A AL, 2022, 42(10): 1858-1865

www life.ac.cn

R N A e ) o T g 22—
O E ARG ) 2

m/MMEREERS HIEMERIX R

REA, S=ET, THE, K &
(E%RXFARER/EZETH—ARER-CENF, T8 443000)

HE: SMEMZSHOMARGRELESR, FTRAXGHEATRONEMNIRLAZEZEL, o)
MR L% A (TSP) & T TSP R k69 tm e Sh A (ECM)& &, BISASAR R Ao £TSPF, TSP-1. TSP-24=
TSP-4RFRE S AN RMIXK L IR R o TSP-1EA fdn B £ EM, La55EH# LA K B F-B(TGF-
B), R—H#AH KL e tAein X BT . TSP-24=TSP- 4%%%7}1&7 'uHEECMEX SEgdEH . ALFE
TSP &Y 254 B A2 S UE Ay o 89 4F Bl VAR 53X L TSPAR X 89 % /2 18 rezak, A SILE H 605
TFRE—E e,

EEIT: CMEH: RIRAEEG: AT HER

The relationships between thrombospondin and

myocardial remodeling
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Abstract: Myocardial remodeling is the final outcome of a variety of heart diseases. It is of great
significance to find effective measures to intervene myocardial remodeling. Thrombospondin (TSP) is an
extracellular matrix (ECM) protein belonging to the TSP family, which consists of five members. Among the
TSPs, TSP-1, TSP-2, and TSP-4 are functionally tested. TSP-1 has anti-angiogenic activity and can activate
transforming growth factor-f(TGF-), which is a potent pro-fibrotic and anti-inflammatory factor. Both TSP-2
and TSP-4 are involved in the control of ECM components in hypertrophic hearts. This paper reviews the
structure and role of TSP and myocardial remodeling, as well as the potential pathways related to these TSPs,
in order to provide some help for the treatment of myocardial remodeling.
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S THETSP, HEMELSRLE ST EN-IRLH
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AR EERE, X2 RN IR 1) & e Re 71 T A
BE 1. JE 48 KEE2(matrix metallopeptidase 2,
MMP2)F13E 57 4 J& Ak BFO(MMP9) 7E 4E FFECM & 75
s R R HEEMEH . ARV, TSP-1HMITSP-
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JIE 28 RE LA K2 28 RE A0 95 55 175 5 10 40 JUE A 1 5 A Ok
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XKLL NERN E SRR IREE, K Ang 17697 5
(I Thbs4™ /N R BLC LN B AE K o ofn 5 & 6] £F 4
RS XK, KIMAng 1 ¥EIT I Thbs4™ /N
5 1 = B ik BE 0 [0 A (cross  sectional area,
CSA)FNEEJEIENN, X R BATSP-48k = 515 ) 3 5 ik
45 % (transverse aortic constriction, TAC)ME J7id %K
) WA R e B 0 ) A R s AR O . & SRR
TSP-47F Ang 1T 2 5 i 4 7400 JULAE JE A0 32 3 fik 92
B RERERREREEH. TSP-40 [
BT T MRV BR3P A, oA sz IV i R
MK 7RI Sk 2 4 O WU JE ALY A
I TSP-4K L 15 5 2 — £KIf6(Kruppel-like
factor 6): FEKIf6" /NR(KIf6 RMEIRIET/NR)
o, LA i IR 55 S TSP-4R A ING 6. Yt
JRUTIE R, KIf6[AITSP-4)3 8 748 %%, KIf6X}
TSP-4 ) 3l F¥& M ) 77 S AR e . e M AN
N 77 R SEE NV A 2R 5 TR A3 1 AR Ak DA %
TSP-4%f Ik /i R BB AT A % A TSP-4%5%
FRMWLAVK . T itk . X R BITSP-42 —Fhif =y
VPR RT3 I o B A S PR LA TR R )
2 EAW, XA RRE, OIETSP-4%
IR 3G IR — bt He i B 3E B ) B, TSP-4
7E 5 310 T HP ) 2 AR A R B R 51 R 1
R4tk . TSP-AAREZM O LA FI /N T2, (H
A BH 1 (8] B ECM TR RO fIF AR R, FF 4 Re 70 JE
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S HABH L, BT, TSP-4EYF L2
B A A SR S s oL B . E ARSI A
e U Z A P RO L R I B TSP-43R A 39 . 1%
58 1 O WLE R 2 HoAth 2 5 3 R A I ECM
FERRIEH K. FFE, OUYIINTSP-4[ThfE S
HAE W2 Th e K. TSP-4ftype-3EH K
SN 5 T S R T 6o AtF6a) R P R ) s 3 45
A, R HAZ TR, B PR YRR
W X —DiRE R ERE Y HARTSPRT LA, JEA R R

T ULA0ML, TSP-47E-F &% LA M b 350 N BT
LR N S BT P J5R R L B S, TSP
FETSP-4, #RIEE 5HEFMEEIEMND 1
(stromal-interaction molecule 1, STIMI)IAH HAE
., mdiiessES. STIMIE —FsEER, 7
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ARSI P J5 R 5B A A T FE . IX SR TSP-41E
ERH 1H T RE N TSP-4 M AW TSPHIBF FL4T I T —
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