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Research progress of exercise, cold exposure and diet in regulating blood lipid

metabolism by ANGPTL3-4-8 model
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(1 Guangzhou Sport University, Guangzhou 510500, China; 2 Shanghai University of Sport,
Shanghai 200438, China; 3 Wuhan Sports University, Wuhan 430079, China)

Abstract: Lipoprotein lipase (LPL) is the key rate-limiting enzyme for the hydrolysis of triglycerides in
lipoproteins. The members of angiopoietin-like proteins (ANGPTLs), ANGPTL3, 4, and 8, are considered to adjust
the activity of LPL to regulate blood lipid metabolism and lipid distribution. And exercise, cold exposure, and diet
can impact ANGPTLs. However, few domestic researches were reported on the effect of exercise, cold exposure
and diet on blood lipid metabolism by ANGPTLs. This review introduces the effects of exercise, cold exposure and
diet on ANGPTL3, 4 and 8 and the ANGPTL3-4-8 model, and possible mechanisms on their improvement of
dyslipidemia and forward suggestions for further research are also discussed.
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PREIRA TR ™ E ™, HE & ANGPTL3 6=
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1.3 ANGPTLA4

ANGPTL4 X4 #5 N FIAF (fasting-induced adipose
factor)””. PGAR (PPARy angiopoietin-related protein)””
%%, 5 ANGPTL3 @ id - 15 3 M ), ANGPTL4
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41 ANGPTL4 [ 7K ~F [R] BIR £ 1 38 0 4 Ji7 151 7 g
ST, JEIE RN I 2% 57 5 AN FFAs DA R /b 1fil 2 ik
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e D) gy ANGPTLS Y2 ik /IS B JEE 5 41 fi 4
Wi, FEPREAH ANGPTLS #2H T — AN B4k
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Bt Ak PO, 3k AT Al KON AE AN ) 2 B A AR i 40 40
i ANGPTLS () Uy e th A AHIE . 53 4 B 50 KRB0,
ANGPTL8 MEE AR B A o0, Al A BEHR A X,
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ANGPTLS 2= {23 F#A% Mg 17 T s AN R s 40 i TG
e B,
1.5 ANGPTL3. 4. SIHE{EF 5ANGPTL34-8158!
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RS8R TG e, HAEIAK ANGPTL3 kb,
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AW AN, ANGPTLS [ £iA2 4k 4 ANGPTL3 ™~
/N TG ARBA B4 52, #2785 ANGPTLS X} TG
AWM 5 ANGPTL3 % AH5C 5 %0 7k K B0,
ANGPTLS Hl ANGPTL3 #] N 3 & &5 &4, #04
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ANGPTLS"™, Zhang"™ & #K, 735 ANGPTLS
FREPUARRINR, A G ONURE 8% UL LPL 1395
PEB AT s BETIXTURIL, 23RBS ANGPTL3,
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3. TENIMGEF, %5 ANGPTL3/8 fil ANGPTLA4/8
SEYeTte, XEEEYE HDL 274K, H5H
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P LPL 35 14 1) A& /7 LG 58 1) ANGPTL3 55 100
f5 LAk, T ANGPTL4/8 #lifil LPL % M ¥ 58 71 U A
F| ) ANGPTLY 1) 1%. {H/&, BT ANGPTL4
FT ANGPTL3/8 Xf LPL ({4 F2EAH 2, [KIULAELR
— o7 [|] ) %6 15 ANGPTL4 f ANGPTL3/8 v, st
PLE B LPL # ) i R > — AN E BB R 2,
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A2 AU A AT Ak H = AN Th 8 A AL P 22 (R Sk i )
—FPEIE? 2016 4, ANGPTL3-4-8 A4 B4,
MR 1% 4 7, ANGPTLS 3 i 4 79 3 9 05 2% B0
ANGPTL3 R4l o i A0 56 UL LPL f3& 1, 1M
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S5 I . (EBR £ BA7E], WAT o ANGPTL4 ik,
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By, WAT o ANGPTLA [(IAF4(%, 17 ANGPTLS
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il ANGPTL3/8 il ANGPTLA4/S &I KBt —1 5%
VR (F ) - REIRE TS IR ANGPTL3-
4-8 BTUAIE], {HEERT, ANGPTLS 5 ANGPTL3
W & W) ANGPTL3/8 14 5 H 4 il LPL () g
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P, > B AT FAs I ;s ANGPTLS I 5
ANGPTL4 7t WAT HJE i = & ) ANGPTLA4/8, it
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ACF O BRI RARIE, B3 T IANE e AT Rk

