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[Abstract] Apolipoprotein is the protein part of lipoprotein, which has been clearly divided into five categories
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(ApoA, ApoB, ApoC, ApoD and ApoE). Due to its relatively small molecular weight, ApoC is easily transferred between
high density lipoprotein (HDL) and apolipoproteins, and is an interchangeable apolipoprotein that could regulate plasma
levels of triacylglycerol (TG) and cholesterol (CHO). As the most abundant apolipoprotein in the ApoC family, ApoC III
plays an important regulatory role in the catabolism of triglyceride-rich lipoprotein (TRL), which is closely related to

the occurrence of many diseases and deserves clinical attention. This article will discuss the structure and function of

ApoC IIT, its relationship with disease, pathogenesis and drug use.
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#HIgEH CI (apolipoprotein C Il , ApoC Il VEZ
TP A A 1 A b A A, DU AR R A 2R
BLARH G h AT JC N B . ApoC N2 —Fh 2
FAE TR IR H H (very low density lipoprotein,
VLDL) A5 £ 8 25 1 (high density lipoprotein, HDL )
PRE L, Z 51 IRE A AR . ApoCTll
A e A ILAE AN S ik ok A A 25 DD AH G, 36 7] g
TERE BRI k26 b | 2298 R B 25 B AR S B Th & 4%
YER A SO ApoC I Y ZEHG FITNRE . SHRII KR |
RRAIL LS 245 0 RIS 25 05 TRHEA T B3k
1 ApoCIIHZaFnThsE

ApoC J2& H i BT A 2 11 P AE RS 707 o i
I —28 SRS VLDL H4r B 1 5 A B R 11
AR 7r 7 B B SR M )5 AE HDL & 31
ApoCAFTE , FH#E— AN ApoC A 4 FHIEFL(ApoC T |
ApoC 1l . ApoCTI, ApoCIV )o ApoCTIHy 79 2 iR

BRIEH N, T NG 11 SR KA q23 IX, B[
KEEZN 311 kB AL 4 MR FRI3ANE T, 5
ApoA T | ApoAIV I B2 AH % | 2L [ 4 Bl — A2 A
FiE . ApoCTTARX 43T B2yl 8 800, H 24
FITERTFPRA T oW o1 LRy 22% ~ 54% AN55
ApoCITHY o - SRJEEEHIM 7 S WENRES & X4
AR LT 1969 4 (HEAIFRA 51 2B 1)
o AR R, ApoC T —J7 1 5B IR HH LA
FHYERR IR R 548, 55— D7 T2 AR 28 1 it g 417
300, T ARG A AR e T A TR, JTRE
THRIFIEZ A ApoB FREEE PRI 19 I 2% =1
Hi (triacylglycerol, TG) FIH[E EE (cholesterol, CHO)
TR, BRI ApoC TIN5 Z2 R ) e A 4 e o
2 ApoC MEEFHIXFR
2.1 OSSR (cardiovascular disease, CVD)  CVD
C 2 A5 e A 2B 5 8 T e TG K5
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CVD FAAERE A o SRR AL e — e
RAEPNR, AR R . SR, TG 1 Sk B
A BV R AN L AT 25 2 R T L TR M
X A2 T T 22536 7 1 P AR O I LA B i
ApoE I SLCO1B1 2 [H ) £ 251 345 5 Dib 451 Hf
587 ApoCIl 5 CVD WC R IEW] AL IR 2 51k
(single nucleotide polymorphism,SNP) 5 CVD BYAHK
M, LA SR ApoC I BRAE AR FH A 45 52 43 F-BIL i
22 Wit AR S ERE LT MR A £
LR, AT AR AN AT e AR A RS PR 2R AR ] RE LA
[ i B i e ot M i 2 T A . v, Shiikag Ak
BN FEG A PR FER LT FZEHA . Chow
a4 U5 2600, K9 ApoB . ApoAS . ApoC1Il . ApoE il
ABCAT %5 g Jo A Qi 3 PR Xt A S dfe iy 4 i 2 v A1) %
R AE T AR . EREIEAES BFSTWAESE ApoE
SR S A v i 2 A DA G
2.3 BEURIE  BEDRIRAE A —Fh e AR e
i 15 22 A A JEL BRI I AEPIB 1, Hisu 5510 BEST
T ApoC I 5 KE PRI R, LT ApoC T KT 15
AT DA 1 OB s 2 L I AE e A
JE . AT RIBEAE ApoC T K, R, ApoC K
ST I R B RS AP G B B 4l
) RE SR R T BRI & e i 5. AT
2], 3/ RNA (microRNA, miRNA) GEVH7 B 4ilfit
INEE, Cheng %7l IR A R4S B 40
P07, IF-F miR-383 ik & 3% 3K A 44 % UL 1] MIN6
YA ARSI A0 B BE . BEAh, IR miR-383 1 JiE
F R AN IR T AR TE ST 20 S IR A S AR R /N
LA PPAL LA N RO, 45 5 R, miR-383 Al kil
L] Toll #£5Z 44 4 (Toll-like receptor 4, TLR4) Fll
ApoC T {14 23 SHe Vol 2 o 48 2680 W 3 1) 05 B 400
105, AT B3 25 i T 75 3 A R PR
2.4 FEPRME AR AR —FP 2 N R g, Hor
REAEN SR A A EEE Y,
F 98 2 W, 76 AR DR 96 1 25 1 ILAE A2 2 ApoC Il
FE IR 22 2 AR S A i R, VR R PR S v I I
SiE G RRLEAAE ERE AN . ApoCTTRY G %
7 PR 55 8 — Ik H ¥l IRE B & A A S AR DG
FABP2A S5 FERIAR R I R UAFAE . 7RG 3
AR AGAMA T, TG A1 CHO A 25 5 26 B S AR #E T
BRI, S 22 A S S L IR R AL B g 45
5 pfb2s % B O — 20, oA AR RS R v R
MAE BT, ApoC LR 2850 5102 skt A 4k

