1 B 45 I 7E g 26 (1 (W 47 5 5 T i &
MY B AR X SR R Y ) B e
apoB-100 3 i P4 Jit % 5% 1) 3 2% Fl apoB-100 X £
R A 1 5 B ) o R R e R A R
SRR K A6 A 9 )5 233 3 18 ¥ apoB-100 mRNA
[y 2% ik I T B A8 apoB-100 f) 4y Wb fH A,
apoB-1003 [ 2¢ 78 7] 5| 2 2 F i 3¢ i 2 (1 4%

[
I o

2 MTP W&+ FnThge

MTP 775 F 40 B fokr 74 A1 P 5 9 Dy, 2 i 40
Jfg s VLDL /Mg 4 CM 4 1843 106 B i 5
WIIR R EN ., EA—-TRE _REK G5 H 2
AN, AM 1R 97 ku I RO 2L R 55 ku 2R
LT A A . MTP A5 3 N4 3L [ e
GIF 3 A-Dhfe s, 450 5L 0 4 50 N s B
RUP Y o BRTEFN C il A A 0 ; DI RE IR 4
T AR B e e X AFFE T N F C r & X Z [
JEE | ORI IX B AN 45 4 apoB [ Dy fig ik .

MTP £ 5 JIg 8 1 41 %< v W IR Il i 32 3% 2y, fi
B A L apoB 54 MTP iz 21 Py 5t K i i 1
W =EREE A, I oA A &% apoB W IR B H % is
FAAAAN, F2 B R bR 5 0] 9 = 1 O [
P RN B 1) 5% 3 K 200 T 00 IV 200 0 1) 2 G, X6 7%
A5 apoB ) i 2 [ 14 21 35 43 1 S PR e A . MTP
B e BE X apoB 195 B 5 EE AR T, 0 1 A2 )
VLDL 43 """ . #F58 % W], 78 Caco-2 4fi Jiid /1,
il MTP 354 25 T8 apoB-100 1143 W60 /0 , 4 1
W E S H W =R IR E A mt A,

MTP 7 P 5 9 H 0 i 308 14T BRI A b B A
o e i s s Bk = I 23 5% i MTP /Y & a
TG MTP 36 P, 2o B AR P B Bl =

P ) 25 4

3 VLDL &R f04 ik iy 350 E &

ST VLDL (& R 7 2 IR 2 H R
s, FEANRNIR .G EH K IEHEA
¥ 3F apoB [ & iR 8 B IR H 2 AR DL SR B R
I ERER 2
3.1 RERAERXY VLDL & R 043 i B 22 M

Hh =Ws & s VLDL (i 29 R 2 M ey &
B AR, He A 35 Sk A U AR TP I R 5 8 H
T =T DA SR R il = R KA K I = R
A R ER A AR R R R T W R
)G 1, T A PR B R i A )
LA R4 AR AR S R
( high-density lipoprotein, HDL) %5 47] #H 2" | 4]
et fige A 1D i I R Sy Yl =R 1 R L SR

R 105 R B AN 0 BE DA KB 1) K B X VLDL (1
B A3 WA RS, BESR AR T, 3G Y JE AR
JHFIUE 28 A [] b 256 v 80 i s 1R A 3L, A8 S I 1R
(2F1R,C8:0; %1% ,C10:0; F kR, C12:0) g W]
.98/ VLDL 1y & BRI 5300 , T AN 16 08 107 2 (2
BRI AR, C16: 1) W34 i 7 VLDL K 45 i A1 73
W R o R e W R AP AE TR TR S L
W, BXF VLDL 3 440 i £ Fl 55 apoB-100 J [ %
BTFIHARKLER

R G988 40 M AE 5 AR U PR TR (C18:0,n-9)
R SRR IR 0T, 5 AN TS A I R - 2H A TG
JIFIE apoB f) 56 R 4 s FI B e s 4 21210 i ax
FES N 8BRS R (C22:6,n-3) H5 R S 3 5
JG 2 M apoB 1) 335 T K& 5 4 L N apoB 4
b AR WA A A B A G o g &
L, M FRE 55 R AN 22 AN 161 R D7 R LE B — AN AR AN
I 2 5B A ) AR el PRI H i =R & i VLDL, i
FERBAE /N RURACT 40 1 R /N BRI
oy 240 0 22 S B0 0 v PR A 3L S L M LA apoB-100 £
i B R /D T AR AR 105 R B 22 A 1R A0 g D R Ak R
ARSI o 20N B MR % s A 08 0 75 O I
AR 2 T BU™ A AN R RN A [H] 73 i %21 VLDL
UL A

