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Relationship between expression of h—FABP and PAC-1 and coronary artery damage in children with KD
in acute phase

JIA Li—juan,Lyu Ai-ting, FENG Ying—jun, WANG Fang—jie,Sun Qi-qing

(Department of Cardiovascular Internal Medicine, Children’s Hospital Affiliated to Zhengzhou University, Henan Children’s Hospital ,
Zhengzhou Children’s Hospital , Zhengzhou 450000, China )

Abstract Objective: To investigate the relationship between the expression of heart—type fatty acid binding protein(h—-FABP) , platelet
membrane glycoprotein [Ib/IIl a fibrinogen receptor (PAC~1) and coronary artery damage and cardiac function in children with Kawasaki
disease (KD ). Methods: A total of 101 children with KD (observation group ) treated from January 2017 to August 2019 were selected,
including 48 cases with coronary artery injury,and 60 healthy children were selected as control group,the serum h—-FABP level was
detected by ELISA,PAC-1 expression was detected by flow cytometry. Results: The expression levels of serum h—-FABP and PAC-1 in the
observation group were (19.94+4.03) ng/mL and(6.44 +1.12)% ,which were significantly higher than those in the control group
(all P<0.05).The expression levels of serum h—-FABP and PAC~1 in the observation group were (20.12+3.32) ng/mL and (6.94+1.06)%,
which were significantly higher than those in the non-coronary injury group(all P<0.05). The levels of serum H-FABP and PAC-1
inchildren with severe coronary injury of the observation group were(18.22 + 2.19) ng/mL and(6.22 + 1.00)% ,which were significantly higher
than those in the mild to moderate group (all P < 0.05);in the observation group,serum h—-FABP and PAC~-1 were positively correlated
with D-D (r=0.433 and 0.501,all P<0.05) ;the area under the ROC curve of serum h—-FABP and PAC~1 for diagnosis of coronary artery
injury was 0.801 and 0.779 (all P <0.05),the cutoff values were 18.50 ng/mL and 6.10% , the sensitivity was 80.50% and 77.80% ,and
the specificity was 78.00% and 70.00% ,respectively.Conclusion:The expression of h—FABP and PAC-1 increase in KD children in acute
phase , which are related to the impairment of coronary artery.
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Tab 1 Comparison of general data between observation group and

control group(x:s )

25 % B FR (S ) R (kg)
MEEL 101 60/41 3.42+0.84 28.84+5.51
payiit::l 60 37/23 3.30+0.90 28.60+6.10
e 0.080 0.853 0.257

P 0.777 0.395 0.798

1.2 R ot L E K0 3 mL, DL
4°C .3 000 r/min(Z02EEE 15 em)EL 10 min 705
Y5 o R FHBEER G2 SERAA I 0% h—FABP A1 D-D
MR R & EE ADR A ARt PAC-1 K I0)
R T IMA SR &R DO R b ic &R 4 A )
ZARPTIREUA 20 L IRA], A S pL PRP, FHITA
50 L PBS, IWiERA], BOEIFH 20 min, LA 500 pL
PBS, i i 127, R F i =040 AR PAC-1 Rk
K, 355 H 55 B Becton—Dickinson 2w #E4

1.3 SEHAEES  BETUDEM, LM% 2~
5 MHz, 255 B E 0 E 1E61 28 T H4, M8 A
PAREFRIVLIA , TR B it o0 L35 3, R AR SR A 45 /2
PN TN [T P = ol A N R v ¢ =
55 A PR i A SR B ik S T AW S B LA
1 JE SZ A S AT St AR B GE B AR, > I 7R e K i A8
Fes s AR T 2, 7 e fR I G A T R R s T A

V7 T ELE I A5 R At £ S bR B0 ok — ] P % 2 %
PN S5 A R 5 R R e AR B0 Dk PR AR, s B A et AR 3 ik
FF R 53 SCHS AT 3, BN [0 3 Ja 3 22 /00 1
2~3 W HCFHIME

SR BRI ARE : (1) 1% (0 B ): 54k 3 ik
B ik T AR Bk N AE:0~3 & ,<2.5 mm;3~9 &,
<3.0 mm;9~14 % ,<3.5 mm. ARBhIK N/ 330 Tk
HREBNARLAFS LI /NT 0.3 ()52 (1 ) Jke
P ok B R B, PR <4.0 mm, (3) T ). af
KR Rz, NIER 4.0~7.0 mm. (4)
HE(E) . BERANGE=80mm,Z N 2, BN
1 32V ks
14 It F A2 B HTER A SPSS22.0 Fi 4,
TEAM R ORER T xes 2675, 2R 18] HEA(d
SEREAS ¢ K5 TR RER REE A 4 R 4
() FL AT FH 2 A3 5 AH DGR FH Pearson R G537 5
K2R TAREE (ROC) fhZR 20 B2 Wi (8 LA
P<0.05 FmZ R A G E L
2 #R
2.1 WA A xF BB 4H fn iE h—-FABP.PAC-1.D-D b
i MBI h—-FABP .PAC-1 K D-D Fik/KF
A A2 = T R4 (P<0.05), L3 2,
Fz2 MEAMIEAMTE h-FABP.,PAC-1.D-D tbE

Tab 2 Comparison of serum h—-FABP,PAC-1 and D-D between

the observation group and the control group

25 5] W% h-FABP(ng/mL) PAC-1(%) D-D(mg/L)
MELL 101 19.94+4.03 6.44£1.12 1.02+0.28

Xof HEZH 60 2.41+0.64 1.54+0.45 0.32+0.10

! 33.403 32.340 18.651

P 0.000 0.000 0.000
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Tab3 Comparison of serum h-FABP,PAC-1 and D-D in the observation group with or without coronary artery injury(xs)

27 531 f% B (%) h-FABP(ng/mL) PAC-1(%) D-D(mg/L)
H bR AR 2 48 24/24 3.30£1.00 20.12+3.32 6.94£1.06 1.12+0.32
TerbAR AR 2 63 36/27 3.50+1.02 16.6422.80 5.04+0.94 0.89+0.21

! 0.560 -1.032 5.984 9.982 4.562

P 0.454 0.304 0.000 0.000 0.000
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Tab4 Expression of h-FABP,PAC-1 and D-D in serum of children with different coronary artery injuries in the observation group(xs)

215 %5 B A () h-FABP(ng/mlL) PAC-1(%) D-D(mg/L)
LB R4 30 16/14 3.26+0.92 18.22+2.19 6.22+1.00 1.09+0.29
Gyl 18 8/10 3.431.00 23.01+2.25 7.31+0.99 1.62+0.30
t 0.356 -0.600 -7.262 -3.669 -6.052
P 0.551 0.551 0.000 0.001 0.000
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Fig 1 ROC curve of serum h—-FABP and PAC-1 in diagnosis of

coronary artery injury
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