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[ Abstract] Objective To observe the changes of neutrophil extracellular traps ( NETs) formation in the acute phase of Kawasaki
disease (KD) ,and explore the possible involvement of NETs in KD vascular injury and the protective mechanism of related drugs. Methods
Blood samples of 40 KD children treated in Dongguan Maternal and Child Health Care Hospital before and after intravenous immunoglobulin
(IVIG) treatment and 40 healthy children of the same age as control group were collected during the period from January 2022 to June 2023.
The levels of tumor necrosis factor-a ( TNF-a) , interleukin-6 ( IL-6 ), circulating cell-free DNA ( ¢fDNA ), LL-37, deoxyribonuclease I
(DNase [ ) ,von Willebrand factor (vWF) , endothelial microparticles (EMPs) , platelet-derived microparticles (PDMP) in plasma detected
by ELISA and peripheral blood neutrophil count of all the specimen were compared and analyzed. Results In the acute phase of KD,
neutrophil count,the level of TNF-a,1L-6,and ¢fDNA and LL-37 as main components of NETs increased and DNase | decreased,while those
recovered after IVIG treatment,and there were no statistical difference compared with the control group. At the same time,vWF, EMPs and
PDMP in plasma also increased ,and decreased after treatment with IVIG, and there were no statistical difference compared with the control
group. In the acute phase of KD, neutrophil count, TNF-a, ¢cfDNA, vWF, EMPs and PDMP were higher in patients with coronary artery
dilatation than those without coronary artery dilation,while DNase | was lower. Correlation analysis showed that ¢[NDA , the main component
of NETs,was positively correlated with the concentration of EMPs, vWF and PDMP, and negatively correlated with DNase | . Conclusion
NETs over-expression and DNase | degradation during KD acute phase are associated with the patient’ s condition ,and dynamic monitoring
of cfDNA has certain clinical value in early diagnosis and assessment of condition severity. NETs may be involved in the vascular inflammatory

endothelial injury and coagulation axis reaction of KD. Furthermore, it suggests that IVIG exerts the pharmacological protective effect by
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reducing the damage of NETs pathway.

[ Keywords] Kawasaki disease; Vasculitis; Neutrophil extracellular traps; Endothelial microparticles; von Willebrand factor; Platelet-

derived microparticles
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The Risk Assessment of Cardiovascular Death and Sudden Death in Patients with
Hypertrophic Cardiomyopathy Combined with Atrial Fibrillation

PENG Yunpu,TAN Zhen, LIU Lei,LIU Yijun, REN Honggiang
( Department of Cardiology ,Suining Central Hospital , Suining 629000 , Sichuan , China )

[ Abstract] Objective To investigate the risk of cardiovascular death and sudden death in patients with hypertrophic cardiomyopathy
(HCM) combined with atrial fibrillation ( AF). Methods This study is a retrospective study. 298 patients with HCM diagnosed at the
Suining Central Hospital from March 2016 to June 2023 were enrolled. Baseline data and examination results were collected for these patients.
Follow-ups were conducted via phone or outpatient visit until December 2023. Survial curves were plotted using the Kaplan-Meier method , and
the differences in risk of cardiovascular death and sudden death between HCM patients without AF and those with AF were compared using the
log-rank test. Multivariate Cox proportional risk model was established to evaluate the association between AF and cardiovascular death and
sudden death in patients with HCM. The competitive risk model was further used for sensitivity analysis. Results There were 252 HCM
patients without AF and 46 HCM patients with AF. The New York Heart function assessment of patients in AF group was significantly poorer
than that in non-AF group (P <0.001 ). Additionally, the QT interval in AF group was shorter compared to that in non-AF group (P <
0.001) ,and the left atrial diameter was greater than that in non-AF group ( P <0.001). Kaplan-Meier analysis of the cumulative incidence of
cardiovascular death and sudden death in patients with HCM combined with AF showed that the risk of cardiovascular death and sudden death
in patients with AF was higher than that in patients without AF (log-rank P =0.000 17,log-rank P =0.017). Multivariate Cox regression
analysis suggested that AF was associated with cardiovascular death and sudden death in HCM patients ( HR =2.846,95% CI 1.466 ~5. 524,
P=0.002;HR =3.829,95%CI 1.191 ~12.311,P =0.024) . In the competitive risk analysis,Gray’ s test indicated that the risk of sudden
death and the cumulative incidence of competitive events in AF HCM group was higher than that in the non-AF HCM group (P =0. 038 ,P =
0.006). AF, age, sex, body mass index, New York heart function assessment, left ventricular ejection fraction, ventricular tachycardia, left
ventricular maximum wall thickness,and outflow tract obstruction were included in multivariate competitive risk analysis, suggesting that AF
was an independent risk factor for sudden death in patients with HCM ( HR =3.487,95% CI 1.002 ~12.152,P =0. 046). Conclusion AF
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is not only associated with cardiovascular death and sudden death,but also an independent risk factor for sudden death in HCM patients.

[ Keywords] Hypertrophic cardiomyopathy ; Atrial fibrillation ; Cardiovascular death;Sudden death
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