P R I ILIE A DG , T BRI Ged o AU o
2.5 ZHUNHEZESE (polycystic ovary syndrome,
PCOS) PCOS J&—Fi i WL A% 2o AR 78 R 48 N 3 b
P, BB R A B IR IO b R A 2% I R
W AL ZFE, R RPLHE B AT R i, A2
HWFIE T R ApoC I 9 F5E K, 45 5 R
ApoC I /Y 235 /K - Bifi %5 PCOS 3t J2 i 7w, ] Bisf £
GEBEARAE RIS T ApoC T 922341 . 28] ApoC I
g2 5 PCOS Ay IE AN B1 1140 i % & A 1T,
ARt — TR E
2.6 PR 2270 BR % (Alzheimer's disease, AD) AD
JE— MWL A 2B TR, BB R AR
AENTER o AD (B DI R i AT 28 L (AT BE 38t |
WhE AR A . A AR T AD R
1 B I B AL R ApoC T 7K - 45¢ vy 2 75 S5 it
IS ] A FE A% B A A e PR O, e il T 24
IS A AD AEWAR B IR A e R
FEL M W ApoC T KP4 85 5 5 B\ i s fe
12 AR [RIAN T B2 A5G, -5 0 FEZH T 56
M2 ApoC I 7K 5 B - ApoC I 7K - 52 55 4 56,
B SIS FEA TS W32 53 B i A AR A8 A e
Sl e B A s B I T ApoC T KT 5582 B2 A
PO R 12 AR AN R R S A
2.7 AREKE AR (non alcoholic fatty liver disease,
NAFLD) NAFLD J& % UL RS , HRRAE 2 76 T
JE AR AE 1t 22 B8 W7 . Hosseini 25" BF58 7 HDL th
B ApoCIIE = 5 NAFLD B9 R B9 T ApoC Ik
Z 1Y) HDL M. 2Y 5 JHEJUE i 195 7 2 F10 NAFLD A 2¢ % .
22 FEFE A RN AR R HDL A7 ApoC TR = f4 311
U5 PR i 2 i 2 S SG (P (K 0.048), T &4
ApoC I HDL SV 400 55 JFHE R 195 1% 1 JE oG (P E A
0.57 ). HDL 1 ApoC Il = 13E 75 NAFLD B9 &4
RIEA X [ ORperSD K 0.80, 95% AJ{Z X [f] (95%
confidence interval, 95%CI) "5 0.72 ~0.89 ), T & &
ApoCIIT Y HDL WE AU 5 NAFLD JE5& (ORperSD 4
0.95,95%CI }y 0.85 ~ 1.05, P {E % 0.09), HDL i)
ApoC I 5= 74 5 NAFLD f ) 1] 56 46 CVD g
FUBIE . H T B 0 G TIE S A P i o 72 P A 2T
AEAELI R R T A A BT A T S
3 ApoC MW EFFHHIFFR

