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Research progress on the role of C1g/tumor necroscs factor - related protein family in
coronary artery disease
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[Abstract] In recent years, Clg/tumor tumor necroscs factor-related protein (CTRP) plays an important role in the pathophysiology
of various cardiovascular diseases such as atherosclerosis, ischemic cardiomyopathy and hypertension. CTRP family members
including CTRP1, CTRP3, CTRP5, CTRP9, CTRP12 and CTRP13 can affect the development of coronary artery disease (CAD) by
regulating immune inflammation , glucose and lipid metabolism, and endothelial function.
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PR R I h IR 7 24000 s g —Fb R 7 TR, B
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LS BRI RERE AL BT R T Ah 83 14 A A%, iR K
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(C1q /tumor necrosis factor-related protein, CTRP) %
Jh 5 R R A A AR — A5 A s LIRS
[BE€TE] XA (81970237,81800244) ; i =
WA — AR R v ELS S RHITI H (2X09)
{51 (Corresponding author) , E-mail : yfzhao7637@sohu.com

£4E 154151 (CTRP1~15) , FAAEAR IR A IE L,
(ORRTE JUNWAC LI NN e 2 LN R~ SN
58RI CTRP ZEMRAE S U DKok RERE Ak S oAt
O MBS R EEAE R . AR SO BEIE A
N K ML e 31> THLEN S CTRP G715 i A 78 e
REKZR (coronary artery disease, CAD) HHIVEH

1 AN RERE
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R NAES KA FERE ALY & ' | AR T LA B e ¢
PN RO A 4 T BB

CTRP1 5 95 K A 7K P, ] B4 48 248 i A
TS CTRP1 M. CTRP 138 5 #0 p38 2234
JE 15 Ak 85 L8 (mitogen - activated protein kinase,
MAPK)/#% K -k B (nuclear factor-kappa B, NF-xB)
IRARIE NN AR AE - W B 5~ B PR SE A 5 (-
mor necrosis factor, TNF)-a . /1% (interleukin, IL)-
6 FIIL-1B55 (477 Ax , S S R 1 40 R b B 22 7
B AL, 3 — 20 i I 200 ke YR 1 76 R 4 O
Sl KRR RE AL BELR , DT 7 A= A Sl K ok 1 B AL 11 1
FniE CAD BIFEH™ o 55 —Jr i, CTRPT L rf i
b Y0 o JULZH B v 8 2 - 1- W R (sphingosine-1-
phosphate, S1P ) /PR — 2 i F (cyclic adenosine mo-
nophosphate , cAMP) {5 5 38 [ 98 /0 78 T 1 5 5E L
JNE, DT B Lk LR I, %o 5 ot 2 0 AU 2 #E 25
PERI™ . ML CTRP1 /K- i 58 oL A8 4
FHRK. FAECAD AL, CAD S (Y CTRP1 3%
H4 I, CTRP1 AT REJE CAD B SZ I A A8 AR S
A LIE 2 W CAD F8 34 i A8 728 ™ o A% 32 1) i 28
AR,

CTRP3 S A1 B BT R M T 8 5, 0 LA PR
Jr i EA G HBIER] . CTRP3 A PIAERL, 73
5124 CTRP3A Fil CTRP3B,, B # 75 2 1 K B iS4k
EA X CTRP3 AT ] BAZ% 20 A AR,
FEPLR PURT-RIMERT, ITHESE CAD & 8%, 2 3 {1
P BERVE Y . CTRP3 38 i 12 #F PI3K/Akt/eNOS
FRAE T U8 TNF-of IL-6 Y235 , AT 0 i S AL (1K 2
Ji£ g 85 M (oxidized low-density lipoprotein, ox-LDL)
5| TR 8 P B AR 2 I A A B KT RE B, 408 % 50 Jik ok
FEREAL R FESES A PN Az AN i H i kA 3 b
WAL, M4 CD 14 CD16 HLIF AR 7 g 22 LRy A
2 WA R v e B, HG e e )R ERAS 20 L HAT 55 A 4
SR I RE ) WAL E AT e E R AE KT TNF-o il
IL-6 (1715, CTRP3 R Jifi /> r ] 28 SR A 1) 7= A
H | Bg 2 B (lipopolysaccharide , LPS ) 75 5 1) IL-6 f)
ik, a2 M JJUFESE (acute myocardial infarction,
AMD B F OB R R, CTRP3 W] LA A S
R , A R AMI SR TS e S