AR JHE 53 75 /D SR8 38 ANGPTLS Flfi fig /K7, ik
REA s A N iz ohie . 3% ANGPTL4 /KF
— R E, Ha2iEs E M ) ANGPTL4 2318
T S B A — TR TR B, A RIE BN 2 h i
ANGPTL4 FRIA/KV- e 5 Mah, 1Z0F R IEEIZ )
/NER R I, ANGPTL4 mRNA 78 i o b 7E UL A
KT R R R A RE 5, 1 BLig s S e
) ANGPTL4 mRNA 9 LG ZE LA TR 5 s 1)
Fik O, A E W RIRE, 6 AN H KBl A
REFH R 2038 22 2 N B8 UL ANGPTL4, {HIA 9k
R BIRIF AT AT R R i i 4L 2 ANGPTL4 R IA AR
1611, Catoire 5 "V KB, isEhid R B BAILSE S
ANGPTL4 A& 15 XANFE, JEizsh L+ ANGPTL4
(13215 /2 i L 3% FFAs Tt s 11, ifid PPARS
f8 TG J8/% FAs BFIHEHEL 5 MiEiZ3l+, ANGPTL4
MR NZ i@ AMPK %S, mlEitnK TG /E4
EENWLRE TR BRI (B 1), b, EE TR,
28I ANGPTL4 1] J# i 7% AMPK fi# BAT [
TG KM= A tae ™ WH BT 7R E, 23hil
I AMPK HETI 5200 PPARs, FEEZI ANGPTLs,
MV LPL B3E T, e IR, X 21830
WA 7 — &gz
2.2 AREXTANGPTL3-4-8tE B A0

V2 W90, ANGPTLS 2 Ifil 54 i fr o4k
PR, A REE NS HARR B, KA R
B BAT FIK 0I5 5 41 20 iBAT) w1 % 4 B 48
N, IR Eh LI R, AR LA SN R
BAT " ANGPTLS [f13iA 0 3 %, 1% Ui B R AR
LT BEXT ANGPTLS [RIAH fom 7. 2021 45, —
TiWF 9L B, 7E 22 CHf ANGPTL4/8 1| LPL 3
PERIRE JI LLAE 37 CHY R, 1X IR E ¥ 5 8 ] it
— GRS MR L SR L FAs (RE ), IXTATRE IR &
FAs $ZHUH 57— AL 7 S 4k, A A BT IR 7T
R, {EGIRIS SR AL, KRR 2
& AT AR I K B WAT  ANGPTLS /K°F, iz3)
e 2 N P&k ANGPTLS /KF, H R &% A 28
FREEMA B RO R i . X UE W 2 3h AR E AR (b #
SR ANGPTLS RIAM R Z, HAHLH ANGPTLS
it i 5 AR W A B i B e TR D 4 2 2 R TR
Singh 2% U | k2 (0 I8 Wi H 3 h Bk = ANGPTLA (1)
HRUIN R AR (BAT-KO) #9831, BAT ' ANGPTL4
Rk R PTE0 LPL yi VRS a8, (2 3E0E 3 TG 0GB IF
nbrsdk,  [E BAT k= ANGPTL4 2123 FAs
AUk FAs G, B #REE)G, BAT FIUSRRS
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DL WAT H ANGPTLS [ IE, AT FRARWATHHLPLI S 534k, JEH RFFASHIR/D IS (2 T 163F P ANGPTLAK) Rk,
AT B WAT & B B 40 1L (I LPLYS M, (TG ICILRE N WAT R A7 . WAT HR LPL ) AT B AR AG IR R (I TG s 2 0 A . B
HEUUABATS S ALS BRI s Vo 5558 TG B-15 L AR 2R BER L i WATHH ANGPTLA Mt — PR 1L, FIFMEFAMPK 1A R4
HilPPARy, HtTiF#KBAT-HANGPTLAMZR L, [FBATHLPLEE A & Z3IK, Z3L5 AEE 20 IR ] #E PPARS KA 12
ANGPTLAKI L, ELPLIEME N4, (E2Esi W@t AMPKINHEIANGPTLARI KL, Xl fFs 7@ s R LPLA I, JE
B TLPLg A, K TGH g Zisshll S8 sh LK TGk i FAsTE N RE R IRV, Higshid i@ & sl
$2 15 WAT " ANGPTLA A FEBRRIE IR PANGPTLS R IE . B: HEWRE TR, MNP MTGRIET /NMaSHIE, Mg b
E@TGEFASE@iﬂﬂ%@ﬁPPARyﬂEHChREBP{iWATEPANGPTLSB‘]%%%}]‘%], ANGPTL8 5 ANGPTL44: i 5 &Y ANGPTLA4/8,
FEICANGPTLA & &, RULEREF T WATHHLPLEEE, (R TGHE NWATHEAT (%47 . ANGPTL3 5ANGPTLSIE S &4
ANGPTL3/8, HEsRMHILPLIRE ], H5 5 PEHAMGLC AL, B # LS BATSE S A3 B tP LPLBE M T8 /0 B AT T4 FAS 1 R
K. PPARa. v 8: ITEEMYIBEIRIEIEYIBGE 2oy v+ 85 ChREBP: W/KMWEW B TCif45 &8 H; AMPK: HREFERIE1L
A, FFAs: TEBSIENIG: FAs: JEWTER. (KI1EZhang™ . CatoireZ5™ MIAbu-FarhaZ5™ {7 Kaili b il i3 BioRender.
comfillfE. )
Ell k&, Ex54RE BT ANGPTL3-4-81% 5 % i1 A5 X 15 A FT REHL