XL 5Y e BT, O W) el 2 0 B D R 6T JH
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VLDL & B3 WA B B AS ] (52 i/ R 3 b
YER R EAnBLHI S R AN s . HEHLHI PT RE 2, IR
I T 2 4 i OB 5 g %) 56 I 90 I, A ] b 2 19 g I
MR 2352 W HHl =8 5, VLDL 3 72 v () 24 Jfd J3 34
85, PS4 % VLDL f4 R4y e A [) Fh 2
[ JI FU R 3 W] BE 52 T H il = 1 & i A Y 3 R
sk R U, A R B 2 A I I R Ak 3 S, AR
TH M = ER R 4y T 45, SE 2 VLDL 15 5
R o PR B8 40 A ik g b, Tl R (C18:1
n-9) A B H T =R 2 43 B s oK /& T VLDL
fA 8, T Tk T R (C20:5, n-3) A i H
T =G R AE T M P, AR A W T A A
VLDL'™ 5 AJ fig 2 A [ i 10 B % VLDL 4 J il
S AN RS A P BB

B 118 W R i Ak 24 P BT A, s D5 1 A P ) F
S (] e BE 23 %) VLDL (1) BRI 43 b 7= 25 52
Wi, 3X ] fiE 55 R 0T R A o 1k SN W IR A R W IR 28
ARG SE R BTG A G o I LDL &2 4R = 19/ [
8 3 R — BB (Rl s, 5 800 BUSE H I = 5 1
iE o A< B ) 4] M [ AE 4 B 5 R 1l 2% b VLDL &
JRCE D, AT BT YT IR VLDL 3244 | Jig & H
P LA 2 i T BRI R 0 SR R 635 0 BRI
TR R Ab 3 K BRI 8 41 i 2R )5, apoB-100 11 43 M
P G R AR B — E T S 2 I Rk
=R % VLDL (Y5 1 F [, (5 H i =18 19 43 W
ZH . AR, apoB [ 37 ik 1 20 T IE P9 )
O BRI 5 R L KBS W R Y 45 AR
apoB-100 Fii:f ¢ 15T B0 5 19 137 380 A K% g 725 i
BEGESES X —0 THIURES 25
3.2 PEiaREEEFX VLDL & B0 4y i 59 2500

218 L PR 508 PN B 2R 00 4% A3 43 =2 [ 1) 40 T A% 3
BRI s oy ST o A PR Y B R R
FEAAR | 1 R S 380 7 TG A LA S A4 - 2 0 1) A HE
HRELIE o A N T s o B Is 2 — b
1R AT LS S I A8 i, 45 2508 B i 22 I L RE 8
B E R b Az B S A0 A 32 R R R A B A 0
JR A B R R B AR R R
3.2.1 GH&EH

GHHZMMNSEREmA XNERN
F,{E VLDL 4 BRI 3t 2 v e 7 2 S AR
G % 45 Arf (M Sarl 4, Arf 55 & /R 5L
R ERIEEAKY /ML S K ER 1 (COP1 )M
F, Sarl 25N R M EABEA T (COPI ) &

PAIE L, T COP Il iy I W) E i it G 35 H 58
B . AHFFEF I, COP I 2 N 5 X apoB 17 1E Y
WEZAE G R I B Z R apoB 1 A
JRAZ B, X B FE A CM B B B AR DAGIESE 0
EDN I RE I L 4 S B P e S it |
fif , 23 BRSP4 S 9 H apoB ) 4330