CTRPS 7EH R FAL I PR K, R A B
g 5 38 R 2 B U i < = B 1 WIS R W] CTRPS A {12
PETDIR BN K ST AAE N SC RN FEB7E T . CTRPS 3
TR 37 3 5 4 @ 2R 1 1§ -2 (matrix metalloproteinases
2,MMP-2) AR F1 D1 AN TNF-af) 35 , A

P Noteh1 Ak A= 4 A (transforming growth fac-
tor, TGF) -B 1 hedgehog {5738 4, M T4 32F 1t 57 F-
T LA RSG5 AR AE RS . IZAFSY CTRPS 7] 58
T F T 6( signal transducer and activator of tran-
scription6 , STAT6 ) {5 5 3 % [ 4 12/15- §5 % & i
(lipoxygenase , LOX) , ] 12/15-LOX J&4 K% & B
2 H (low density lipoprotein,, LDL) % iz F1 48 {b 1) &
SRR , 40 12/15-LOX RE LS5 ox-LDLAEN EZ T
AODTRR AN S T ok R B AL ) 1 JiE , CTRPS & —Fig Bl
R ficei} €y = 2 /0 (S R

CTRPY JEARHK R e i) 55 R R IR%) , RA BT
RAEFAABTS KR FEREAL A DI RE , 75 CAD A i #
AT ORI ER"™ . CTRPO 38 1 s — W i
H (adenosine monophosphate , AMP) {% 4k 1) 25 1 I
P54 285 B0 0 5 0 200 i 1) &5 B 37 (intercellular cell
adhesion molecule-1,ICAM-1) | Ifil 5 PN 52 20 H9 AR 41
BB 3T (vascular cell adhesion molecule-1, VCAM-
D RYZIR /0 42 2 40 L PR 5 40 TNF-o 1A 40 i
#E A (monocyte chemotactic protein-1, MCP-1 VHY
FIRE BN FE SRR RERE AL BESL A /E T, CTRPY
AT LA VSMC 5% 728 S L 4 A s 2D = 3 ik il
& WL (vascular smooth muscle cell, VSMC) [ 34
AU R N B D RE R, SR HE L R 5K, 3 sl ik
o A A AL BE B A AR E . CTRPO AT LAYk 7D ox -
LDL ¥ 16 1) EC W 40 g v & NLR 2K Ji% Pyrin 35 11 3
(the NLR family pyrin domain containing 3, NLRP3)
FEHRIZRIA I I NLRP3 R/ IMA A I L, 4
Tl — B R B 1 B (AMP-activated protein ki-
nase , AMPK) ] IRk & NLRP3 RPE/IME G . 7E
FIRE A E stz 19/, CTRPI i 3235 7] LA il
ok ot FF B8 1k 1Y % J X R R AT LS g 4
AMPK i¥ Bk . CTRP9if i CTRP9-AMPK-NLRP3 &
B RAEDUE KR FEREAL I VE T . CTRPY I8 W] LLSE
Ml [ M0 241 16 14 9 784 & 37 2l 55 .0 ILAE BB (myocardial
infarction, MI) ¥ 5 FIVE 'S o MI & A I A1 8 B
0 L 1% AL X Sl o1 M1 EL 20 A, M1
20 17 A AR R A0 L PR, R B T R 184k T
HEASAETH IR B Bm O MUY LG 20 A 722 B M2
2, M2 I 200 i B AT B R R L O I 4B
5. M1 E M2 AR B AR T DR 35 3G MTRY A3 11
WA W OIIRE, CTRPY F 248 1 Toll HEAZ 1A 4
(Toll-like receptors, TLR4) /B&RE AL E 2(myeloid-
differentiationprotein,, MD2)/E& £E 53 46 A T 88 (my—
eloid differentiation factor, MyD88) Hl AMPK -NF -«B
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IR M1/M2 20 A 1 2 B AR 238 ML
IO MESIRE . %A B2 A5G K5 2 (nuclear fac-
tor E2 related factor 2, Nrf2) J& AT G/ i — 4%
P B, 2 LA B AR R A 2Ry . Nif2 5
YA RV T4 & T 1s A 2 T S ALl 50 &
B CTRPY 38 1 7% 16 Nref2 18 2R S AE SN, 2%
REMIRYFERE" , 538 —F LA A (inducible
nitric oxide synthase, iNOS) 7E 1E & & 00 T &2 ANAFEAE
¥, A AE 2 LPS Al TNF-o BT L R A2 Rk, 1
FE CAD A f VR T H AT A 4+ . CTRPY 1] L
Ik 2 S 2 BN 2/(5 5 e S 5 O F 3 (Ja-
nus kinase signal transducers 2 and activator of tran-
scription 3, JAK2-STAT3 ) 343 448 1] £ 1 Hsf (] A4 61 14 b
LIEINOS A,

