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Relationship between serum FSTL -1,PPAR —y,MMP -9 in peripheral blood lymphocytes and coronary
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Abstract Objective: To observe the relationship between the changes of serum follistatin-like protein—1(FSTL-1), peroxisome prolifer—
ator activated receptor gamma(PPAR—y) , matrix metalloproteinase—9 (MMP-9) protein in peripheral blood lymphocytes and the degree of
coronary artery stenosis in patients with acute coronary syndrome(ACS ). Methods: 108 patients with ACS were selected as ACS group and
90 patients with stable angina were selected as the control group who were diagnosed from January 2017 to December 2018. The levels of
serum FSTL-1,PPAR~y and MMP-9 in peripheral blood lymphocytes of the two groups were detected. Coronary CT angiography (CTA)
was used to detect the quantitative indicators of coronary artery stenosis in the two groups. The correlation between FSTL-1,PPAR -y,
MMP-9 and the degree of coronary artery stenosis was analyzed. Results:Serum FSTL-1 and MMP-9 levels in peripheral blood lympho—
cytes of the ACS group were higher than those of the control group(¢=18.336, 18.316, both P<0.05 ). The level of PPAR~y in peripheral
blood lymphocytes of the ACS group was lower than that of the control group (1=—11.028,P<0.05 ). There was no significant difference in the
number of plaques, calcified plaque volume,non—calcified plaque volume,total plaque volume,and calcified plaque load between ACS
group and control group (all P>0.05). The non—calcified plaque load, coronary artery stenosis and RI measurement values in the ACS group
were higher than those in the control group (1=14.298,32.807,18.674,all P<0.05). In ACS group,FSTL~1 and MMP-9 were positively
correlated with non—calcified plaque load, coronary artery stenosis,and RI measurements(r=0.520,0.577,0.594,0.483,0.601,0.633, all
P<0.05),and PPAR—y was negatively correlated with non—calcified plaque load, coronary artery stenosis,and RI measurement values
(r=-0.614,-0.668,-0.489,all P<0.05). Conclusion:Serum FSTL-1,PPAR—y,MMP-9 in peripheral blood lymphocytes of ACS patients
have a certain correlation with the degree of coronary artery stenosis.
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BMI (23.2+2.2)kg/m?; 5 55 #il .4z 35 il

WItRIE : S5 T AR IR 2 250 IS 2 o3 23 il

FE I CGEOI 2 B 507 78 ) ST Bedhm B
PEREIRBIKERAAE ST Bedtrm Al 2 vk O NUESE AF
FERLLGOR FE BLOSOR g WiaE. (DEBES
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5 , JH PPAR—y . MMP-9 & 14 1L 2E40 Bl — Pt (—
P 1:100) b HAEE PR 2o AR 45 G BTk, B _E A
TH BARE AL A —P0 . FHBR A AL DR
ICHI AT R P (1:100) PEATEE e ENL, (4) 18
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Tab 1 General information of the two groups of patients[n( % ),x=s]

iVl 17k IR (%) Bl BMI(kg/m?) o 1 He HEIRIPG MG S US|
ACS# 108 65.0+7.1 67/41 23.4+1.9 72(66.67) 31(28.70) 60(55.56) 39(36.11)

X HEEH 90 64.0+6.4 55/35 23.242.2 55(61.11) 18(20.00) 43(47.78) 27(30.00)
th 1.032 0.018 0.686 0.659 1.997 1.19 0.825

P 0.303 0.894 0.493 0.417 0.158 0.275 0.364
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Fig1 Expression of PPAR—y and MMP-9 in ACS group and con-
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Tab 2 Comparison of FSTL-1,PPAR- y,MMP-9 levels in ACS

group and control group(x+s )

5 kL FSTL-1(ng/mL) PPAR—yCKJE{Y ) MMP-9CHKJEY )
ACS 4]l 108 9.40:2.14 0.83+0.33 0.37+0.11
XHRZL 90 4.83x1.10 1.41+0.41 0.14+0.05
t 18.336 -11.028 18.316
P 0.000 0.000 0.000

T ACS : SRR B KL & A FSTL-1: DRV R A -1
PPAR—y: 1k S8 Ak 10 VA 1 4 400 1 A0 32 14—y s MMP=9 « L 5t 43 J 2 4
fiti-9

B TR (3 P<0.05), ILEE 3.

2.4 ACS %% FSTL-1.PPAR-y.MMP-9 5 %k )
WRAE E AL EISAFOIAB KM & Pearson ZiMEAH A
Hr,ACS 2 FSTL-1 .MMP-9 5E45 A BE e 7 1 | 5o
ARZNPKAATREE [RLIE (AR EAHSC (3 P<0.05);
PPAR—y SRS A AT el ARSIk A A R B
RIS (B 2 A OC (34 P<0.05), L3k 4.

Tab3 Comparison of CTA test results between ACS group and control group (xxs )

B PufesEbe AR HEbR

PSRZiRER

PoAesEbe  ARESIEELR RSk B

AR o G R RGeS %) R (%) i

ACS#L 108 2.18:0.62 28857  325.1:33.6  353.9:380 3.42:039  58.15+7.66 84.97.6 1.84+0.57

o IR ZH 90 2.07+0.58 29.4+4.4 29.4+4.4 348.1+36.7  3.34+0.44  43.29+6.80 52.5+6.0 0.65+0.22

‘ 1.280 ~0.816 1412 1.086 1356 14.298 32.807 18.674

P 0.202 0.415 0.160 0.279 0.177 0.000 0.000 0.000
1 ACS : 2R TR BIIKEE G AIE s R bR 20 ik 2 48 4

%4 ACS B FSTL-1.PPAR-y . MMP-9 5B R EBIEE 3 itig

EEfEIRRIER
Tab 4 Correlation between FSTL-1,PPAR—y,MMP-9 and the
degree of coronary artery stenosis in ACS patients

HhR HASCHE ARES BN SRR TR RI

FSTL-1 r 0.520 0.577 0.594
P 0.000 0.000 0.000
PPAR-y r -0.614 -0.668 -0.489
P 0.000 0.000 0.000
MMP-9 r 0.483 0.601 0.633
P 0.000 0.000 0.000

TR IR B Pk 48 50 FSTL-1 - By Z A 11-1; PPAR-
y = 3 B kA A 18 5 0 0% A 32 AR —y s MMP=9 : B J5T 4 i 25 11 il 95
ACS: 2R sk A
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s Wr s brife, (EHT RS B 52 B S0 ), A
B, BIT SR BR T 2 A Feb iR 20
ki AN, ACS BV R A Kk SRS BRI A A
A AEYARE Y S Ak, P I LT AR &
AKVRT e ACS 2K G R 43 2 4 A1t 24
i A

PPAR—y JZH B AR SR IA 1 WF5E B PPAR—y
AI3E 1 2 AR GRS KA R {5
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