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Abstract

CTGF (connective tissue growth factor) and TGF-B1 (transforming growth factor-£1) are two cell
signaling molecules with extensive biological activities, participating in cell proliferation, migration,
differentiation, and the synthesis and deposition of extracellular matrix, especially playing a signif-
icant role in the process of fibrosis. TGF-f£1 is one of the strongest inducers of CTGF expression, and
the two exhibit a synergistic effect in various pathological processes. Currently, numerous studies
have demonstrated that they play a crucial role in myocardial fibrosis. Meanwhile, multiple studies
have shown that the levels of serum CTGF and TGF-£1 are closely related to the development pro-
cess of coronary atherosclerosis, providing more sensitive disease assessment indicators for clini-
cal practice. The correlation between them and the complexity and severity of coronary artery le-
sions has been a research hotspot in recent years. The core pathological mechanism of non-ST seg-
ment elevation acute coronary syndrome (NSTE-ACS) lies in the secondary thrombosis and/or
spasm on the basis of coronary atherosclerotic lesions. Clinically, patients with NSTE-ACS often have
diffuse multi-vessel lesions in addition to coronary artery stenosis. This article aims to analyze and
compare the correlation between the levels of CTGF and TGF-#1 and the SYNTAX score in patients
with NSTE-ACS.
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][l

S e Ik £% A 4iE (acute coronary syndrome, ACS){E Jy et Lo ) E LI PR IS AL, ] (48 s BRAFAE S 4 B
KB N ST Bt A0 L BE (ST segment elevation myocardial infarction, STEMI). E ST Ba = AL 0L
1 %E(non-ST segment elevation myocardial infarction, NSTEMI)FIANE& & .00 40 (unstable angina, UA).
H, NSTEMI 5 UA 75 &R LI RG AR REAE 77 T B A = B AR, PRI AE IR R 4e#7 NSTE-ACS [1].
IAER, FRE ACS IR R FFLLZETE, HOH ) 85 H UORIZIIE 2R 72 R 2]. NSTE-ACS £ ACS
B R, 5 EEET 70%, OO MRTECE WL ACS 267, HHIFAIERARE, WKWEEZE. K
ZH NSTE-ACS BHHZRANEIRYT, BRI B LA MLIE B HoR O 2 % 2%, {3 NSTE-ACS i
(R FE AT A AT B4 %), NSTE-ACS th IR H: s A8 T KU 11 4% 52 553 [3]-[5] -

FHEL STEMI, NSTE-ACS &3 BGHFERE ST Bidfim, HHRENIKH AR L ATRE . XTIt R
BRAERUE, HIXT NSTE-ACS B BEAT KB ITAL SR, A fa SRt B 1] 2 S e RS R oG B
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FEARBI BRI A & NSTE-ACS FIRZ O BRMLH, - HAME RN VT AL 28 2 e bR Bl kopk A8 52 2% B ™ 25 7% 5 6o i PR
oo A R o T B T I AR K 5T Ak S e L, BB DN E MR TR YT T AR KA,
MDA RFEA R AR, RASEEEHWIRKLR6], RV 83 o lkom 28 52 26 K ™ B fE
R

U R 22 F O R 2 br B9 .GRACE 720 %t ACS H 3 HEAT XU PPA o 75 PR B AS I ILAS & 1 Tl
76 NSTE-ACS S RN A Sie W N 2, WA B ™= B E 5T /E[7]. GRACE P45 U A2k
AW AE Ay PRAE . S50 A 4h 5 S0 F AR S 25 PR FEAR[8] . A2 ACS R HT. & T XU T i) ik
TR[9]. WA IR FBE ARSI MI RS B Ee[10]. AT, Joit cTnl. GRACE i¥4)it
e A, AR TR NSTE-ACS 38 HI et likom AR 1 & 2% S ™ AR . HRS AL & —MES)
R, TRMEIGRG &SR, BIESZME, EEbmENE s, mEEEAR, IR %
PR IGREAK BT 2 M B A NSTE-ACS B4 RS kiR AR 1™ EAERE, R shikid A
75 (Coronary Angiography, CAG)/Z 2 “&hrut” o HAETIRR L% K SYNTAX P [11] R G iTAh &
ARSI AR ) 2 J e EAREE, 1V R R T ARSI IKIE S 45 X NSTEMI B3 34T =0 404
AR SYNTAX VE4r 508 e s f2 8 2 A OC, /B0 $ e IR B Miopi AR e i 4 . ™.

