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Abstract: The metabolism of postprandial fat is complex. It involves several processes of dietary fat including digestion in

alimentary canal, cellular synthesis and translocation of chylomicron, hydrolysation of plasma triglyceride and clearance of

remnant. Fat-digesting enzymes in the digestive tract catalyze the hydrolysis of triacylglycerol to free long-chain fatty acids

that are transported across the plasma membrane of enterocytes by many kinds of proteins. In enterocytes, long-chain fatty

acids are esterificated to form triacylglycerol and packed into chylomicron with some lipoproteins. The newly assembled

chylomicrons carry the triacylglycerol from the diet and translocate into blood circulation. The plasma triacylglycerol is

hydrolyzed into fatty acids by lipoprotein lipase attached to the capillary endothelium and utilized by surrounded tissue.

The remnant and residual fatty acids will be recycled by hepatic cells. Because lipoprotein lipase (LPL) is the rate-limiting

enzyme for plasma triglyceride clearance and tissue uptake of fatty acids, the activity of which is carefully controlled at

the transcriptional and translational levels in the response to diverse physiological stimuli. The dysregulation of dietary fat

metabolism will initiate postprandial hypertriglyceridemia, which is associated with cardiovascular disease, insulin resistance

and obesity.
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1 HEFREREGNRES%E

fEEMRIIFENAE D EREEHE 1. &R
4l (von Ebner gland) 73 HE HE 5§ (lingual
lipase) AEHE 4T MRTGS . B ¥R B R4 Wb B AR Wi i et
NEWIPEE— Ak, It 15 A0 2 X I £ 1 17 13647 5L
o W AAIRE T EN A+ —Fa g, 7R SR e
Wil (bile-salt-stimulated lipase) A iR 433 (41 J58 i B B
PERTS, e e it — DKM MR, T8 BB AL
JERENEN /N AR i G A 10T B R ORI 75 B J
WEAS B 53 W 1 4t B W Ccolipase) FIAEF . 3 AMHFHE 4>
AR BT Bh T R B i LA

i £ 0 s A5 /N B v Ak 282 4 IR N U7 186 R gk D it S N
Ui B AN2- ¥ H il (2-monoacylglycerol, 2-MAG) ,
piiURE LN G s ey 4 R LI T ESIRAN 7 N R e S i
5 IR i W R 2- SR H e 1k ) iR AR IS R E AT LA N
=R JIRNiRR¥k iz 8 (fatty acid transport proteins,
FATP) . 41 BBARITER 45 & 821 (peripheral plasma
membrane fatty acid-binding protein, FABPpm) FIffi /i
PR A Bl /7% Uk 5 136 (fatty acid translocase/cluster
determinant 36, FAT/CD36) ™. FATP1~617{E T4l fufis
Agnfu s B, RAKEENRDTE A BEA S B (long chain
fatty acyl-CoA synthetase) V&1, X7 i B2 55 A\ FI
R ETAER . FABPpm# ilF ST/ 28K 4 R & 2 R e B i
g, FEZSHYER LR A 2 [INADH/NAD EE
i, ] B A% i Ui B I 0T R E N T PR A AR R . CD36
S AIE RN b B e 7 R e AL AR B, & HH 2 P 4 A o)
W, Z5ZPMAEES), WHTES. TR BEAN
W B ARG SR e 0T T T R P 5 R ) e R
S R Rl o A S 08 11 e e DR/ B T g R B

b7 ER=REFEMBHREZEASNN, &FH—
A S 5 IRITR Y s . AT N AE R 2E
HHhESMEEN (caveolin, CAV) , HEEHFHE
H3F, HAEEEAL (CAVL) TEEN411E b Rk
F8'/, Z 55X R TR WA A MBI TE . CAVL
XFCD36%% 1 Jm I fe e MIE R IL R EZIER, Eikbpeis
V4 4 Mo b 78 55 BT B C D36 4 H B /1N i 4K B 1 4 i B S
(caveolae) Ab, MM =i iE Wi B W fie e . LA UL
U B 3R O R 0 S s R A A S
23 2 35 I C D36 113 M A P = 5 A 31 48 i i I
£ T B R T B Cacyl-CoA syntase, ACS) A0
JIE 197 B2 BRI O, 1% R 1 I O A IR D7 R R i 1
Bl A, T A7 35 g s v e 25 g Ik N 4 i 3k T L P )
ERENMMI P, ACSIE R LK P iE R T T IR
TE I At Tl AR Tk i 7 R A . MR BT R TR 45 S HR
(cytoplasmic fatty acid-binding protein, FABPc¢) il