BERERMET, Dijk "™ it Rie kM, ARE
e 02 i BAT 1) ANGPTL4, JLJ5 K0 fE 2 i
I EE AMPK K] PPARy (175 SAEH, M40
il ANGPTL4 [f)3R1L, HEiEss LPL 15 M A1 X I 2%
TG fit4: FAs (I4EL ; Mt F, &5 Lif WAT
W) ANGPTL4, FJ5 A AT g2 i B0E p- ' R
Aek Ll ANGPTLA B3k, JHRA #5175 S LPL
EERE D (& 1), K, ANGPTL4 &4 % 5% 39 1A) I

SR 4 B A BB AT W N ANGPTLY - /)
L BAT 1 LPL 3 14 2 3 = FHF A BN R, (HAZW
FGAA G I T 2 5, R BAT # LPL ii5 1%
587 S5 ANGPTL4 £5%, AlEE/E LPL mRNA
FIEMINFTEL Y, X ULIA B FE LS LPL S i%
BIEAME— . PR, %7 LUE ANGPTLs
W LPL i, (H2 B BB 15 ANGPTLs [1)
WA, FEALRIA BN R, B — P
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PR 1) 2K B B AE DG 02 24 4 A dn B AR 22 1)
oz —, 2021 4E, ST (IF) &4 508 [f) CA
Cancer J Clin (CA: A Cancer Journal for Clinicians)
T T T TR BRAR X i i TS A a7 i 7t
AN TR = i A BE AL PR RS, (A&
PEEE S0 N S A 2R AN LS B 52 M AT SR R 0
ERYIPH AR, FUmE S KSR s
1), FHA TR FRRALTT FHOC BRI IR 2R K. )
YIcie R, ReERAMRSI A DUEK /N R,
R SRS AP U, Spindler” B R
RO, BREREERM . HbE. Zedi. mgdis. wbk.
BE Lyt S W Ay, A INIX S PR AR £ e PG
HLAR AR 8 % 4 2. Hemmingsson 25 " #f 70 & L,
B R ) Re B AR N BR | Re SCELR E AR, HFHE
LB . Kersten 25 Y WF 70 R BL,  PRAIIK &
2xFt e WAT ) ANGPTL4, {2Elg i fvH#E,
DRI BB AE 5 ARATTIE N, ANGPTLA (1) F & 72
L2 FFAs /51, JE48 H A SR A R v] 3
# FFAs 1915 S AL A [, 3 A K 6RO 8 40 g
ANGPTL4 mRNA ] 31X & FFAs ifiit PPARa if5
1, /NE 40 ANGPTL4 mRNA #2145 )2 FFAs
It PPARB/S 55 1, T AE AN AR JUL4H i - PPARa
K1 PPARP/S #B 4 W] fE{E FFAs 15 5 ANGPTL4 % [A
FIE MR R IEVE . ANGPTLS [R5 /K Tt
ZEFREREE, EREEHEERET, HE
KB T T R ERR & WA ANGPTLS3 ff)
Bl R AR EAA, (H ANGPTLS 4 & 2 #1,
1M ANGPTLA H 1§ 805 Bz Jo7 i 2 7K~ 1 v 1 4
A, T3, 98> ANGPTLS 3834 il H 5
LPL 7€ .0 i A& 8% LA B35 v, AT /2 14 VLDL-
TG /KA, f1E3R NEFAs IR I Y. 55— 51,
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