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Henoch - Schonlein Purpura with Myocardial Damage in 141 Children. Hou Yue,Chen Fang, Zhen Xiaofang ,et al. Department of In-
tergrated Traditional Chinese and Western Medicine of Rheumatology , Beijing Children's Hospital Affiliated to Capital Medical University ,
Beijing 100045 , China

Abstract Objective To investigate the clinical characteristics, pathogenesis and prognosis of Henoch — Schnolein purpura( HSP)
children with myocardial damage. Methods All clinical data of HSP patients with myocardial damage admitted to Beijing Children’s Hos-
pital Affiliated to Capital Medical University, from Jan. 2014 to Dec. 2014 were reviewed. Their laboratory examinations, treatments and
prognosis were analyzed. Results There were 141 patients with myocardial damage in all 358 HSP patients, and all of the 141 patients
had abnormal changes of Electrocadiogram ( ECG). Among them, 135 cases had arrthymia,9 cases were abnormal myocardial enzymes,and
2 cases had abnomal echocardiography. 9 cases had shortness of breath, palpitation, precordial discomfort and so on. of 141 cases treated
with conventional therapy and the treatment of myocardial protection,after I —4 weeks,134 cases’ ECG returned to normal. Conclusion

HSP with myocardial damage in children were common,the symptom of cardiac muscle damage were mild,the abnormal of ECG were com-

mon, the prognosis were good.
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