i K32 TE R TRt RE % 0 T 4 R X A i A TR )
TG

. Acyl-CoA-FA

ACS. T Acyl-CoA-FA. ZELHEEABEIRIIEG: CAVL. FHEEE

F1; CoA. %#il§A; FA. IE/iH: FABPc. MG ITTRE: & H s

FABPpm. #M& i IR IR 45 & FR (1 FATP. IRl ic & A .
E1 el bEERREA N R RE

Fig.1  Schematic pathways of fatty acid (FA) transport across the

enterocyte membrane
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BERRMRN2- A H M (2-MAG) FEE RN R (free
fatty acid, FFA) , ‘BT 3 ) F 4% 2 18 % (10 77
A el CED S8 JE 5 e g A
(monoacylglycerol pathway, MAG pathway) HH &k
TGIH-Z 5T BFLBERORL o 38 r 0 505 Tt v ol e s I
PitE RO E [ BERERS  (cholesterol esterase) 33F— 25 [ A H vl
AIFFA, g/ hadnaklc, A BRFFARTH il B
Bt N LA o

2 FLEEMRNA RS

HEONE /I fizy 40 B o ) T S AR T TR K 2 BB 1k B
J T A T GO B R i LB R R (2D .
o 41 B PN ) BB I R 45 5 B 1 R L FEFABP 1 ~ 9 Rl 4 HF
fR45 4 H E (retinoid binding protein, RBP) "', H
HFABPL. FABP2TE/N W i R IA I o Ui 25 IR 7 IR
5 FABP4 & J5 02 1% 2 N AR E— 2Bl fh . 6%
P AY S B ) 2 I T vl R R A% 2 F (monoacylgycerol
acyltransferase, MGAT) Hl [t H i ff 5t ¥ % g
(diacylgycerol acyltransferase, DGAT) . MGATH K
Bl g T R R BRI H vl o LR A U H I Y. MGAT
FEA3 X, ML EmERIE R ERMGAT2H
MGAT3, HAhHHEFEREMGATI™ . Hi&puHih
TR FE A DGATEL TG, DGATIHIDGAT2E: B3k
1E/NHA I B ., DGAT1 KL &I/ N N 85%
TR H B R S )
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ApoA. #JEHE A ApoB48. #HflFHE 1B48; ApoC2. # /IR HC2; ApoE.
AR EE; COP2. 4bREAE EY2: DGAT. Tk H il he % F2 iy ;
FABPc. il IRRSE &R ;. 2-MAG. 2-5E Hil; MGAT. Sk H il
Bk 4L Bl MTP. SOkt B ol =Fg 4% I8 A PCTV. #YFLEERRL %
BTN, RBP. 4EHREE A A SNARE. A MEN- £ 3 T SR il 0 Jig- %
AT E R ABZR: TG, Bl =85; VAMP7. FEHAMCIEE AT,
2 EATGHTLERR VAL SR
Fig.2  triglyceride (TG)-rich chylomicron assembly

A RIITG SR & ABI — Bt ApoB48TE B it ¥l

(P FLBESORL, IX AN AR ORI AR i =l A
(microsomal triglyceride transfer protein, MTP) [{j &
5. MTP=R i —RIEEH, S TREITHE
IV SRS IR 73 o 255 0 P9 52 I 43 7 FR AR J i —
s 5 MIBE (protein disulfide isomerase, PDI) . ApoB48
FR) 3 A= 22 IR B AE R 5 19 PN s o G I A 5 T2 1k D 0 i i
ki, MTPHZ 45 & Rk &4 K. e sty
MTPEZ; & ik NURL, AT TR W) 46 1 FLBE ks . BE JS
B2 1 JIEL ] . PR B IR AN VE R ZEMTP IS 35 B 1 gk
N FLBEGIORIM o T 1 1 L BE AORE ) 22 THT 32 22 by L 2 Bl IR
CEZ MRS Ui 25 1) R [ e 0 2 1 o A o
W) I FUBERORLE R OR, A AR & A HA IR 25 1
ApoAl. ApoAd4FlApoCs, XLLFfEHEH FEFHMTGHE
$EE N FLBEORL o FH T S 7L BE SORE TR st A o AN T
TG, PRI HARFRANWTIE O, d5 5 e P 5T I 40 i HE R
HAKL 5250 nm'',