3.2.2 BB AE RO B W R R i A2 ( calcium-
independent phospholipase A2, iPLA2B ) HI
g D1 ( phospholipase D1 ,PLD1)

BT G %Eﬁ[\,iPLAZB 1 PLD1 37 VLDL
9T B % 45 5 SR AE A . iPLA2B fiE
WAL BN Sn-2 TR % SR /K A , RS U0 15 AN 1 AR
I 15 TR R LA , A A= i 1% 2 v i 4% B AR T
iPLA2B Y REA 254 vh 4 5 B 25 F B P 91 22
P2 Tk T A7 P 2 A ) 2 1 45 8 o SR, T
2R E E W C F1ATP 45 £ Fh R R i
o UTAERME IR I, LA R 5 B 40 R kK
AR, IS 5 ) R 9 2R A W ) R T
HE AL KW N FEAE A DR TR (AA) ,AA fE
NG B4 T ol R A N R S T,
iPLA2B 25 H Rk g il iy, 2x 5| # VLDL /&
R PLDL S — SRk 1 156 B K i 16,
B A K A W i 231 T 0 Wl 1R A AL B i P
BTG (B 4 RLBRBE ) |, 7K Al 7 40 kg W58 i TR A0 JIEL K
FAA 27 25 70 B R Bl B 35 /0N BUH I 40 Jfd v PLDL 1)
TP, /N BUIFJIE 48 Jfs  VLDL 19 & 2 %2 31 fR
B0 R RE Y, ARFL S [H i 5 R %k s
ARF1 i) 57 42b 355 25 A5 280 1 400 ) H 3l =R 5 1
VLDL™ ™ 33k e fiff 55 % ], VLDL ) J§{ 4 A X
TSR AR, i 75 2 — 26 21 (i 7, ax Lt
Y 2 IR SRR ISP F apoB U455,
kT A i VLDL, 78 VLDL s i Ja — 25, 1l
LA I AL %) 2 1 PR A R IS A 45 G 1 B e TR
RN AL T S iaEs 20 E
3.3 MIRBAEHEXEAX VLDL & B #0519
5

TR, Z 80 55 40 M DN G T 8 9 A OC 1Y 2
FI P 72520 VLDL (5 R 73 00 o i 105 200 i 53
1k #1 5¢ & H (adipocyte differentiation-related pro-
tein, ADRP) gt 2 55 20 it P JI Vi 8 o0 AH DG 1Y 32 B4R
i Z—., ADRP [ 3Rk 19 8 H e 1B i 40 i
DA B /N T B 00 119 2 R o, 2 W A I I
LN NE BT TR AR 5 . ADRP i (] (1% 8 1 6 ik
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23 AN ML N IR AR RIS LA K VLDL 433 5 1Y
R AT 4R Sk BIF 9T & BE, CIDEB ( cell
death-inducing DFF45-like effectors B) & 5 4 Jitg 14
ToACRY B B, B 5 DNA R Befk Kl F 45 (DNA
fragmentation factor, DFF45 ) ¥£ N i /= & [a] J5 1) 15
&, B RN BN AR AR G, EA
NG B A /Y /E Ll it 5 apoB AH H.4E I A &
VLDL g6 FIR ™ o /N U P9k Z CIDEB J5
SR DR IS A (9 JL R TR . CIDEB J iy
MR- X o o R W], 5 B AR AL/ RURE |, CI-
DEB 5 PR 5 19 /)y BUTE I P b = 25 5 58
i VLDL & B FRE ™
3.4 3E apoB #H A5 FZE A Xt VLDL & B 1 5 ih By
5

Bk T apoB-100 4k, JIFJIiE VLDL ki i& £ 45
apoC .apoE Fl apoA . apoE & F 299 MNE IR, H
e H M =Bs = & i s & B (4245 VLDL 1 CM) 1y
UK AT o K B8 40 ML & apoE JE R 2o JiF 3 A
(152 B, apoE 1t VLDL ({7 i 72 b & ¥4 4
HEEFEF . apoE [y 5 % ik ik VLDL 4
JSURN G304 14 43 —F- BIL A 18 ARV A o HLJ ok o A WF
T4 H], apoE 1y HE K 335 il T VLDL 1y & sl 3
WA BT Y, X 7E apoE 47575 /N T4 RNA
(SiRNA) &b 38 1% K B8 240 i 5 320595 1 R B apoE
DR /N BRI R 40 i R B b A5 B S
apoC A THHIE, & A 79 DA ILIR, & th Z F
PEI>F o BRERE L) sSSP BI85 1 o apoC BE A
it R 2551 MTP [ 33K F TG P 3 9,
25312 VLDL {3 & A o S5/ BF 5
], i Be KR 1 5T )RR R A A AR I Y
apoA F i, fEFE N BT & AR, B0 A g B A
BRI
3.5 BEZEAZMAXT VLDL & B 55 i B 25

LDL Z & —F ZHLREEE 1, h 836 a4k
B2 2H )Y 36 T A 45 4 R L B A AL RE R
apoB-100 , 1, 7] 35 51| apoE [ 5 & 1. apoE . apoB-
100 2 LDL SZ AR Pcfk . LDL 32 {4 j&—Fh 4 il 3%
TR E1, E 2T RE /2 45 & LDL = fth % apoB-
100 } apoE HYNEEE M, SR 5 IN AR A, DA i o 20>
VLDL {4 A 53 W . LDL g I 3% o v ] 25 B2 i
# A ( middle-density lipoprotein, MDL ) %% 1k 1 Ji%,,
2 LDL % {& 3 fig & fit i, MDL 1 2 3 £, (H
VLDL {7} 1E 43 Wb FF LA IE & # % 5% 4 4 MDL, 8k