T2 P% 5 ApoCIIK A 5, K AW
HE LML A R T g MU & R ORHE V9 7 A D0
(2%, HRT ApoC I i) 2 9 ML I PRAVE 5 1) 34
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3.1 AL HDL B0 TAERE CVD Ay it
VEFAMI8 ) S AN, d e o S g 4l 1) 12 OBl 4k
PREE FLT, 40 ApoCIIl ., ApoE % M SL4L7E HDL 1ty
S5H . Dy RE A b 0 M TR 4G W, ST
T A PR LRSS, HDL ARG AR 5T o 2
POIK-AEAE 26 5, FTREA B T3R8 B AT TR Hh Y
o AL P, - ml X T 55 A Jie B AT H B
TR RS 09w AR S 9T HDL AH G
WS RAT 178 CVD Frlbil A E bR ST g
A2EFVHE T 6T ApoC 452 (ORI AL A BRIR
LA RBEREARAE CVD 2 BB e e

32 RSN ApoC I A] # il 48 5iE PR 7 A= Fi
T, AT A AEHTARAE Y AR R K 19 ApoC I 5 48
KEVEI B A2 R AT 52 Tao % P IHFFE W], ApoC
i 1 I8 YR 6 H F - o (tumor necrosis factor- o ,
TNF-« ) Fll ¥ $2 Bff % 43 T 1 (junctional adhesion
molecule 1,JAM-1)5 1 SAE | BAILHIN K 4HR0E 55
B, N0 S D REZR L. PRI VR $ L #2271
1 ApoC I3 |2 1 R AE S Al BESE IR T CVD I 7
. Wang a1 Ry 2 1] ApoC I 3 B Fe R B I
/NG 1 AU PR (type 1 diabetic nephropathy,
TIDN)Y A &, ApoC LIS T ApoC Il Tg /MR 15 Toll
FEAZ R 2/ #7755 R 7 B (Toll-like receptor 2/nuclear
factor-«B, TLR2/NF-«B) it ¢ FH 5 B E R AT, 5 5 —
ok H i AE 25 1 (triglyceride-rich lipoprotein, TRL ) i i3
TLR2/NF-«B 3 i s A\ Z B (human mesangial
cell, HMC) 48 . Dai 25 WFFE 25 55, ApoCl
RESLF et T TNF- o 355 A B Ik P9 B 4 i
JAM-1 (335, 3] ApoCTI AT 3%% TNF- o 15511
JAM-1 33 LA . A, ApoC TS T NF-xB p65
FIFRIBIFREE TS (inhibitor of NF-xB, IxB).
ApoC I 7 3@ i NF-xB . IKK2 A1 PI3K {5 S 42 ik
JAM-1 %3k, Qi % 5T /R, ApoC I AETH 15 2
PR3 (acute lung injury , ALL) A4 S RE 52 W F1ZH
U505 , WAL R A TR 224 (lipopolysaccharide,
LPS) #57 ALL /N RS R, 4528 i 7R 7 ALL /)N fUJi
UM 0 58 AEARAR IR ] WAL 2 ApoC I AY i 2
ik UUER ApoC I AT REAR 48 5E K ¥ /K-, JF F I
LPS 4b # f¥) RAW264.7 40 Jifl h TLR2., i #: 53 1k
F 88 (myeloid differentiation factor 88, MyD88 ). 14
A2 -1 A5 (interleukin-1 receptor-associated