EH PALJ5 19X 23 WA ok 1 S ) L BE A B B AE IR, X
TEVFR AT FLBE ORI #5128 36 UY (prechylomicron transport
vesicles, PCTVs) , FNEATHAIE H 5 7 W T hi 1) 22
WARE. WNKPCTVERAZMER, W: S5EEH
E 452 (coat protein complex 2, COP2) , N JF M &

B IGTPEY 5 % [fSarl. Sec23. Sec24. Secl3#1Sec31
%o BLAMNEIEAIREE 17 (vesicle-associated membrane
protein 7, VAMP7) . CD36fIFABPIH &% iz FE i)
LSRR Sy, W TR R IPCTV 1 i 75 22 2R 1 B C i
WIIATPS 52" VAMPT/E N ZEi n]
N- 0 Oy SR P 0 Ji - BURR D] 7 P o B 3248 (vesicle-
soluble N-ethylmaleimide sensitive factor attachment protein
receptors, v-SNARE) FJE ki, A& /Namdn g = &
H, EAEA B R 5 A IRPCTV 1 b e R SR
T 1 4E I AH SSSNARE  (target-SNARE, t-SNARE) , &
% /¢ Syntaxin5. Rbetl MIVitlatf BAEH] 5 JE SNAREE
EW, AEHPCTV M E/RIERIERN &, R BERORLEEN
R AR . FLBEIORLIE f B S R B R JS . ApoB48IL
ATHEREAL,

b IE R KA R R, ERARA
10% ~ 15 % LA JE [ B 15 1) 78 047 2 . N 1 I [
FERET M Ea, WmE. Jsl s mnk. B
AR RE T I £ 9 A TE Hh A IE [ B2 E B (cholesterol
esterase) 7 iy JIE [ i A0 G 07 IR o JIEL 9 0 B DT
—EIERMEBEN NG JERBILWAECIEBIEAL
(Niemann-Pick C1 like protein, NPCIL1) &
JEE S HE RSN RN EEES. ATPE S
FHE AG5/8 (ATP-binding cassette protein G5/8,
ABCG5/8) fEy I XUk B, 4% i) JIE [ B
EATTLE T 40 B R/ i 40 R T R A B AR Y. E
I J £ A J5 D P A I ] I 1 25 % # B8 (cholesterol
acyltransferase 1/2, ACATI1/2) Btk hn b g Wi
B2 . TORLAR TG ¥ iz 2 1 B 35 B JIE [ i 4% 32 JF 5 #lR
B ApoB484h & 7k N FLBE ORI

SPLBEAORE £ /) B 240 1 v /R R A4 2 3 30 440 i R R 1 )
WK, BAksy THLHEE AR T . s BB
JELBBRI /)~ Ji7 240 i A po Ad 2 120 7L BEAWUREL 1) 43 6 Y2 45
FE L 73 B i A S ) 2P B ORI I 2 B0
WMER, BB EEICATEE L, HAWSE, dE
BiE NEIK SN MBI RG24 FLBERORL E N I
G, IR, MR ERES, REE
ApoC2. ApoE, [FIINfiii2:ApoAl. ApoAd™,

3 LPLA-SHZLEEROR I i it 72

FLBE ORI T I TG I MG 18 125 1) g D 20 23
OHERTE L, AEes X Lo UM HAE e R TH #E
sEAEEER (3D o B 5 B FLBE OB H TG I /2 LPL,
A AR X e 2H 23 R B AT 0 N B A L A R A
J A Jes T o LA ST PRV B R S 3R 2EBE (heparan sulphate
proteoglycan, HSPG) HIFLBE UKL T i 211 85 1 AH
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YR, B 30 BETORL I 5 75 /N B 40 M58 s o I A8 3R T 1Y)
LPL5 LR & S TG R B LAEH, B R I TG
Boe e Pl 5 O M DT IR o Vi 5 TG DT IR 0 I 657 Y B 4 I 2
FICD36FR 3K, A1 45 T 4H I8 e 0 J 6] 100 2 23 0 e 5 4
B ffeb, REMCAE B AT AR . KE5%~35% 1 25
e MR AE i e Cspillover) J& 4 ATh R 45 BE 7 L 1 34
i, i AT N T A TR RS R BRI AR B R IR 2 1 1
Bgr, WA A IR TR T B AR T TR AR IR, 53K
Ji 5 2 HRPURE I & 4E . LPLIOAEAL IS FE KRR, K
LUy 8P N RIA] 5 B, B LPLRE R 5 1A L BE R 11 B kit
(remnant) Hix 2% AT AL BR R0,