CTRP12 55 S AE 40 5 1A 5% , 7 2l ik oks + A
e fEH] . CTRP12 AT RAJS /e 48 4 At R 14 3=
2 DA T 902 5 e 40 6 7 A e A Bl A7 2H 2 1 AR
2, W r] LU CAD 825 A 1L-6 Rl TNF-o 55 R AE
A0 M H 5 K R, CTRP12 3 33K 7E CAD
A P STR

CTRP13 $01 1 15 105k 240 i 7 P A0 L 52 9, Dk
A BREPR I, DT A1 1 Sl koS A R A B R R o I
A, B I I TR B A BT L W T S B
iEF% e HE Y A LR A G2 Jay PR AN 4 B PR R
SN, FNINTHE CD36 M ) I W7 Wi A 14 B i
D 1 s P R LR 2R

2 HERE KIS

A B AR AR B I CAD XU B9 P AS
T PR AU 23 5 MR S E R RN SR IR B
AT, AT AR SO BG4

CTRP1Z S AEEARIC A, T HLIRRE A
RN P 1 2 R A BRI . CTRPY W] AR AR 44
WK, 38 3 PR AT & 3R 2 AR IR ) 1 1 22 SRR W IR
ARG I 52 2R AU, DTS s s 0y 2H 21 i)
PREL S SR Yagmur 55 2V 1 & B 2 bR PR 9%
(T2DM) (3 1 CTRP1 KP4, H S5 HEHL i 2078
F (HbA 1e) AR A5 BOHE , nTAEJE T T2DM &
A ZELER T T CTRP1 AYAT 256 . A 2 b
RN | (glucose transporter 4, GLUT4) 7E 7 Z R
e O i A rp 3% 4 JE SR, CTRP G i
PI3K/Akt {55538 34 I LA B A 107 4t B GLUT4
Rz . CTRP1SE AR F AL BRI S . il
Hil £ Bk e A 3R AL il (acetyl coA carboxylase, ACC)

Al L AMPK iR AR AT

FEAIC CTRP3 ¥ FE ] Al 2 5 I Bk Il 1 14
AR EORE R i KURS: 3 . CTRP3 e i
I AT BEAENE e 5 | 7k 1) 25 o AR S A o 3R A 2 o
HEZEIEH . CTRP3 Z 5EREAHE AT, T8
MR AR . 1 H CTRP3 B R #7325
JHF b S5 A P R S S g 11 2 3K, R 46 - - B TR il
(glucose-6-phosphatase , G6Pase ) FI i & 45 15 P R iR
FRUME (phosphoenolpyruvate carboxykinase , PEPCK) ,
AT 20 JEF 240 BB S AR W 2% CAD 1 kR
CTRP3 i it p-p38 MAPK Fl p-ERK {5 53 4 12 = fike
B Z AN R R A T A AR

W5 IR 99 14 0 WL 9% (diabetic cardiomyopathy,
DCM ) &Ml BRI 1 55 DI KA , T 300 1 520 0
HARFFRIESL . Song 55 HF 57 3 A8 = WA S 10
AC16 L JILATHE H miR-144 #3K /KT, i CTRP3
FIRREAK, CTRP3 A3 BE 1A 1T i e i AC16.0
JULZH e %) 38 -0 A T, B CTRP3/c-Jun 24
FEAK Vi (c-Jun N-terminal kinase , INK) {55 518 1%
AR ERHA S AC16.0 LT I I B A T, R
1BYT DCMRME T8 fe . Wang 55 H] CTRP3 3@ i
WOE Akt-mTOR 15538 5 B DB o B 755 19 A B ik
N 2 41 i (human umbilical vein endothelial cell , HU-
VEC) 4 F R R B A4 ie i T~ Kk, CTRP3
AT RS TR BH IR PRI AH DG N B2 DI RE A VAR T T 24
Y1, CTRP3 A RES SHEIRIG B L A . WF5E
FH, CTRP3 18 1 {ff JAK2/STAT3 55 5 i 2% I 1
VS T R BRI B /NI R IR 4 5 RN A4 A7
FEF A, PRI, CTRP3 1] BE 21697 B R 1k 15
s IV FE IR T ¥ObR o BRILZ A1, CTRP3 A LA 1 5
BEF S A0 A0 90 €2 251 1z 200 it 1 42T 7 385 4 g
JHTRY, F R I Nef2/HO- 1 & 245 ARPE-19
2 P ) A D ORI Tk 55 . Moradi %5t % PR
T2DM FIA PRI B 5 8 5 L3 o CTRP3 7K-F R
$E7~ CTRP3 7] REZEME JR 93 B i h & ¥ /EFH o Chen
A BRI L EE B 1L T CTRP3 K- 25 R A%, HL
51 5 B URN B R B AN D BEFE A 2 FAH DK o