KR AL [ S R B B NSTE-ACS B TR L TiJE[12]. BRIk, EFERBIRENID 1R
BRI ARTE DL, W T EEAE KB E R R A2 I ab. v e Wi v, B AR B ATAR B,
WIS MRES: IRTFRT R, IAFEEFEGEMELTFRIR], KKFEEERFARE R AR
MRFAR RS, @R R B, R i, BRI R R AR, mF AR &7
BRAS, PRI SRS, BRALERFAR; T EEAFERU, Rl TARZENE O, 5
MEE. BXTRES . SR, A FRGRS BET S DR A DA KR A R BRI e, il R AR
VAL AR B OR AL FE R, A BTl MR IT T R . MU B I fER 2, R N
NSTE-ACS HEMIGEIRTG . Bk, IR EmFEHREE. 25 o) et sy, HTAR
i PPAli NSTE-ACS &35 el R 20 ko A8 1) 52 % S P B AR

Rl AR50 B ERZH AR5 Gensini P AHICM:, i NSTE-ACS i3 IR 2 ik 2 2
FEVPAh B2 L B (B R I R T AL

2. NSTE-ACS 5L A4t

KZHH) NSTE-ACS 72 BT A B4 0 A2 (1 el IR BN ik B TP 5 R 5 35 2 ek BT 2 P O LA 2 kD
R I HE TG . NSTE-ACS 3 2 o AE 56 4 M e Fik P 2 s ) Bk PR E 5 2, AR e BE R 1 4E U B
LRYEEEE . FEPUZ O KM SR EON E, 5 R AR, Al iR EE AN (B A TR B [13] [14].
NSTE-ACS HHIBHEAAAL AN BIPEE, X NSTEMI i Ho il EA8 58 AH < 1 5t 7] B A KU s A2
BEIMASKFA AR . NSTE-ACS 83 H & 1 2 SR BN A2 5/ IS Rig AR A, SR af 6 [ W] BE =)
BRI R), (R 2. R R P U ThRe R th T B S 5 kWi, SECONEERAZ .
NSTE-ACS & [ S @ # Bels, PR PESUi nl (e B0 S IG IR TR, B 040 A A2 S Il e A%, dlk b
i REPEMIAE.,

NSTE-ACS 11X £ ok T B O WA e TR B T e S 5 P2 8, RO LRI 2 /I BR T O IR 2,
MEEEVESRGER /D, XM R At BUZIRIA B T Re 5 B B AT 4ith: 2 3O GIPt, WRAEHZ
OGRS, SECONUR MG, BT R T 3 M e sl m) &t St vT S350
oIV T RN B SR 4R ek, JCHAE R S M i2 S S s SRIE P et ol S B0 MIRR s shafn, {23t
YAl GIRBEEN SORERAS P RS OE O LA JORE S, R A 44 AR
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OUEESE S, O L2 M PR R M SR SR AR IR AE, B G R MBS R, O LA A 0o BE S %
Z—o DAEZEIE NIEEI IR, B 2 MIREE R OV 4Lt RE . o i R O LA SURSE 5 0
VAL 5 2 TP 2R, 3R - 1 K Tk K- [ B R G5 (RAAS) BTG [15] o AEARHE o IR BE (1)) 13 156 4%
SR O NN BB 2 MR R TFIR RS, B4R S B, IR A, IR R AT 4k
MdEAk. MK ECM B, Wi FEE /b FE 5~7d 35l REMRSE, SVELIERINEH SN T, 4k
P SEAEEJ5 03 N SO o S RO IURE SEAR AR AN 268 7 Kb 78 FR [16] [17],  $3R I JRLEF4E7E ML 5
5~7 d A TFIEHRYIR, B E R IRA0R JRE . TR A (32 YO R I fi) W) 75 22 2~4 w [18]. [A
WO LA BEAT A OO LT G- AL 7K P AS B2 B RE BB CO LRI 52

ORI 53 TR NI I 2 7 I 28 P [RIVE H - 9T R B, TGF-BL. CTGF #4) il o B 1 2 %l -
TGF-p1 il it % SMAD fl MAPK {5 5% 3, il CTGF £ik; 1 CTGF AT IE R i3 5 TGF-41
R LT AN, T IO IR B o 2% VR 42 0N % T 3 (1 B oo JUT S 2T 4 200 P 2 i o B 400 i 7 25
JURR[19] [20].