RRWFZEZY WLAHZ  OfiF JHE
ApoB48. IR H1IB48; ApoC2. #JIFHHC2; ApoE. #JlFHEHE: FA. Jii
Jii#2: LPL. JREARIIAE: TG. Hih=Hs: VLDL. &% EREA.
F3 SMATGHEBYMNE h# @b’
Fig.3  Lipolysis of peripheral TG in capillary

4 FTREXIRRA M AR R RR R

TE I 0N B R R B I 07 Hh 8% ~ 12 %%t 1 U Ak
B, ORI R WA FN10% ~16%" . 41 Ak 5 = &
IEFNENIEE, ZEE KL 40% 1) 2 LR AILPLAR R . i i
it e i HS PG 1€ 78 I 5% A R 200 B 1 52 5 1) B 1) JH 52 i
AN THT o T 017 P e L B AR ) B A K R e 55
{E2 0 FLEE R B b TG W EREE . & S TG
50 2 5 IR B 1 K AR IR P T Ak B R [ L 1) 3
B2 RER-MTT . —BONAAL T IR AT B %
THI ) 52 AR 5 BoRL 2 T K 88 I AH AR A, [ Aok, kM
FWRIHAG . XL R FRCE B AR R 3248 (low density
lipoprotein receptor, LPLR) . K% E 24K E A1
(LDL receptor related protein 1, LRP1) FIHSPG. #&ki
KM I ApoE T A BH & FHk ik, REME 15 JH- 41 i 32 44 1) 91 25

TLERISARTAR A, RS ML WA E AILPL
“#5HSPG. LRP1HIZ & th R R A I R T
HEATRO .

5 LPLEyR#EER

5.1 LPLII&MSHiE

LPLE LA ONE. BRI, 08 107 FAR €15 17 41
LG M. B & A BARIE JILPLA AL S Un il o J I A
JE AR LPL A 22 dy 73 PR L AP (K LR 5 7. AN I LPL
WRAERR LI e B8 08, AR IE RN R L .
JHF I 1L S ehoR] DA 2V 2 LPL, Al 2 ALV H TeT
(o LR R R (7 0 07 4 Bt 3 WA VF 2 LPL,  JF AL —
FELVR A T LI AR o

LPL PAAE LA B R AT Sk R AH 2% R A XUR A4, JF
I3 WS B A AR B MR A I EETE A SRR
T RO 38T A o 19 4 i 2 19 - IR U Bl A R 571 (Tipase
maturation factor 1, LMF1) . #FH#kKiZ&EH, LPLARE
BRI T2 M R, WAREIE ROUEEA, Jf HLPLAEAN
J0 P AR R B . LPL LUORUR R (1) A7 76 1R ] AT R
T A e PR RS, B FT R WA H LPL 1 6 I
A EFEE 94 (angiopoetin-like 4, Angptld) HESKE XL
RARTE A ILPLAE A Ry Bk o 3R il 5 4L 76 i 17 40 A
S80I e e A

