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Research progress of angiopoietin-like-3 in nephrotic
syndrome

LI Xin, LU Huiyan, HAO Lirong
(Department of Nephropathy, First Affiliated Hospital, Harbin Medical University, Harbin 150070, China)

Abstract Angiopoietin-like-3 (ANGPTL3) is a secreted protein with a characteristic angiopoietin structure and it
belongs to ANGPTL protein family. ANGPTL3 is mainly expressed in hepatocytes and only weakly expressed
in normal kidney cell. Nephrotic syndrome (NS) is a clinical syndrome characterized by massive proteinuria
(>3.5 g/d), hypoalbuminemia (<30 g/L), edema and hyperlipidemia. NS can involve various pathological types
of kidney disease. Recent studies have found that the abnormal expression of ANGPTL3 in kidney is related to
podocyte injury and proteinuria in NS, and is involved in the regulation of hyperlipidemia in NS.
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1 ANGPTL3 H&#., oA REYFERMN

ANGPTL3 /& —F 43+ H A 70 kD Y 43 W AU 2R
M, 8 T4l EFEE IR E . ANGPTL3E
PR T A0 A B A,V TR T A i X 32
& (liver X receptor, LXR), Z5LXRIHTT gL
o Ak, B A R A D ANGPTL3 K A,
ANANGPTL34L #4602 M2, /NHANGPTL3f
FrassAE IR, HAEF AL 2 Ik v 4 1 WA E 25 4
B A UM K L I T R IR PR L i BRI 2T 4
2 M R S5 #9385 (fibrinogen-like domain, FLD).
ANGPTL3 RIS FLD M i 5 8 & K avp3sh &
A A Y T 2 i R E R 4 3 S 5 A
A, A, ANGPTL3AZE & 40 M 451 4555
[ 55 FARPL L Bh ko RERE AL R g ) S A B e
o 48Ty il A T A

2 ANGPTL3 5 2 a5 K & B K

200 14F Jia 256 D1 ) 25 RS R 8 2 % 9L
FENSHEFEHL P ANGPTL3 mRNAZK AW &
TFIEH XML, AR B2 AL NS & LB /N BR
A /NEANGPTL3 R B KA, DL/ A8
AU % (minimal change disease, MCD), 'S
J% (membranous nephropathy, MN), Jajkt 7 Beft
B /INER B £ JiE (focal segmetal glomerulosclerosis,
FSGS) %5 J& 4 il 1 17 4% 55 % B /NERKANGP TL3 K 3k
%; HMCDHFHANGPTL3 I A7 T & 40 i Jif i
HKF 5 PR 8 A WLEF A BT 24 08 58 58 3 522 1E A
X, B E /NERANGPTL3 /K5 (M IR 2 A
A R B IE A OG o B KU O g kB
MCD, MN, FSGSiX %Dl JE 4il i 452175 A J R4S FiF
B B 5 BRI T AN GPTL 37K - I & 5 Tt i %of e
4, HIMANGPTL3/KY5 8 E W EWKTFH . ik
. 24 WIREEA . IREFNLE HE 2 IEA G, #
7~ ML ANGPTL3 A G e S LN S Ji 17 7 5 A2 38 1) o 22
brio

Z G RS2 96 B 0 A, i SR Ul o ST
Bl 5 2 R BB R B . IE R R B NS K RL
B H A A ANGPTL3 mRNAK L, RUFAG
Al A IF 3 IBANGPTL3; NS KRB /PNERF B K
ANGPTL3F 24 T4, HFf 2 HHfIANGPTL3
SHEML, BEARBENE., K, A
JoF FH I 4 2 2l T 2 R AL P B AR R A, R