kinase, IRAK1), NF-xB p65 & Y%A, iR kB «
IR X — I FE Pl RBIE AT TLR ARS8

3.3 ApoCINHYFEHR Z8M ApoC I PR 5 1L
R BA HEAE ], FEAS B A, ApoC Tl
(LR o0 &R T H AN, HAT ApoC M3EH £
APEAL S AT PSR 3" Il ERIPEIX (untranslated
region, UTR )FE7E ) Sstl 217 45 (155128 C T 175G)
FUA BhFIIREIX 2 2228 A A 1s2854117(C-482C),
152854116 (T-455C ), %f +HH A OFEAR APOAS
ApoC T I 54 Z A s AT IR 25 5 R
ApoCTT-482C > T Fl Sstl 2455 1L TG 7K F-F=
A, 1M ApoAS ¢.56C > G 11T > C.c.55MG>T
HEAAN iR Py v SR S 2o (el s RO L LN
HEREA PSR ApoC ITEEASE 175 fiHTR C—G %=
A5 (ApoC I 175G ) o7 8, RV AE SR A5 5 B e K It g
FHWRY R, L5 R R ApoC T HL [ £ 251 S A0 4
FEHZE Jo % ORI ApoC3 SEDHAS B 570 1M R
AIAE DG, C1100T /Y C S8R BRI 45 3 L AR SIS
Bl T-455C 1) C & SE P57 #F1 C-482T 1 T 46
137 5 DR #5415 3% B 8IS P9 KR 8 o Hanh 11 Binh' >’
PEAG T ApoC I -rs2854116 22 25V 5 1fiL I 45 # B9 AH
e, ApoCIM-rs2854116 22 25 15 i I ] P IfiL i
FH  (E S TS AR AR AE o Hussain 45 F
FEUESE, ApoC I PR 2w 19 ApoC T ) 2R 3 58 748
55 AR B ik ok A A A A O 1L 959 (atherosclerotic
cardiovascular disease, ASCVD ) XU i FAHIE , 1l BE &
TETERIAYFRE A, Kim A1 Hong 2 BF5E 28, ApoC Tl -
482C > T 25 5 ZE &1 (metabolic syndrome,
MetS ) F 5 B 38 T AR 9

3.4 SCKFE SR (forkhead box protein O1, FoxO1)
558 B ke W 5 25 X6 ApoC I 23 A4 30 1l
B, Altomonte 25" 58 32t i 95 7 A T 19 ik P
FE¥4 FoxO1 cDNA #3% 2 T4, FoxO1 Hll 3 A
ApoCI ik, I 5 FoxO1 Al ApoC Il )i 25+ Y 3t
WGBS A EE S 5C, FoxO1 254 55 1)
B B8 58 AR TE bR T I 2 RV AN FoxO1 A5 1) 3l
W [FFE, FoxO1 AR E R XS A ApoC Il
FIRMAE . AR, FFIEH FoxO1 7K1 T o 3 5tk
THFME ApoC ik, FEUNRUMHK TG KT = F
e Wi 32 P32 . Qu 26> BIFT W, vf SLm IR 5%
G RUHIE T FoxO1 A 7= A 48 HAe JF I v i A2
TG, 5 ApoC T F=A: 38 AN TG ARz A
Ko MRS H AT LLE i — Rl AR TG 254
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Fenofibrate >k 10 %% , iZ 25 W) Al e 5 i ALY A4 4

BE W) 4G 32 K - o (peroxisome proliferators activate

receptor- o« , PPAR- o ) ZEL IS . PPAR- o fEAT

JIE ApoC TN ik Hh 5 FoxO1 A7 BRAN HAE T, (2T

e L H5 2Z 45 BT, W FoxO1 22 JA7E = — Bk H-ih i

SRR B, West 252 A& I %1

18 ApoC T AYEHE, s ApoC I BEIK & H i K AL &

Py A 3 -0, T 5 L 4 PR T A

ApoCIIl mRNA 235, F WK AL 5 W0 W o456

#H (carbohydrate response element-binding protein,

ChREBP) J2 718 ApoC Il Fe3k i) 3= 5 R -

4 ApoClIEZGHER AT EHARER

ApoC AR Ay B i i 7 45Ul A BT 0 R A 380 1)

2 U, AR R K Hh Y B SCEERZ AT IRZE 25 W)Y &2

B3 N IE N FLBE OB IMLAE £ B AIE © e =156 Tl M e

SEABZEBN , I RGP ARICRARH B 2

25 L RTA, HRUXE ApoC I 25 44 F1 2y 5. (1 BF 5%

ELZAEF B, ME ApoC M AKSEF-45 4 AR HE bris:

DX PEAN T MRS 2 A RIS BUA BB B, XF CVD

S5 Z R RS T RONEEA EEANE. USE ApoC I

BEPR 22351, A Bl T S0 AR DG , LA X i A

DR N AEEA T 28 , I PR A T S i1 8 {EL T RiDxT

ApoC IN5 £ R AR L 5 2R AT FE I BA AL

AT TR R AL AR R A B 124

PIBIWT A, ERIRRETRT T o

PR ARSI IR R 65 vh o
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