BEIRLPLXS TN L& & TGH iR 8 A ke 3 S AR H
H R LPLJE nfe] 278 B 40 M8 s A SR A VF 2 & N BERR
(R T7 . B R R ST N A LPLIE i H e R B AR S
HSPGAE 1 45 & I B 40 ML 10 A BE 4L 1, JHF 3K AT LA
WixM g &, BEISLPLE ML+, AT AE I R L 453 LAJ
SE MK PLPLITE DY o H R IXFP R C 74 AT
K VHSPG ok Z H UKL s 7, LPLW A K EE 1%
MG A 2 TR 3 A /N B 40 L I R . AT
WA PRAR % B IR B A 52 1R B2 % 4 LPL G fa 3 6 40 1M
TR T, E R A B2 AR BRI A /N BRI T KT A R BLIE
O RAREMREBIEY s EEREAS S E
1 (glycosylphosphatidylinositol anchored high density
lipoprotein binding protein 1, GPIHBP1) #{ & ¥, %K
H s Tk A 5T R 6 % (lymphocyte antigen 6,
Ly6) , ZFEPIm5R G /0 B AR ™ 3 el = g 1
iE, RS AR B A REBI AN A O IE
MR EN HAR L ER G, SHEMADEEE, Hrh N
NEGREDARMNB AR R I, ZMAaer s
LPLIAF R4 S 4 BAER] . HAhEH —4&10
PR I Lyo st X La bk SRR B4 1 s 1S
IR AR AT 450, S LPLIMZ &A%, H
RN T ML P 2 R THT I GPTHB P 13 ek L J% 1 25 44 4k
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DA 2R T Al gR A o 6 N B 400 i B 30 <2 o 4 36 [THS PG
FHILPL, I KR B ALy 6 45 14 380K LPL AWHSPG
BT RNk, HALT R R A E .
GPIHBP1-LPLE & 14 AR Z fi oy 20 4% 1] A Bz 48 1 1) )
HIEATERE . HLPLICH 5 TG BRI AR IE 5, &
Sy LPLH] \GPIHIBP1 | Jfit 551,

AT/ B4 I8 R TR I LPLIA 75 22— AR5k 11 5l B
Kl -¥- ApoC2A4 R 56 & K FEMEACIE R« %45 & AL 3 2 AL
TLPLA A4k, WEPIADEERR: 65~685kH:
F73~795% % . XHAEE A AL ER S, 5 ApoC21E
RWOELPL, Dhfeskk. KA ApoC2#f 2 T Em Hit =
B MLSE . ApoC3%FLPLA $li 1 ™.

LPLXS ML rb 19 AR o P A AR o BB 22, 4n SRR AR I A
Bt 18R, A4 51 mH I =l e . LPLEEDR B 1 /1
U TR FLE, BEHAJE24 hASET: . 2L
WL BB N A AT AR e R BRLPL, 2%
/IS BRI AR AR M i il R P s i O
5.2  LPLMFRIEEE

LPL 1) 2 23338 4200 T WU 78 40 F) FH 32 2L Re &)
B PREFEEREARE . X 3RO IR 2 AR
A E . ML T B8 75 RAIEER 2 ) X AE A 4%
IR AEE E . LPLI AT IR AT 5. #hsk
Ja~ AR RS2 AN AR K, I HRA AL
KSR

ATMILPL{¥cDNA T 198744 i f ™), S A7 T 558
SYih8p22, K KZ30kb, EA10 ML T, WIiH
BIPEILPLA K474 NEIERR, ZHERES KGR R
448 DNEFERR, M7 T R ZIN55 000, LPLA A2 N
PN I A 3, FLrP N3 12 AN RN B i
EACVE R S i, s RO 3 AN LR (Serl32.
Aspl56. His241) EERAEMEH . Cuii 245 & NE/K A
MTG. FETCHTM3 MR FE (Trp390. Trp393.
Trp394) XFFTG. g AAITGILAL IR ) 45 & ke 5 E AR
HY, 9872 JA LPLXT TG R A R % K 2 T F£94% . LPL
X ER 48 G AL EZA WA, — ML T Ciid03~4075
B, T AL T 292304585,

LPLERI B 5" 3 AT K 214 000 /B S 0 B 1)
X, & KSR e, 8 a0 R
JufF2 (sterol regulatory element 2)  FHLEMNZ TG
f4 Cinterferon response element) . i % AL41 5+
AL AN 2 e (peroxisome proliferator-activated
receptor (PPAR) -responsive element) G & 170
fF Cactivator protein 1 element) . J\R{RZEA# T 1
(octamer binding proteinsl, Oct-1) &5, KM TCAE
#& IE R LPLE S 20 71 i =/ RNA miR-29a% 154
PHILPL A 3% SR A% Bk

—SSLPLAH EAEH M E S, s s s 1.
ZARAIICER [ (receptor associated protein, RAP) (K%
FERRE ARG, SLPLA RJEREM 1, Ehehs
BH1E AR A LPL 5 HSPG R 51K %5 B2 i £ 1 32 A AH G 2R
H &5 G N WA .