MAIANGPTL3R A 2 5 B MBI 40 . Gao
A1 . ANGPTL3HE £ e b 4 2 20 M B 0 25
FI (Nephrin) [ 35, AT 14 58 J2 40 i RE o)) 14 1
BiEM, SEERMANE, SIEREEAK.
AR miRNAK #EANGPTL3 /N, 4%
KWK . ANGPTL3HE A UL ER I AN 5% A2 40 i -
22 HEB R WL B B I 22 (B-actin) 9 2R 36, M0
ANGPTL3HE P i F 3k 19 B 240 f 1 2R HE 51 B W 2k
Ftctk, ELAH ECF B AR R A B B AR NERL, BT
FALHANGPTL3 ™ /N PR AR 28 il 5 2 B
Yz, Ui A= K SEANGPTL3 I AR & 4 45 /2 40
MaFeE BB, HAREIRAS FANGPTL3 M %
ST I B 11 O 2 S | e QS | 4
EEEMR I AHEE /N IANGPTL3 Fl
HEPIL AN T RN R, A EBIMIT
B, ANGPTL3NIASGE S| A2 40 i 42 4k
Vi % 45 22 B37EANGPTL3 5| L 14 2 40 M 453 405 v &
FECEVEIT, 3% 5 BRAELinZE S B 98 45 SR AR A
ANGPTL3AES YN £ 1 A& A FaVB3shH, 5l
R WS S FFARRIPIIK RS MR Ak, I 1 e i%
fE/NGTPHERacT, B IL B FAKIA BE ]I % 1k 55 —
FIRho K 15 /NGTPH (RIRhoA) , 51 & 41 P [
LAY R, BRI LR BY BN 1 £F 4E R B L 40 i
Bz Wi, (L8 B85, MiJGRaclfF4E
3 AN S F-actin B HE, {2 HEET R M L TE
A, R AN RE S, I 2 RS T R s
KEMIK. B Lidiitesh, ANGPTL3A fig i i %
G EB3IWEI NIEE S/ T ol & 14 (a-acting),
Gl a-acting 18 54 1 5 208 40 M 48 EHER
JERVRIEBREIAY, a-actind e —Fh L& 19T &
F, BE-5 F-actinkf B 32 Bk 4 5 L3 25 (R A%
ML EARPE, a-actind IR 2 ol B I 1 & T BUH
5B LR MR R . Lin%EUI7ENS B L 0 kS
M FJANGPTL3-% 4 £ B3-a-actind St Fik, Hitk
DUBRANGPTL3JE K 1] BE I 46 1 4 ifw 4 473 1 28 1
PR, FEZENSHIERE . FBRol ke 40 i 28 55 5 Ak,
ANGPTL3IA 2 55 EW 25 22 5 | ke 11 2 200 o JI58 v 1 9
o, FEEMBRAREER, ABESHET LT
AR, iR ZEE S Ra3pl T, ILKKLpS3
35 Ak, TR 2 e 2R 11 K A 2 IR 2R 1 K fi il
3(caspase3)ﬂ/‘3?ﬁ’ﬂﬁ[l6]o iR K. ANGPTL3
FEIRB N 238 5 45 A g AR 5 e A A%
fHRao% "R B . B 1455 )5 ANGPTL3{U 244k
AT Re B — o RIPE R RS R O R
JE A0 B 25 et B IE AR 1 2 M (perlecan) T,
P HHILANGPTL3 L, ISR & R fIlHANGPTL3
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UL A 23 Blperlecan K Ik £, HAM LT
IR EANHE, ANGPTL3E 3K (14 /2 40 i A /) ask
FLJFE i (glomerular basement membrane, GBM) (1%
BE S T, UEWIANGPTL3E £ fE e — & F
R RIER R RS RIS B . PerlecansE
/NERFLJEE I (glomerular basement membrane, GBM)
Hh R O R R R 2 A sy, AT
S Bz 40 M A 40 S5 GBM B R . waZE DU ST
BrgE R I A B e A IRE R, AN
FRANGPTL3 mRNAK AT . % FANGPTL3%% Y
E‘Eiﬁﬂ;@?ﬂﬂﬂ@perlecanﬁ@%@ﬁ[m, H CamenischZg"!
K. EUAANGPTLIN] 58 5 KaVp3sis, FT
a VB3RS I I A5 PN B 20 L B R R L GRS S AR
MM AEEE, DR 40 i 1 5 ANGPTL3
KRB IE — M S N, AT REfEE G i perlecan®
GBMA AWy, s BNk uE R, A
By T 38 i P R 240 i N F 240 T S GBI R B

3 ANGPTL3 5 NS {5 f5 Il

o B ILAE 2 NS AR 1 DL R R B, A
ZH FE HIMCho, TG, LDL, VLDLJ}#, HDL
W SE FRARBARAS . B R B REER /AR
2 5 NS & i IUE ) EZEALH, WK EE PR
AV I AE 2K 4 A G IR £ P i 2 02 K
R,

Y24 1k, X TANGPTLIZE | HR A T W
72 5 B AR T s b . wa e R T
FE R R & B : ANGPTL3 A 7E & 40 i iy
JEUFN'E /N L 7 40 B (tubular epithelial cell, TEC)
Mo, BERRRRER, B4 HKIBANGPTLIK Y
BT, H'B/MNMEANGPTL3H ik & 5 1fl Cho
MTGAKF-EIEARK, FFHEN —JrmTEC A &4 M
ANGPTL3H I, 53— MILIANGPTL3 25 5
ANERE I B /NS E R L TECHYANGPTL3
IKEFE . AT R B ANGPTLS A ) it
M PE A 1 I8 25 1 BRI (lipoprotein lipase, LPL){f
PE Shimizugawa%[mﬁfmu KK /snk/) E&, (KK/J\ Fi
ANGPTL3FEH 65 0 F XA AR, HA
KK/ B2 DB PR FI1RE JRE 0 455 A50) B A4 B0 K 6 1
VLDLIoR B A= Y Bl /b, (HA & LPLIEf# VLDL
Wz, X5NSHIRE A RS LPLE
JE AR o3 i A B DG BEE T T E A B AN L P
£t I R0 R i B IR UL I el 1Y v B R AR AR 1 4
4 8 F 1(glycosylphosphatidylinositol-anchored high
density lipoprotein-binding protein 1, GPIHBP1)%}

