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[ ABSTRACT]

C1q/Tumor Necrosis Factor Related Protein 3;

Hypertension;  Atherosclerosis;  Glucolipid Me-

Recently,Cl1q/TNF-related protein-3 (CTRP3) as a member of C1q/tumour necrosis factor-related pro-

teins (CTRP) were found,which plays an important role in glucose and lipid metabolism, atherosclerosis, obesity, hyper-

tension, cardioprotective molecule in the ischemic heart.

vascular disease.
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This review will focus on studying advances of CTRP3 in cardio-
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RY), CTRP3 ) FF it B2 AE 4L T 246 4~ & 3 R
HZ KT8 5 — N5 Y 26 kDa 20 F i AH— 3,
22 NE LR IR ILAT 5 IKAEAE — VI FIL 5 HD2F Jhe
R 22 i 5, I CTRP3 2 5 IR Bk Z AHRLAY 2 i
HEAP ) HORIEEREOIR G MRS c1q AR, I
B R DRSS 3R, 02 nT Re 5 A AR 1 sz MR
HAERM IR, 7E4 Y 3T3-L1 4 jE & o & 2R
# CTRP3 {5 i 12 B 2% 47 R ( messenger RNA) )3
£, CTRP3 mRNA 78545 B ME 251 /M
Jit i i AT | £ 2 Bk A0 A N 2K SR A L R AR %
RYIMA FIE L 24 A1k CTRP3 B I i ik
KA MEFHIE . A3 0F 58 TR FH G 5 B3 1 0 1
/N CTRP3 B IS & &4 (1.0+0.3) mg/L, #| HHij
Sk, NG s 20 1 0 A ke AR S 4 ) CTRP3
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VA O Bl 3 ) 2 5 0 5 A 2 7 b ) G B il
] 25 M -6 2 [ ( glucose-6-phosphatase , G6Pase ) il
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boxykinase , PEPCK ) B335 , I HLiK M MR H1 2 4
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B 5 AT S E i oK F 27 G, 2 el IH 43
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Bkl FETE AL ( atherosclerosis, As ) 4&— Flig 4
SRAEPEL N , o B B A 2 40 M G oF- L2
JL AR AN B B A B AR SRS S AL
ML £k K9 5 1R 52 Z RS TR R
4.1 ClqMEBIREEFHEXER 3 XN MEFEFN
A

SIS AERE AL S A o B AR v i 1 AL
MR £ HEE B R R AE 3 T As YT I
it SOniss kBl A 2055 AR A
“F B1 ( transforming growth factor-1, TGF-B1) i5 %
CTRP3 mRNA I F1HYZRIE, CTRP3 ] DA% % fe it
A RS- LA 0 4 5 AT RS 4 a2
N5 53 VAT A0 L oD A A 19 98 1/2 (exctra-
cellular signal regulated kinase 1 and 2, ERK1/2) #0l
P38 22 %4 )5 1% 1k & 1 W ( P38 mitogen activated
protein kinase , P38MAPK ) {5518 ¢ Aie #1145 ~F- ¥ L
il (R R (E RS Y I E 2 QR i =
P44 1 (mitogen-activated protein kinase 1, MAPK1)
AR P38MAPK 1 51 400 i, i 42 3 42 1 FHAX
REBL ERK1/2 10 1 550 BHL Wr, & B 3% A5 5 Jd % 7
CTRP3 fig Py 5 4t b4 e ARG ol 35 A
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R FR A L R R AR M S TE Bh
TR At FE IR A 45 AN TR . TR
PRI R T Il A SF 2 JULAN Y R O R R
YRR, 0048 BE 5 A4 5 (5 10 657 468 S 44 1 o, R {6l a7
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Mk, CTRP3 b i & i ALE B S A R 2
( bone morphogenetic protein, BMP2) ‘8 #f 8 H (os-
teoprotein,, OPN) ‘45 % (osteocalcin, OCN) &K 4
£ F al (cartilage growth factoral , Cgfal ) 55 i
FAIBREY YR IKKF T o-FHE WL E 1 (o-
smooth muscle actin, a-SMA ) . ¥& Jl 22a ( smooth
muscle 22a, SM22« ) S5 3 UL 46 6 B AR W) K 1k
DT R s i A8 - 9 LA N B OB I, 5
ERK1/2 @ARHE A 5, A ERFFER W, CTRP3
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JKSRAERE AL A 7R, by Sl ks A R AL 1297 S it T
B S
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CTRP3 3 2 17 i 5 1% Mt 17 0% Ak 2 11 B4 ( AMPK)
i TGF-B1 15519 Smad3 B AL A p300 HI45 4,
T LT A 4 i 2 78 5 Ak, DT O LA B8 K
BLIC AR 4E46 ) . CTRP3 720 LRI AE 341 5 X Af
PR AR 18 T B, 3 A P 22 AR I R R
P-4 3 TR oI55 PN B2 A K TR 7 (serine/



1062

ISSN 1007-3949 Chin J Arterioscler, Vol 24 ,No 10,2016

threonine-hypoxia inducing factor-la-vascular endothelial
growth factor, Akt-HIF1a-VEGF ) 38 {1 7F 1L 45 1k , 44
T Akt #HIF AT HIH] CTRP3 AL AL, i 4h
T VEGF $l50) Ho& 73 BB CTRP3 .0 JIE LR 47
PEFI™Y . CTRP3 AN S 25 38 O JULAE 38 30 % X 1f.
Bk, AL U BE 0 2 X 4N M g T, WA R
TR WLEF Ak, T HLBH 8 OR 40 10 BILBE B AU & A=
DX WL A0 5 32 B2 497, 9K 17 3 — £ B AL 4k &R
%, M Tk — W5, CTRP3 W] 78 {4k 4 91 il
TGF-B1 755 (4 i 48 AP S BT 48 240 I 3 56 M2 o-SMA
Fk R AE 1 B0 B 1 A VR A
EZRFRW], CTRP3 J&— N HA ORI VE R
R Rt SN PR 58 CTRP3 A B8 A s O
TR S0 D) RE R0 K A TR YT HTRE AT

A FE R 5 A L, IR 0 bk
SRR RE AL O I A (2T IR Bl Dk 45 5 T B AR
SERLDGUR ) HILH CTRP3 ¥ 35 WA, B v
CTRP3 ik /K -2Z el AR sl ok 7™ 5 A B 1) 5 i), el fR
Bk B 7S TR B R g, B LTS CTRP3 3R 35 /KT
i, B CTRP3 ik /K- 55 7R ol Jio 248 ™ o A A 5t
FAASE R CTRP3 R X6 e bR 3l ok ks A 1 Ak
PO S XU A 1 38R 1T R 56 O (12 7 4R A1
B R

6 BESRE

L5 LA, CTRP3 FEMARAQHE | i 11 30 koot
RERE AL S50 MV Hh 49 38 26 T 2 00 4R (0, 0 g Ak
Je AT B AR O I8 B 1Y S R R, BROAR H T XS
CTRP3 A F A ELARLE] 1 R 5 4 B W], AR A5 Bl
X CTRP3 WHFEAHE— L TRA A B O LA 1
2 WrRR T S LT ) SEL S
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