CTRPS 7EAR I 25 5 AF 1 R P e B B AT
EH AR . I35 T CTRPS /& 7] B 5 16 5 ZHHT
A KB, NADPH &b (NOX) f& —Fp H 22 i S AL
F, NOX F 5 AL4% 7 Fp WA, 4351 J& NOX1 . NOX2,
NOX3.NOX4 . NOX5.DUOX1 #1 DUOX2, H = % 1
AEE R TR (ROS) , H NOX SRR ROS 1T DL sE
i Ath >fe 5 9 ROS 19 77 A=, ffi ROS 7= A i — 25 34
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T B ARR B — A B R R . NOXT /& NOX
fyHp— b7 A, CTRPS 3 5 A #E NOX1 {5 555 %
5 SOWE PR 10457 7Y B2 D) e B s, BHIST CTRPS (1)
77 A AT LA PR o I A8 T o

CTRP9 5 fig B A8 -3 i 14 5 AMPK/mTOR
I {5 3 ¢ ok 398 5 I 1 8/, 348 o T O i e
18 Z AR ATP 4546 £ 7% 12 1K A1 (ATP-binding cas-
sette transporter A1, ABCA1) FIATP 45 & & 442K G1
(ABCG1) {2235 , sk 6 VA 40 i v JIR ] e 97 1
NI B 11 THP-1 EL WS4 I AR 4 A, vt/ D R 2
LI B, I 2% R S ks FERE AL ) RS . CTRPY
A LIS Akt AMPK Fll p42/44 MAPK 8 % , Hofe s 5
DA B AL P R A R R 3 (AN ICAM-1 AT VCAM-1)
SEIEAHIE, CTRPO 1] LA T 45 i A S5 HL 7

CTRP12 3 33 458 I IR D 21 2 b ik & R {5
S TR U R 2 A RRUER M | AN LAAS R 61
5 2 1977 20 B 42 BT PIBK/AKL {55 38 & 400 b S
Az FERE N4 AR R A

CTRP13 i 1 5 5 GTP ¥R K fit i 1 (GTP cyclo-
hydrolase 1, GCH1)/P0 &L 8504 (tetrahydrobiopter-
in, BH4) 5l A M eNOS Y 72 4E |, 76 i B R 85
CTRP13 AJ 3 b = BT 2 1B A (protein kinase A,
PKA)TH MR HIE T, PKA 35 M s T2 3 7
i AR Y Tl R 3 B ) o 2 PR B i R AL, DA T K9S
GCHI 53 | S 2 3 e &7 5K D BRI , IR B T BEIR
/N U N B2 Zh g, 6B CTRP13 7] LAIGYT B TR I
PRI CTRP13 X = 755 (0 55 /45 18 25 K
3P 2 1 PO O B (Calcium/calmodulin-dependent
protein kinase kinase beta, CAMKK)/AMPK & 1% 5|
ALY 52 B 4 1M AL B A R4 VR T, CTRP13 AT g
SRR R 1 R I A T A AR

3 AR R ARETIEE

JEAR Bk A Bz 45 3 2 S E AR | AAE AT LI
N B AN ST T LR A SR R SR 2 S
Ko REBE AL TE B BR Sh B BE . AAE AR AR T
B AN 2B P B A 1) AR B 5, T4 A B 2
JE AR A P A T R TR SRR T B B 25
PR T RSN 2> 5 B0 AL 45 D BE AT RO JULRE
FEJG RO E A

