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[ABSTRACT] Myocardial fibrosis is the excessive deposition of extracellular matrix(ECM) in the cardiac interstitium
caused by a variety of injury factors, which can lead to the decline of ventricular compliance, myocardial diastolic and sys-
tolic dysfunction and arrhythmia. It is closely related to the severity of cardiac insufficiency and poor prognosis.  Fibro-
blasts, endothelial cells, pericytes and immune cells in cardiac interstitium can be divided into a variety of subgroups due
to different genomic expression, and regulate myocardial fibrosis through phenotypic transformation, fine regulation of ECM
components and secretion of pro-fibrosis or anti-fibrosis factors.  This article reviews the role of cardiac interstitial cells in
cardiac fibrosis and reveals the molecular mechanisms including signal transduction networks and epigenetic modifications,

which will provide new therapeutic strategies and targets for preventing and alleviating cardiac fibrosis.
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Table 1. Biomarkers for cardiac interstitial cells
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Figure 1. The signal transduction mechanisms involved
in the activation of CF induced by TGF-
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T SULF1 KK B | J5 & 05 S5 T5 3 0 n]
{23k TCF-B2 F3A5 M EndMT HEFR ., N B2 40 i 4% &
P IMID2B i Bk 1T 410 40 UASE BE /)N B 25 BE
EndMT &4,

TGF B Notch
Ilgand
TBRII TBRI Frizzled
S :ll: fessesreszesse
ks P Notch1/2
DvI
Smad2/3 Non-Smad: _L
PI3K/Akt GSK3p
RhoA/ROCK
Ras/Raf/ERK1/2
@K1/p38MAPK B-catenin  NICD Hﬁ-w

nail,Slug,ZEB, Twist,SIP-

Fibronectin, Collagen

a-SMA,SM22 o
IVimemin, FSP-1
MMP

PECAM
VE-cadherin
eNOS
VWF

B2 AE-BRRELHESESUE
Figure 2. Signal transduction mechanisms
involved in EndMT
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