— BB i Ah ) B O LPLS MR T E I, dnEk
flE & I ApoCl. ApoC2. ApoC3. ApoA5AHIApoE, I
A MR A FE R T Angptl3. Angptl4F1Angptl8.
ApoCl. ApoC2F1ApoC3H 2 F J 24 A 7= A= A Jikt 2 i
i, A ApoC2RES AR BELPLIVIE /1, (H A2 ERIEN H
IATHIEA . ApoCly ApoC3REMEMHILPLITE M, T4l
FETMLPLS FLEWR S A, 2 5 e 48 fo A 1 2%
%, [MEEWLPLIGE /). 3R 86 & 1 ApoASHENE I
LB AR AR AR R A SE A 2N E ), Em
LPLI{/KfRRAE ST . ApoETEAASMRERS IHILPLIE 71, 1
A& A REE FEAISLPLA TGIIE FRE % . Angptl 2 FINIiG 1) 45
U iE4E F I8 (coiled-coil domain) AENSJE £ 45 & FILPL,
FLPL B OSSR ARAZ N o s 1 i B . AE DU A B ),
Angptldf)Zik b, AT RERHUA T TTLPLA 2 T,
Hrh Angptl3 fl AngptI8 X LPLAT il /E ™. AL & & 4y
A 3244 (sorting-related receptor with A-type repeats,
SorLA) /i SLPLYESH i N ANAH A IR RS i, 1252 A AE R
i IR e m O MLPLAA S, R S5 LPLEE
s h A Kk,

TR AR U, RS FERIRLPLRIS, K
BE4 WMBUIRE .. ok EWE IR B E L O it
JIE 15 240 PR P LPL ) 20K o 5 47 £ U [0 JU 350 67 JHF 35 1l 3¢
FHLPLY&G A3 1 U o B & 3%t ] DUA v Ml s 400 i v
MILPLIV Ik . 4 %10 A (i 325 i 107 40 i LPLYE 77 1)
TER, M%RXATRE SLPLIGFE B /KA k. SRR
B, R RRA FR DR IR 2R 08 5 6 1R 4% Angptl3 () 3R IR Sk i 2
LPLIIE /1, e R R 2R 2 B IR B LA I 5 B LPLAS
JJ o S R AME R RE 8 40 I DT 2 23 LPLYS ), (HAD
REHE O IE AN B B8 JULIILPLYE /7
5.3 SLPLAKIIER
53.1  SLPLAHICHI AL BRI

LPLEER B2 5878 & s LPLY) R il R 2 51 e iy Hlh =
RILAEM B E R R, FERBRAEMLINLE T4, 5. 6. R
16 22 AN A 6 I At 256 PR R B A1 25 S2 e B LPL IR v 1% o Bk
G R ELRE (combined lipase deficiency, CLD) 2%
FELPLI G 232 BIEAT,  H BT Ay 228 S LPLAGA
AR E FLMF IR R AT K, CLD/IM R ™ E I
Hih =Bl iE, HEE3 dEIZET:,

532 JEME

Ui B T I IR T 4 RN A TG I £ B I A

NSRS 2 PN e s T . 4 0T 2 18 15 R 4 ol b 2 22
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YER . LPLAE % 5 MR Ve AE IO 2 2R 51, R4 o &1
W TR AT EE . AR, LPLIWE I AE AR
WERG IR — AN fabr, FEW LR 5 R
PUFIMAR 5 . R AL B IR 2 &P (single nucleotide
polymorphism, SNP) 73 #7& BILPLJE 3l X 5 ¥ 1% 1% 5%
ARt AR 11 ALHE PRI A I g 7K P AR SR AR S

AEJE N FERR W7 40 B ILPL & = A, SRR S M
BWTRNE . fEARFE TR, MEIHMNPLPLE &8
Thidne BEERXE R AR FFEEm ik &
SRR AL R T 70% LPLIY T M. AN RS
R NRER, IRDIZHRMLPL R A AR, HEF
o B A SR R R A KT SEBR b, R TR] AR =
I IR IR FEAS R HE, RHE R KA RS T 250 X
FAHURXS R ITH AR B . WAE AL S5 — R A1 IS HE,
TR AL B A48 J5 R0 I 7 2H 2R3k AT 4%
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