CTRP1 J2 I PR3P P 7 TR, o0 L/ 4 £ .
ARAPAERT. CTRPL Al J b 1 A5 458473 1 7 A I 5l
ik A= A ARG 5 L BT c AMP ARHSE AR I ] VSMC
AR

S Jk o5 A A L BXE R e S RT 4k M I AR T B 2%
O A PR L W0 FILAE FE AR B A0 SO0
Chen 25 WF9¥ W], ox-LDL Jill# /) BUS CTRP3 %3k
R, R 98 K5 7 CRP. TNF -« IL-6., CD40 FlI
CD40L, CTRP3 i 218 AT D4 = 20 B 3k 1 , 98/ 3L IR
AL, B E WM T [, Rk
CTRP3 T 2 I 4 E 5K 2 11 (angiotensin, Ang 11 ) .
ICAM-1 Fll VCAM-1 ik TR IR TN &R -1
(endothelin, ET-1)F1 NO 2 [&] () -y o i —25 (4L
5T & B CTRP3 7] LA 1 3 i PI3K/Akt/eNOS i&
1A A BN ox-LDL 75 5 (14 /1N B 3= 3l ik P9 Bz 4 i
(1) SR AE SN TN B D RERR S, A A B A B sl ik ok
FERE AL A 25

T 5T 2 W CTRP3 760 J1 B2 2 b A
B, Gao 55 I PFAN T 568 1l 43 B AR 14 .0 T 52 v
(HFrEF) 3 o CTRP3 Fl CTRP9 ¥ & L Je & 75
EJRPERAN K, K B 2400 W b 25 S5 0 v O R
CTRP3 =X CTRPY ¥ & B i 541K, CTRP3 il CTRP9 7K
S5 2= B AR (LVEFR) IEAHSE , 5 N AR S ai A
FIEHAK (NT-proBNP) /K P AH G , 803 36 4~ H 1 fifi
Vi, RIIET 25 % 53057 /K71 CTRP3 B¢ CTRP9 /K-
JERAET RN B 2 1 F P4

KT CTRP3FEO WU I AE T, Ma 56 &
B CTRP3 38 120 7 16 PKA 0 % A 2B K R 7 BTG
Ji§ 1 (transforming growth factor B-activated kinase 1,
TAK1D)/INK) {5 53 #- R ECONUIE R & B . Zhang
SRR g F W, CTRP3 W] LA 38 5 410 i) p38MAPK/
cAMP W T 4E A 1 (cAMP response element-
binding protein, CREB) & 42 & 2| $1 0> JILAEJEAE F
CTRP3 F #5519 7 BoO WUAR JEE R . F2 2255 18
POV O LA JEE R0 ) ey vk 22 S S 30, T
S — WS 2R CTRP3 780 LR JEE v () B A AL
il o Wu 55Tt F B CTRP3 W] e/ Bl fi 08 L
i, RAEONERYER

CTRPY ELAT ¢ i 1 015 1, 7R 9895 i 45 e Ak
H R, e T DR A 5k RIS
B PN BB A I VSMC 345 , i sh kR AR R AL, 5
X R AR

4 & &

CTRP S5 38 28 85 G 28 S A B 4 Q3 A i
N B2 DIRETE CAD £ AB B /B, CTRP1 J2&
TR AL S ko e AL % . CTRPSEHE VSMC
B A K AR B AR RE o #H 2, CTRP3. CTRPY,
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CTRP12 F1 CTRP13 EA 4T % A4t 3h bk ok A A AL AR
FH o CTRP ZR 2 B 57 38 3= I 5 4 A A 52 i P pz 4
Ji & RE AN BEBR 45 72 i, CTRP1,CTRP3 il CTRP9
O] PR P A R S e UL L A, %o et L
A 4EH . CTRP1 il CTRPS £E CAD M # b 7}
& o AR, CTRP3,CTRP9.CTRP12 Fl CTRP13 /£ Ky
CAD FYPR- I F7E CAD R %MK, CTRP KKk
MR R TEZA RG] 2 MDIRe , A SO T
CTRP K EAE CAD K= e K e h 45 AW BE B VE I
CTRP F I IEAWT & K, 6 CTRP F% A% 51 1)
TR 4 J5 i AR IB I T A ZR B A eIk 3 ik
PR B LT 1) JELES
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