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The role of KLF2 in acute coronary syndrome

CHEN Liang, BAI Jie,ZHENG Koulong’
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[Abstract] Objective: This study was designed to investigate whether Kruppel-like factor 2 (KLF2) can play an important role in
acute coronary syndrome (ACS) by regulating inflammatory response, providing a potential treatment for myocardial infarction in the
future. Methods: The expressions of KLF2 mRNA and protein in peripheral blood mononuclear cells of ACS group (n=123)and control
group (n=45) were determined by quantitative real time PCR and Western blot. Flow cytometry was used to detect the expressions of
molecules on peripheral T cells of ACS group. The Gensini score of ACS patients were calculated , and the correlation between KLF2
and Gensini score in ACS patients was analyzed. Results: The expression of KLF2 protein and mRNA levels of peripheral blood
mononuclear cells in ACS group were significantly lower than those in the control group. The expressions of CD62L. and CCR7 on
peripheral T cells in ACS group were lower than those in control group, while the expression levels of CXCR3 and CD44 were
significantly higher than those in control group, and KLF2 was negatively correlated with Gensini score. Conclusion: KLF2 gene is
significantly underexpressed in ACS patients, and may participate in the inflammatory response of ACS by regulating the levels of
CD62L,CCR7,CXCR3 and CD44 on the surface of T cells, which may provide a new idea for the treatment of ACS.
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Table1 The sequences of PCR primers
519 S5 (5'—3")
KLF2 L3 : ACAGACTGCTATTTATTGGACCTTAG
TU: CAGAACTGGTGGCAGAGTCATTT
LU : TGAAGGTCGGAGTCAACGGATT
T : CCTGGAAGATGGTGATGGGATT

GADPH

AR AR R AR TR PBS 25 vhifi i % IR AT, A
SATARTR ) 2140 I 247, A5 1 PBS 2 MR 21K,
100 L PBS 2% i S22 fifd , B4 PBMC 2 -
1.2.5 #AXmieR

TE PBMC 23, e A Fe 32 (BB , 47T -
CD16/32, %7 10 min BHWTAER: LSS G5, FIIA
AP, LA CD3 Kt A CD8 i T 4 i Hf , PE
Frig i A\ CD62L  PE-Cyanine7 #1icHit A CCR7 . APC
FRicH N CXCR3 AL RER 2O E (FITC) FRicd i A
CD44 (eBioscience A ), 3 [H ), #EEHFH 15 minf5,
A1 mL PBS YR IEE, 400 g 50> 5 min 5,400 pL
PBS g &L, fif AL
1.2.6  Gensini 74

Gensini 53 XFREEAR B KP4, & Tk 2
PR UBIE ™ SRR i VRTS8 MAL T
HEFER (R 2),

*&2 GensiniiEH R

Table 2 Gensini Score

AR W4 SRR Wy
1%~25% 1| £FTF 5.0
>25%~50% 2 || AR SR I 25
>50%~75% 4 | ZEmiFEShE: L5
>75%~90% 8 || ACHiRESGEE e A e e B 1.0
>90%~100% 16 || IR EK 1.0
>100% 32 || AV 0.5

BEAL AR IR =R AR AR LT 7o AL AR PP 205 B A O R
Y RATIR AR S Z FlL

1.3 %itF sk

JiA SR E S /3, R SPSS22.0 i# 47
Geit= A X I IE A SOE R E A 53 A5 i T %
BRI B AR MEZE (3 = ) BEAT G A, 24 1A]
AR HIBA R 2R 5 22 3 W 5 THECERER FH 32 (%) i
ik, Z2 48] SR TR 7 kg, 2H 18] P L 35
K F Bonferroni 1543 . P < 0.05 N E R H G 2%

2 # R

2.1 AARHFIE

BB H IR R AN 3 iR . & dLTEAR
W5 M AR s BE PR A2 B A AR T (low densi-
ty lipoprotein, LDL) "% 315 (creatinine , Cr) 25l FRF5
br E 2R G E R L (F£3).
2.2 KLF2 3k B 2 &40 0 F A 1 oL

R THRITKLR2 ERER S5 T ACS R
Mt FE , 73 52K Western blot #1 qRT-PCR J5 35 A
A JE i KLF2 2 (A (& 1A) Fl mRNA (& 1B) 7E 4
2 Fe kK -, 45 5 W KLF2 mRNA 12 7K 78
ACS 41 144 5 25 981, STEMI 41 F1 NSTEMI 2 KLF2
FE DN Y ek AR T UA 21 )20 IR 4, H STEMI
ZHAME L ) KLF2 7K T NSTEMI 4

Kl NSTEMI 41 . STEMI 41347 5 J5 A1 & ifi
KLF2 2 (8 2A) & mRNA ([ 2B) 25K, &3
NSTEMI 41 Jz STEMI 41 () f.55 ~1 J] 1 KLF2 &35
IK-REI6 7 HT B 38 A0, STEMI 41 Fp KLF2 28 4k 5
K FREEF LI KLF2 AN UAE ACS h & 15 %5 5
YERT, It EBLYE 2t O JUREBE (9 /R FH o B 4
2.3 KLF2 A B 7T 4% ACS #9 £ PR B

R 2 AT SE R IR, KLF2 |2 2635 T4
A2, G it 2 SEe Y SRR BELE 2 1, R AR Tk
EL 20 980G oAb BB R TR RS S )y T 4 Y
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Table 3 Comparison of clinical data in each group

ACSH

Xif MR ZH

b5 STEMI 4 (n=40) NSTEMI 41 (n=38) UA#H (n=45) (n=45) Pl
AR (%) 65.1+14.1 65.5+12.0 65.0 = 12.0 64.1£9.5 0.557
F:(n(%) ] 30(75.0) 30(78.9) 30(66.7) 27(0.6) 0.129
WA (%) ] 25(62.5) 28(73.7) 27(60.0) 25(55.6) 0.284
(%) 26(65.0) 23(60.5) 31(68.9) 31(68.9) 0.715
BRI [n (%) ] 10(25.0) 11(28.9) 9(20.0) 5(11.1) 0.085
LDL(mmol/L) 28+1.1 29+1.0 26+09 2.6+0.7 0.335
Cr( pmol/L) 76.8 + 36.8 76.0 + 25.7 75.5+273 69.7 +19.4 0.187
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Figure 1 The expressions of KLF2 protein and mRNA in
each group
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Figure 2 The expressions of KLF2 protein and mRNA in
STEMI and NSTEMI group before and after

treatment
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Figure 3 Expression of T cell surface molecules in each group
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Figure 4 The correlation of Gensini score and the mRNA

expression of KLF2
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