3.CTGF, TGF-p1 5441k

TGF-A1 & —FhZ Uit A 1, |8 T TGF-B IR I, fE4iMER. b, iy, HEBE
FNAF YA G A AN B AR PO HE GBI F o T RNSURC AT 440 M, PR BEIR SR . AR R A R Ak
JLECM)ITR, 5 H 44tk BEAHK . T CTGF 1E4 TGF-A1 K Rilf 7, fE 1988 4 Hi Almendral
[21]558 NTES Y SER I 0 1 ORI, CTGF & —Fh B 4 AbEE SRR AR 85 1, )72 20 A T HEIE S B
J R o0 I B AR B 2R Gt 2 2 P Z3rp o LA BRI 9 3 T2 o R S AR B B (U LA, 7+ 9% hE B4 493 ) fih
Ko Z TP ST (UG AT AR AR . bR 0 AR P2 JLAH LRI I 3 P R 40 B 55) 350 /T 72 A2 CTGF It 5 1991
4F Bradham [22]55 A $& AR FRAS N, CTGF fERLA B &4 B M2 5 B 3808, @l -S4
MgE TR KA E DI, S 5HSUEE . Y0 KX AR A 3 B FR . HSRIA 2 TGF-B.
M EKE TSR TR, F58ER. AKETFZAESEMEEER, BUE MG 5@E%n ERK. Akt).
MAEREDIRA T, TGF-A1 1l 0 WIS 2 Al (i er4Eamie . o gnie. B aipss), HerHEs
FIE CTGF, wUKshZ Rl fIdt g . BEE W 7S IR AN[23] [24], CTGF #ilE S22 4 Ui 18 5 - 4itk
Pk I SRR 2 7o HAEZ MBI AF gt i h R RR S MRk, HRBKFEALENERER
BEMINE, D N IR B AT 4B A% O T

HAT, MOk T 7t £ B[25]-[28], CTGF fELF4Etb b IR i, HRIEK Tl irfl
YA R B EE AR, T H— e RR R R R AR S RS B AR

4. CTGF, TGF-1 5 ACS

FLAE 1997 4 Oemar [29]45 5 il id K& SKIR R I 1 IR MAEH LU LF A2 CTGF RIE, sl
I S AR TR A, A 4D LA R 2 R DR R I R 3 ARk . AR MA[30], hCTGF 9 mRNA K & F/K-F1E S ko
FEREAL AR G (225 i, RARRIER M &l 50~100 f5, H 2 £ TAMMAME TR 40X
B, SRR RAFYER I AR X — R IEEIR, CTGF Al il i (i 3k 40 B 41 I3 53 11 & ORI P 8 J52 22 5 20 ok g
Peifdt e RIS, A S HLEITUR T REIE SR T 4 e (0 RS e vk, AT 52 M B0 e 1) B A

AHARAE 1998 4E Hiromichi [31] 1 BAJE ek 45 4L K B Ze bR 3h ikoas) o A AEARY , W 5% B SE X CTGF
MRNA Z ik B I [RIHERE A B BT, 38z R F T Re (e g s i A . ieah, fEC LR B AR, JEREsE
X H R FIRE I CTGF BIRFLL M3k . XM iR ik CTGF w] iU 4F 4E 40 i 36 4= [32] [33].
fE 2003 4F[34]0) A =&k —BAUFSL T CTGF A RERA OIUEISE —Fh B IS Wikr 4, 25 B 558 W AL i
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7R[35)#E STEMI B3 K Ja AR A S (1. 24 7. 14 R)MOSOREFE NG G 24 /N RIS CTGF
KA, I FRIR B0 A 5 A G O I 7 A 0 LR G 7] T B (CK-MB) AT P AR 4K B 34 A7 7E DR Bk
WL HE—PUF S CTGF W5 QNSRS Bl 2 IEAH S, $&om izt bs ol F T IR ARVl QA SE T AR . 2016
I — TR 5 [36 I G it T R I, L& CTGF F TGF-B1 BT 5 IR B KR 75 P B AEAEAH
KM, PEORIX L LE bR B AT REAE VAL e ko A% 7 E R R AT XU 2 2 T AEFR A o

BT EIROHT e i 5, SIGHREREIL{E A NSTE-ACS [IFERR K, CTGF. TGF-A1 7Bk sAE
TR 3k Je P AT 2 OCHEVE T, 38 7E NSTE-ACS [ B A2 o RS R 2 rT A EZAE (2 3%
T NSTE-ACS &35 jel IR BN ik s 42 1) 52 2% 71 B FEE AR AH Q1 A 4l

5 RS RE

CTGF. TGF-p1 fE LA 4EAb48hn, FERER SRR AR AR 1 e rh B 2 G H, B I,
FL LB 7K 5 78 KO A48 52 % S 7 R BEAH SG MR S R K . B SL B AE /i TGF-pL. CTGF /KP4
SYNTAX PF4r A . Z5A T & 75 AT DL I % NSTE-ACS 3 1) CTGF. TGF-p1 IMiLif /K F7E AR
Xof 768 Jk s A8 A2 2% T 7 R R HEAT SE AR B VAL
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