A, MIREBRIES R S TG IR & (B FLBE
FOFIVLDL, A" R B Imaik B (ZELINS
UL PR SR kLY B B /N BR B AL B L0 B
VLDLZZ A FILPLE L T 2 VLDLIF BR 32 .,
HEAKRBKE, WEEBKK, VLDLZEFMLPL T
BHT L, AN, ANGPTL3I fEHN il B P9 Bz 40 i &
B AL P LR BE [R] U8 A9 P B2 I T (endothelial lipase
enzymes, EL), EL/r#HDL-C/EH#, ANGPTL3
Be= 1 BLHDL-CAK P F AR

SE NS (AN, ANGPTL3IA REAE i
AN . BRI N . KoshiZEP & . KK/snk/) i
FANGPTL3 R Ik /V, IlChoFITG/KE#AK, H
N T ANGPTL33E [H i B AS 7R W s R A Y, i
ANGPTL35E A i 2% 35 8 i Ik i ST ANGPTL3 45|
KK/ snk/) BUALAR THm L R 502 TG A 25 18 1 1R
(free fatty acids, FFA)%ﬁi%m'mo Shimamura
a2 % I . ANGPTL3AEHR: 5 V45 & g 1y 4
2, RN T d oy R, S EFFAMTG K &
B . XG4 R B SWTRAME,
ANGPTL3 /N B HF . B DA e Ik 5 JC W 8
Z5, A ChoMTGHEA, UL AEHRET
ANGPTL3H B T4EF5 M5 fa g o I Bl 85 &K &b
FEW T/ EUG W3R & 8 R R i E SE NS 3R
PR, W2 BN R SIANGPTL3 mRNA R &
BT, H51Cho, TG/K-EIEAHE; ik
T EFMMWANGPTL /INEL, 7E5 05 19 & S I ]
SRR T R R B AR T WT R, U B IR
A FANGPTL3ZS 5 & IR ML M E 250+, #ibR
ANGPTL3X & fift B s 1 I s 2= 0L A — & B o
ANGPTL3/K 51l Cho, TGHEFAT & AH
K, LA HE RS A ) ) IEE S B 2K 05 S NS A Y
K Cho, TG, FEAR MILH KL I MEFAR L
FENFEIR TR, HEMANGPTL3 R At i 5 K /K 7
5 I A SRR A

NS F) e A I i 20 s 4G 3 A O il 58 A7 ¢,
3 PP 3 R i T A S T R TR T e R L
FE WG MRG0, AR D B A GPIHBP 1R Ik /b,
DA K B w5 g TR 1 s g T 2 % 6 25 2R HD L A5 B A
A BHLAE R H H AT R Lk R B ANGPTL3
S AR AR RS NSRRI AL .

ANGPTL3XH W NS 1) ™ H AR A —E N i
B A AR O R FHELIS AL AR T NS £ % M ANGPTL3
K, 45RB/R: MANGPTL35 fl.Cho, TGHIE
FHOG, BB BENS B R AE B R . DA B
gLl . ANGPTL3 S 5 NS B g1t i
SeH, AHEARBLEN T BRABFIT
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zi ERTR, ANGPTL3BRS B R i 2 41 it 4t
i FE H R A A, R BETH 1T NSHRA T MR AL
o HATNSH 2 W = EAKEE G A, (0 )
PEBR T Iz A TR B G RE R AE Sk
RIFNSHIEEAZY Y, IRAEZHRMER. T
ANGPTL3 Y 3h ¥ 55 5 & FIAN GP TL3 3 [H i B A
. BIiRE, HREWE R B . E AR
v B IUAE 5 6 AR AF 95 &% B G BB LTS Ak 46 0 1fi.
ANGPTL37K - HE S W & 20 Jf 43 15 1) )™ o 72 5
FEAR . MARKY, H5EHERWER . K
X, HAENSHMERIT LB IMANGPTLI S IR&EH
A AEE, L ANGPTL3 A fEXH2KIMCD,
MNZ LA A ERNSH —EME, 7T HE
S NS P R B AR S . ARk TR HE— ST
ANGLTP3 5| A2 5 5 415 B 55 Bg I iE i & s ML, [
AP SE 2l . REEANS R LI ANGPTL3/E
Sk FA TN S 1 5 1 bR 75 40 AR BBUER A A, NS

SRR BB R .
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