Ifif MDL g A 2 b % LDL 52 (435 B, 245 B 2 2]
— € TR FE i 2xBH A% VLDL [y %64k, Pt LDL 5%
PRI TG AN 4 20 LDL 3 B B AR, JF H S 3502 %
VLDL #41"*’ . %438 5 52 {& B1 ( scavenger recep-
tor B1,SR-B1) J& i 4F & I HDL 714, 78 ik 2%
BER, B 5% apoB [ HICH . Wiersma %
WHoE & B, /N Y SR-B1 LR 3 B Rk & %
FoNER M3 VLDL By vk B2 . (R B % BE
SR-B1 JE[HFRIK T IH ,MTP {GPE RSB 2 T R o

g5 LTk, iR 8 H 32 K% VLDL 4 jF1 53 Wb
M C 22 B W oA, B2 5 T I8 [ B R )
WAL 4 2 S Btz i, 36 2ok I ] A0 RN M5 5 B Rk
12520 %5 VLDL 145 BRI 7 Wb o B2 H 3l =5 A1
JIEL i1 AR 5 VDL G B FH 43 6 1Y) O 22 75 48 JE I
AR5
3.6 BREEWMmFMEZR VLDL &2
A

e HIl = R MAE 3 % T E N VLDL 4
FERR RN R A w5 I =R 0 AR R A
B UL A v I =R IURE A =R i S IR DR
w o =M s & = [ VLDL (CM | [|] %% J fig
% 1 (intermediate density lipoprotein, IDL) | 7K -
Fh5, 1 LDL F 5 AN B &, HDL — JiH [& i 7K 7~
B o H I =R AT S BR 13X SERRAE AL, i A
SRR I Joe oE R 5 AP, A RS R LB Ol
T, VLDL [y 43 p W] S 38 hn, AL g Al (2 S
ZREEREA K, AU RYL, &G 7 R AE i
Frh R A BRI TAERM . KERD R
INF, 1 5 2R (P NE e A FH s , ot v 3l 25 1 07 2 T
15, SR BUH RN 25 08 U7 B2 it i 3G 0, o 1 AR AR
JERRHEE H — H il =K ( VLDL-TG) iy & 1. 734k,
TE— 5 AU 0 JR 8 R K P s ) A b R B
VLDL-TG & i, 55 43 s 384 Jin i& £l % VLDL-apoB
S3 WA BUAS B 3G 0, [R) B & B apoB i) A e M 4
TR FE, 1M apoB Jj& VLDL 2 it K 43 W6 14 R i
PERZ, B0A S I H VLDL A 503 i i 7l fig 5 Jige
B R ACHUIRAS T apoB 12 B 3R 1K s 2 1k 1
Ao SR, BT VLDL 78 i JJE N A R AT LA
T 8 PR g s 2 3 I P9 %) 3 R AIG apoB 1)
R P I BE apoB B G MY MR S ik Ae st

S K WAR ob HE T, s HY ob BRI (7 T A
K 7932) St i) —Fh B 167 A2 B 12 20 B 1Y 43 W
RUE AT, 3 WA A LAY 3 B2 v 25 B bl 21 D R TR
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Synthesis and Secretion of Hepatic Very Low-Density Lipoprotein. a Review

WEN Zhiguo HOU Shuisheng® XIE Ming HUANG Wei
( State Key Laboratory of Animal Nutrition, Institute of Animal Sciences, Chinese Academy of

Agricultural Sciences, Beijing 100193, China)

Abstract: Excess deposition of very low-density lipoproteins ( VLDL ) leading to lipid metabolic disorders is
the major cause of fatty liver. This review provides the latest understanding in aspects of VLDL assembly
process and factors affecting hepatic VLDL synthesis and secretion, including structure-function relationships
within apolipoprotein B-100 (apoB-100) , role of microsomal triglyceride transfer protein ( MTP) in modula-
ting VLDL synthesis, and other hepatic proteins and fatty acids contributing to VLDL assembly. In addition,
some suggestions on studying molecular and cellular mechanisms of VLDL synthesis and secretion are pro-
posed, and the perspectives of VLDL applications in animal husbandry are also discussed. [ Chinese Journal of
Animal Nutrition, 2011, 23(11) :1854-1861 |
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