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Relationship between serum KNG1 and TIMP3 levels and coronary artery lesions in
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Abstract : Objective To investigate the relationship between serum kininogen-1 (KNG1) and tissue inhib-
itor of metalloproteinases-3 (TIMP3) levels and coronary artery lesions (CAL) in children with Kawasaki dis-
ease (KD) at the acute phase. Methods A total of 132 children with KD at the acute phase admitted to the
hospital from October 2020 to February 2024 were selected as the KD group,and were divided into CAL group
(66 cases) and non CAL group (66 cases) according to whether they were combined with CAL. In addition, 66
healthy children during the same period were selected as the control group. Serum KNG1 and TIMP3 levels
were measured using enzyme-linked immunosorbent assay. A multivariate unconditional Logistic regression
model with CAL as the dependent variable was established to identify independent factors influencing CAL in
children with KD at the acute phase. Receiver operating characteristic (ROC) curve was plotted to evaluate the
predictive value of serum N-terminal pro-brain natriuretic peptide (NT-proBNP), KNG1,and TIMP3 levels
for CAL in children with KD at the acute phase. Results Compared to the control group,serum KNGI level
was elevated in the KD group (P<C0. 05) ,and TIMP3 level was reduced (P <C0. 05). In the CAL group.serum
KNGI1 level was higher(P<C0. 05) ,and TIMP3 level was lower compared to the non CAL group (P<C0. 05).
Independent risk factors for CAL in children with KD at the acute phase included immunoglobulin resistance
(OR=5.618,95%CI :1.203—26. 248) ,increased NT-proBNP level (OR=1.003,95%CI :1.000—1.005) ,and
increased KNGI1 level (OR=1.648,95%CI:1.251—2.173) ,while increased TIMP3 level was identified as an
independent protective factor (OR =0. 966,95 %CI :0. 949—0. 983, P<C0. 05). The combination of serum NT-

x  EETBR .Periy DA @ EREI E (2021D0015)
EEBN K. L BREIW, FEAGILRI M. © BEEEE . Email:mei28832019@163. com.



E M E¥AE 202549 A% 46 %% 17 8  Int ] Lab Med,September 2025, Vol. 46,No. 17 . 2111 -

proBNP,KNG1,and TIMP3 levels yielded an area under the curve of 0. 930 for predicting CAL in children
with KD at the acute phase,which was larger than 0. 785,0. 801,0. 792 of NT-proBNP,KNG1,and TIMP3 a-

lone (P <C0. 05). Conclusion

increased level of serum KNGI1 and decreased level of TIMP3 are independently

associated with the occurrence of CAL in children with KD at the acute phase. The combined prediction of ser-
um NT-proBNP,KNGI1,and TIMP3 levels has high value in predicting CAL in children with KD at the acute

phase.
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